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“There is not a single chronic pain state where any radiographic, surgical, or
pathological description of peripheral nociceptive damage has been reproducibly
shown to be related to the presence or severity of pain”.

Daniel J. Clauw, 2015.
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RESUM

La fibromialgia és una sindrome freqiient que cursa amb dolor cronic generalitzat i altres
simptomes com fatiga, alteracions afectives i de la son, alteracidé d’algunes capacitats
cognitives i una notable disminucid de la capacitat funcional i interferéncia en les arees
vitals de I'individu que la pateix.

Malgrat els notables avencos cientifics que s’han assolit en el coneixement d’aquesta
sindrome, tant la propia fibromialgia com els pacients segueixen patint un descrédit que
agreuja el seu patiment i dificulta les relacions amb el sistema sanitari i els serveis socials.

Al nostre parer, aquest descredit esta relacionat, entre d’altres, amb els dubtes sobre Ia
ubicacid nosologica de la fibromialgia, la manca de credibilitat de la gravetat dels
simptomes referits pels pacients i les sospites de simulacid, i les explicacions de la malaltia
basades en suposades caracteristiques especifiques de personalitat que propicien un major
dramatisme, impacte de les demandes de I’entorn i un maneig inadequat d’aquests
requeriments contextuals.

Per tant, els objectius dels estudis d’aquesta tesi s’han dirigit a verificar la possibilitat de
diferenciar la fibromialgia d’altres trastorns per dolor cronic de presentacid clinica similar i
de la simulacid, a avaluar 'existencia de caracteristiques de personalitat propies de la
fibromialgia i, per tant, diferents d’altres trastorns per dolor cronic i d’una malaltia cronica
que no cursa amb dolor cronic. Tanmateix, ens va interessar complementar aquest objectiu
amb 'avaluacié de la influéncia de les caracteristiques de personalitat dels pacients amb
fibromialgia en la resposta a un tractament multidisciplinari.

Els resultats suggereixen que tant en poblacié espanyola com llatinoamericana, la
fibromialgia és distingible d’altres trastorns per dolor cronic sobre la base de la
simptomatologia somatica, depressiva i ansiosa, el grau de catastrofisme i la incapacitat
funcional que comporten. Aquesta diferenciaciéd no només dona suport a la definicié de la
fibromialgia com una entitat discreta sind que també facilitaria la seva deteccid i tractament
precocos. Aixi mateix, la fibromialgia sembla distingible de la simulacid tant si 'objectiu del
pacient és iniciar un tractament com sol-licitar una compensacié econdmica per invalidesa.
Aquesta troballa no només contribueix a corregir I’atribucid dels simptomes de la
fibromialgia a motivacions per obtenir beneficis secundaris de tipus econdmic siné que
també pot ajudar a la necessariament minuciosa tasca de detectar la simulacid. Finalment,
no es va observar un perfil especific de personalitat en la fibromialgia un cop controlat
I’efecte de variables de confusié com I’estat psicopatologic. La personalitat va permetre, no
obstant, definir dos subgrups de pacients amb diferent resposta al tractament. Aquesta
agrupacio podria contribuir a millorar el tractament ajudant a dissenyar intervencions més
especifiques i a millorar altres variables implicades en el procés terapeutic com el
compliment de pautes, I’alianga terapéutica o la seqlienciacié del tractament.



Per que aquesta tesi?

Aproximadament el 2.4% dels habitants de I’estat espanyol pateix una fibromialgia (el 4.2%
de les dones vers un 0.2% dels homes) (Mas et al., 2008). Com a cas particular del greu
problema que des de fa anys representa el dolor al nostre sistema sanitari (Bassols et al.,
1999), fa quasi vint anys ja es considerava que la fibromialgia era la causa més freqiient de
dolor musculoesquelétic cronic difis i semblava ser la segona causa de consulta hospitalaria
en general (Collado et al., 1996) i reumatologica en particular, després de I’artritis
reumatoide (Rua-Figueroa et al., 1999).

Des de la definicid dels criteris diagnostics de I’Académia Americana de Reumatologia (ACR)
al’any 1990, s’han publicat més de 7000 estudis cientifics sobre la fibromialgia que, malgrat
no han estat capacos de definir inequivocament la seva etiologia, si han pogut replicar de
manera consistent diversos factors de predisposicid inespecifics i algunes alteracions
fisiopatologiques raonablement especifiques. Tanmateix, la investigacio dels processos
psicologics potencialment responsables del manteniment de la fibromialgia ha definit dos
models complementaris dels que se’n deriven tractaments especifics per a aquesta
sindrome i susceptibles de ser individualitzats segons el patré de comportament
predominant en cada malalt (van Koulil et al., 2010b; van Koulil et al., 2011).

Malgrat aix0, el propi concepte de fibromialgia ha estat constantment qtiestionat. En molts
casos fins i tot aquells que es dolen d’haver de tractar cada dia a un gran nimero de
persones diagnosticades d’aquesta sindrome mantenen sense gaire més argumentacio que
la fibromialgia no existeix (Ehrlich, 2003a; Ehrlich, 2003b). D’altres, que és un diagnostic de
moda o una invencid politica per rebatejar el que no és més que I’expressid del malestar
psicologic, social o ambdds (Ford, 1997). A canvi, la fibromialgia ha rebut algunes
denominacions més o menys ocurrents com “la medicalitzacié de la miséria” (Hadler, 2003)
o “la histeria postmoderna”, amb explicacions més literaries que cientifiques com que és
“especialmente apetecible por su enorme capacidad para proporcionar una identidad” o
‘““elegida como ropaje con el que se viste el sufrimiento emocional para acudir a la cita con el
médico” (Ramos, 2004).

Com es veura a la introduccid, la fibromialgia esta mancada de les caracteristiques de les
que depén el prestigi d’una malaltia. Es probable que la modesta resposta als tractaments
actuals, la participacid de variables psicologiques en el curs de la malaltia i ’actitud queixosa
dels pacients tant pel que fa a la manca d’eficacia dels tractaments com a la sol-licitud de
proteccid social que se’n deriva, no hagin contribuit excessivament a la fluidesa en la seva
relacié amb el sistema sanitari.

Al nostre parer existeixen tres hipotesis que poden haver perjudicat especialment la
credibilitat nosologica de la fibromialgia. La primera és que la fibromialgia no és una entitat
discreta sind I’extrem d’un continu de malestar somatic que es distribueix de manera
normal. L’estudi sobre les qualitats psicométriques de la versid en castella del instrument
de cribatge de la fibromialgia Fibromyalgia Rapid Screening Tool (FiRST) es pot discutir
Unicament com un estudi de validacié. No obstant, la seva capacitat per distingir entre la
fibromialgia i altres sindromes doloroses de presentacio clinica mot similar recolzaria la
hipotesi de que la fibromialgia pot ser una entitat discreta amb caracteristiques, en aquest
cas fenomenologiques, que quan s’afegeixen a la intensitat d’altres variables com el
catastrofisme i la interferéncia que produeix en la capacitat funcional de I'individu
permeten distingir-la amb raonable precisié d’altres sindromes doloroses.

La segona hipotesi és I’equiparacid de la fibromialgia a la simulacid i a I’exageracié dels
simptomes que, com es veura, sovint es deriva de la propia presentacié de la fibromialgia i
de la baixa resposta al tractament. En aquest sentit, ens va semblar raonable verificar en el



nostre medi fins a quin punt un instrument abastament utilitzat en la clinica quotidiana era
capag de distingir la fibromialgia de la simulacid. L’objectiu no era dotar als clinics d’'una eina
de deteccid del fingiment, siné verificar fins a quin punt la fibromialgia n’és distingible. Si
aixi fos, equiparar la fibromialgia a la simulacié seria no només cientificament inexacte, siné
injust.

La tercera hipotesi é€s un classic de la medicina psicosomatica: que la predisposicid a patir
una determinada malaltia depén de presentar perfils de personalitat especifics i, per tant,
diferents dels que posseeixen altres persones amb altres malalties. El mateix estudi ens va
servir per verificar ’efecte que les caracteristiques de personalitat poden tenir en la
resposta al tractament.



INTRODUCCIO

La fibromialgia és un trastorn cronic caracteritzat per dolor generalitzat i un descens ampli

del llindar dolords que es detecta clinicament en almenys 11 de 18 punts predefinits
d’insercié tendinosa, els punts tender (Figura 1) (Wolfe et al., 1990).
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Figura 1. Localitzaci6 dels punts tender pel diagnostic de la fibromialgia

Les primeres descripcions de la fibromialgia daten de fa quasi bé 200 anys i els primers
articles cientifics es publiquen durant la primera década del segle xix. Des de llavors, la
fibromialgia ha passat de ser descrita com un trastorn periféric caracteritzat per dolor
regional a un trastorn del sistema nervids central composat de multiples simptomes.

A’any 1815, un cirurgia de la Universitat d'Edimburg, William Balfour, ja va descriure la
fibromialgia com noduls al “muscul reumatic” atribuint-los a un procés inflamatori del teixit
conjuntiu. Al 1841 el metge francés Frangqois Valliex li va dedicar un ampli apartat en el seu
llibre “Tractat sobre neuralgia” i al 1843, I'anatomista alemany Robert R. Floriep descriu els
punts tender en el seu tractat de patologia i terapia dels reumatismes. No obstant, la
primera definicié oficial de la fibromialgia es situa oficiosament a I’any 1903 en el que el
neuroleg Sir William Gowers va definir el quadre com una inflamacié del teixit fibrés i, per
tant, la va anomenar fibrositis. Els simptomes principals d’aquesta nova denominacié
nosologica eren el dolor regional i la rigidesa (Gowers, 1904). En els 50 anys que seguiren, la
definicié de la fibrositis es va anar ampliant fins a incloure qualsevol zona corporal i, per
tant, va acabar convertint-se en un calaix de sastre per a qualsevol dolor d’etiologia
desconeguda. Aix0, unit a la impossibilitat d’identificar la inflamacid i les alteracions
anatomiques especifiques proposades per Gowers van fer que, mica en mica, el terme
fibrositis entés d’aquesta manera caigués en desus (Edgecombe, 1920; Block, 1999).

Als anys 50, Freyberg va revisar el diagnostic de fibrositis i la va dividir en dos subtipus
depenent de la preséncia d’un llindar dolords acusadament reduit de manera localitzada
(fibrositis localitzada) o moderadament reduit de manera generalitzada (fibrositis
generalitzada). Més important, no obstant, és que Freyberg va afegir a la descripcié de la
fibrositis I’esgotament emocional secundari a la preséncia sostinguda de la
simptomatologia somatica, la definicié de factors agreujants i de milloria (entre els que va



incloure basicament els canvis meteorologics) i la necessitat d’establir un diagnostic
diferencial amb els reumatismes psicogens (Freyberg, 1951).

Entre les descripcions contemporanies a la de Freyberg destaca la de Traut al 1968, que
afegeix a la fenomenologia de la fibrositis I’ansietat, la cefalea, els antecedents de colitis i,
sobretot, la mala qualitat de la son (Traut, 1968). L’observacié d’alteracions de la son com
una de les caracteristiques de la fibrositis va ser posteriorment elevada a la categoria de
factor etiologic per Smythe i Moldofsky. Aquests autors van observar una alteracié en la
fase 4 de la son que els va fer definir la fibrositis com una sindrome causada per una son no
reparadora (Moldofsky et al., 1975). En un estudi posterior van ser capagos de provocar la
mateixa alteracié de la son i els simptomes propis de la fibrositis en un grup de subjectes
sans (Moldofsky & Scarisbrick, 1976). La publicacié del text de Smythe i Moldofsky “Two
contributions to the understanding of the ‘fibrositis’ syndrome”, no només va incloure una
nova proposta etiologica, siné que també contenia el primer conjunt de criteris diagnostics.
En concret, el dolor generalitzat de més de tres mesos de duracid, I’alteracid de la son
acompanyada de fatiga i rigidesa matutines i el descens generalitzat del llindar dolords, és a
dir, al menys en 11 de 18 zones d’insercié tendinosa predefinides (els punts tender).
L’especificacié d’aquestes zones i les electroencefalografies de la son dels pacients van
incrementar el interés en la fibrositis i la van dotar d’una substancial credibilitat cientifica.

Aixi com succeeix actualment, en la decada dels 80 competiren dues definicions de la
fibrositis. La primera, defensada principalment per Yunus, la descrivia sobre la base de
menys zones doloroses i del descens del llindar dolords a canvi, no obstant, de presentar
multiples simptomes que va anomenar “criteris menors”. Els criteris de Yunus exigien que,
amés de la preséencia de dolor a tres o més zones corporals, la persona patis varis
simptomes (ansietat o tensid croniques, fatiga, alteracié de la son, sindrome de I'intesti
irritable, sensacio subjectiva d’inflamacid dels teixits tous i entumiment) que
necessariament havien de ser modulats per factors externs (I’activitat fisica, els canvis
meteorologics i "ansietat o I’estrés). El diagnostic de fibromialgia requeria al menys tres
d’aquestes deu caracteristiques i només quatre punts tender si se’n complien cinc (Yunus et
al., 1981).

La segona proposta en disputa, que ampliava i definia de manera més operativa les
descripcions de Freyberg i Traut, feia més émfasi en el dolor generalitzat, el descens del
llindar dolords en un gran nimero de punts tender i molt poc accent en la presencia d’altres
simptomes.

No sabem si la semblanca de la definicié de Yunus amb una malaltia psicosomatica va tenir
molt o poc a veure, pero a I’any 1990 es va resoldre la discussié amb P'estudi que va donar
lloc als criteris diagnostics de ’Academia Americana de Reumatologia (ACR) (Wolfe et al.,
1990) que es basaren Unicament en la preséncia de dolor sostingut i generalitzat i d’'un
llindar dolords reduit al menys en 11 dels 18 punts tender. La definicid dels criteris
diagnostics de I’ACR van propiciar un periode de 20 anys de milers de publicacions
cientifiques sobre la fibromialgia en el que apareixen les principals troballes
neurobiologiques associades a aquesta sindrome, aixi com I’addicié de nous i controvertits
simptomes i sindromes comorbids de definicid més o menys precisa.

L’dltima revisid dels criteris diagnostics de I’ACR, malgrat encara per consolidar, sembla
radicalitzar la manera de definir la fibromialgia de Yunus tot abandonant el requeriment
dels punts tender i ampliant el nimero de regions doloroses i de simptomes que composen
el quadre clinic de la fibromialgia. A més del dolor sostingut i extens, els nous criteris
inclouen la gravetat, a judici del clinic, de tres simptomes acompanyants que recorden a
’antiga neurasteénia (fatiga, son no reparadora i alteracions cognitives) i de simptomes de
tots els sistemes corporals (els criteris inclouen un llistat de 41 Ginicament a tall d’exemple),



a ’estil de I’evolucidé que va patir la definicié original de Gowers i que va ser una de les
causes del seu desus. Finalment, els nous criteris també recuperen intents previs de
classificacié sobre la base de la presentacid clinica malgrat obviant qualsevol referéncia a
I’etiologia o a alteracions de processos fisiologics, i divideixen la fibromialgia en el tipus A
(més zones doloroses i menys gravetat dels simptomes acompanyants) i el molt menys
freqiient tipus B (menys zones doloroses i més gravetat dels simptomes acompanyants)
(Wolfe et al., 2010a).

No sembla, doncs, facil que la redefinicid dels criteris diagnostics sigui capag de resoldre el
descrédit historic de la fibromialgia com a entitat diagnostica, especialment si tenim en
compte que quasi el 78% dels casos de fibromialgia compleix criteris de la re-classificacié
dels trastorns somatomorfs del DSM-V (Wolfe et al., 2014; Hauser et al., 2015).

Com s’explica més endavant, les Ultimes troballes cientifiques tornen a revifar la hipdtesi de
I’alteracid periférica i la definicié de la fibromialgia com un trastorn per dolor d’origen
neuropatic. Les més noves hipotesis psicologiques sobre la fibromialgia la descriuen, per la
seva banda, com un trastorn causat per la generalitzacié del condicionament classic de la
resposta de dolor que es manté, al menys parcialment, pel condicionament classic de les
respostes de por i que comporta una acusada interferéncia pel manteniment per
condicionament operant de les respostes conductuals d’evitacié de I’activitat (Meulders &
Vlaeyen, 2013; Moseley & Vlaeyen, 2015).

Un dels requeriments per tal que una sindrome médica perduri és que la seva etiologia no
sigui exclusivament psicologica (Album & Westin, 2008), especialment si es tracta d’un
trastorn cronic susceptible de gaudir d’avantatges socials o de suport economic public. Per
tant, 'acceptabilitat social de la fibromialgia s’ha basat i es basa principalment en I’equilibri
entre les diferents troballes organiques i els factors psicologics que podrien explicar
I’origen o el manteniment de la simptomatologia.
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Troballes organiques de predisposicié, desencadenan tso
mantenidores de la fibromialgia

Factors genetics

En la fibromialgia s’ha observat un grau d’agregacié familiar que suggereix que sofrir una
fibromialgia augmenta el risc de patir-la en els familiars de primer grau del pacient (Buskila
et al., 1996; Buskila & Neumann, 1997; Arnold et al., 2004). En concret, els familiars dels
pacients amb fibromialgia tenen un risc de desenvolupar-la 8 vegades superior als familiars
dels pacients amb una artritis reumatoide (Arnold et al., 2004). Els estudis amb bessons
suggereixen que aproximadament la meitat del risc de desenvolupar una fibromialgia és
genetic (Kato et al., 2009).

Els estudis genétics sobre la fibromialgia s’han centrat principalment en dues vies
neuroquimiques rellevants per la transmissié del dolor.

La via adrenergica

Els gens ADRB2 i COMT, implicats en les vies reguladores de I’activitat adrenergica s’han
associat a varis endofenotips (caracteristiques heretables, independents de I’estat i amb
agregacio familiar) que, combinats amb un context d’estres fisic i/o emocional, produeixen
un quadre clinic més vulnerable al desenvolupament de trastorns de dolor cronic mitjancant
la propensié a la desregulacié autonomica (Diatchenko et al., 2006b), les alteracions en el
processament i la modulacié del dolor (Diatchenko et al., 2005; Vossen et al., 2010), les
alteracions de la son (Vargas-Alarcon et al., 2007; Xiao et al., 2011), i la facilitat per a la
resposta ansiosa (Diatchenko et al., 2006a; Desmeules et al., 2012).

El gen COMT és el que en un major numero d’estudis s’ha associat a les sindromes
doloroses. Aquest gen codifica I’enzim catecol-O-metiltransferasa, que és el responsable de
catabolitzar neurotransmissors com I’adrenalina, la noradrenalina o la dopamina. El gen
COMT presenta un polimorfisme d’un sol nucleotid (una mutacié present en al menys un 1%
de la poblacid), anomenat rs4680 (Vali58Met) consistent en la substitucié de guanina per
adenina al codd 158 que resulta en la sintesi de 'aminoacid metionina en comptes de valina.

Les persones amb un genotip valina (Val158) (valina/valina) presenten una major activitat
enzimatica comparades amb les que posseeixen un genotip metionina (Met158)
(metionina/metionina) i, per tant, una catabolitzacié 4 vegades major de la dopamina i una
subseqilient menor disponibilitat a I’espai intersinaptic, que sembla especialment
predominant en estructures prefrontals (Stein et al., 2006).

El genotip Val158 es relaciona amb puntuacions més elevades en I’Extraversié del model de
personalitat de Costa i McRae i en la subescala Excitabilitat exploratoria (motivacié pels
incentius i tendencia a I’exploracié) de la dimensié Percaca de novetat del model de
Cloninger (Reuter & Hennig, 2005). El genotip Met158 s’associa amb puntuacions elevades
en la dimensid Evitacié del dany (Enoch et al., 2003) i en Neuroticisme (Eley et al., 2003). Les
persones sanes amb un haplotip Val158 necessiten viure esdeveniments molt plaents per
obtenir la mateixa afectivitat positiva que les que posseeixen un haplotip Met158 obtenen
dels esdeveniments no més que una mica plaents. En contrapartida, el grup Met158 mostra
una menor capacitat de regulacié emocional (menor fermesa o enteresa) davant de
situacions emotives negatives en general i en preséncia de dolor en particular, aixi com una
resposta més acusada al dolor experimental, probablement relacionada amb una menor
activacio dels receptor mu-opioids (Zubieta et al., 2003; Diatchenko et al., 2005).

En les persones amb fibromialgia la distribucié del polimorfisme Val(158)met no sembla ser
diferent que en les persones sanes tot i que alguns estudis observen una major proporcié
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de subjectes amb un genotip suggerent de baixa activitat enzimatica per COMT en la
fibromialgia (Martinez-Jauand, 2013). El subgrup de pacients amb fibromialgia i un haplotip
Met(158) mostren una major sensibilitat al dolor termic i per pressié que els portadors del
genotip Val158Met, malgrat sense diferéncies en el llindar pels estimuls tactils no dolorosos
(Martinez-Jauand, 2013) irefereixen una major ansietat, depressid i catastrofisme, una
menor capacitat funcional i un pitjor estat subjectiu de salut (Gursoy et al., 2003; Vargas-
Alarcon et al., 2007; Cohen et al., 2009; Desmeules et al., 2012).

Probablement el més interessant sigui la interaccid del polimorfisme Vali58 Met amb
algunes variables psicologiques. Totes les persones amb fibromialgia refereixen un
augment del dolor els dies en que la seva atencid esta més centrada en el dolorien els
moments en que les seves cognicions es caracteritzen per incloure una major freqiiéncia i
una major veracitat subjectiva del catastrofisme sobre el dolor. No obstant, tant I’efecte
negatiu de la hipervigilancia com el del catastrofisme sén significativament superiors en el
subgrup Met(158) (Finan et al., 2011). Malauradament, no sabem encara si la resposta
terapéutica a les técniques de reduccié de la hipervigilancia o de reestructuracié cognitiva
és diferent segons I’haplotip que posseeix el pacient amb fibromialgia.

Per la seva banda, el receptor adrenérgic 32 (ADRB2) s’ha relacionat amb les respostes
fisiologiques i psicologiques als estressors ambientals. Per exemple, la seva densitat mostra
una correlacié negativa amb la simptomatologia ansiosa, depressiva i amb I’hostilitat (Yu et
al.,, 1999) i la reduccid de la seva densitat s’ha associat a trastorns depressius i d’ansietat
(Magliozzi et al., 1989; Maddock et al., 1993).

Dos polimorfismes d’un sol nucleotid del gen que codifica el receptor [32-adrenérgic
(ADRB2), el Gly16Arg i el Glu27GIn, regulen ’expressid, la densitat i el grau d’internalitzacié
del receptor [32-adrenergic i determinen parcialment les diferéncies en la propensié a patir
dolor cronic (Hocking et al., 2010). Tanmateix, ’ADRB2 regula la pressi6 arterial basal que a
valors creixents s’associa a una menor sensibilitat vers els estimuls térmics, mecanics i
isquemics i a una menor prevalenca de sindromes de dolor cronic (Diatchenko et al.,
2006a).

En els estudis in vitro, el polimorfisme d’un sol nucleotid Gly16Arg facilita la regulacid a la
baixa (disminucié del nimero i la sensibilitat dels receptors) del receptor B2-adrenergic com
a consequiencia de I’exposicié sostinguda a I’agonista, mentre que el el GIn27Glu sembla
protegir contra aquesta regulacid a la baixa. Al menys un estudi amb una petita mostra de
pacients amb fibromialgia observa que la funcionalitat dels receptors 3-adreneérgics és
menor en aquests pacients comparats amb els controls sans (després de I’estimulacié del
receptor mitjancant protenerol, 'augment dels nivells intracel-lulars del segon missatger
adenosin-monofosfat ciclic [que transdueix el senyal extracel-lular de ’adrenalina, entre
d’altres] sén menors) (Maekawa et al., 2003). Un altre estudi observa que la freqtiéncia del
genotip heterozigotic (Gly/Arg) en el polimorfisme Arg16Gly és major en els pacients amb
fibromialgia que en els controls sans. No obstant, la relacié amb la reduccié del risc de patir
una fibromialgia (reduint la probabilitat de presentar una disfuncié autonomica), malgrat
numéricament suggerida, no és estadisticament significativa. L’Unica relacié del genotip
heterozigotic en el polimorfisme Arg16Gly amb les variables cliniques fou amb les
puntuacions dels quatre items de la Jenkins Sleep Scale que és un instrument de cribatge
basat en I’'avaluacié de les alteracions subjectives de la son amb unes propietats
psicometriques modestes en la fibromialgia (Xiao et al., 2011).

La via serotoninergica

La funcionalitat del receptor 5-hidroxitriptamina 2A (5HT-2A, codificat pel gen HTR2A) i el
transportador sHT (5HTT, codificat pel gen SLC6A4) s’han associat a un major risc de
fibromialgia (Offenbaecher et al., 1999; Cohen et al., 2002). No obstant, les mateixes

12



troballes s’observen en relacié amb la simptomatologia depressiva i als trets de personalitat
que predisposen a I’ansietat. Per tant, és possible que la simptomatologia psicopatologica
confongui aquestes troballes i sigui parcialment responsable de I'laugment de la preséncia
d’aquests polimorfismes en els pacients amb fibromialgia. De fet, en el grup de pacients
amb fibromialgia sense alteracions psicopatologiques, ni la funcionalitat del transportador
5HT ni la distribucié dels seus polimorfismes és diferent de la poblacié normal (Gursoy,
2002).

Els polimorfismes dels gens SLC6A4 | HTR2A també s’han relacionat amb I'agreujament del
quadre clinic de la fibromialgia pel que fa a la gravetat de la simptomatologia
psicopatologica associada i a variables psicologiques com la consciéncia corporal (és a dir, la
facilitat per detectar i experimentar sensacions corporals (Eccleston & Crombez, 1999)) que
combinada amb la pori la intensitat dolorosa propicien la hipervigilancia somatica
(Crombez et al., 1999).

En resum, els estudis sobre fibromialgia realitzats fins al moment no semblen observar un
perfil genétic especific de les persones afectades d’aquesta sindrome. No obstant,
determinades caracteristiques genétiques semblen facilitar una pitjor vivéncia del trastorn,
especialment quan es combinen amb determinades variables psicologiques, i semblen
predisposar a un afrontament més dificil o desadaptatiu (Taula 1).

Gen o regio genetica Fenotip intermedi associat
ADRB2 (receptor B2-adrenérgic) Alteracions de la son (Xiao et al., 2011).
COMT (Catecol- Catastrofisme, augment del dolor en relacié
O-metiltransferasa) amb la hipervigilancia (Finan et al., 2011).

Sensibilitat a I’estimulacié nocioceptiva
térmica i de pressié (Martinez-Jauand et al.,
2013).

Malestar psicologic (Desmeules et al., 2012).
Numero de punts tender (Cohen et al., 2009).

Relacid positiva entre I’estat afectiu i el dolor
(Finan et al., 2010).

Estat clinic general i incapacitat (Vargas-
Alarcon et al., 2007).

HTR2A (receptor serotoninérgic Numero de punts tender (Bondy et al., 1999).

2A) Augment de la simptomatologia

psicopatologica (Gursoy et al., 2001).

SLC6A4 (transportador de Major psicopatologia, consciéncia corporal i
serotonina dependent de sodi ira (Offenbaecher et al., 1999).
responsable de la recaptacion

AR Increment del cortisol salivar (Carvalho et al.,
peri-sinaptica)

2008).

Taula 1. Gens possiblement implicats en la fibromialgia. (Adaptat de Diatchenko et al., 2013].
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Augment del processament del dolor relacionat amlalsensibilitzacio
central en les vies ascendents

La facilitacid de la transmissié ascendent del dolor acostuma a ser avaluada mitjancant la
magnitud de la sumacié temporal. La sumacié temporal es defineix com I"'augment de la
percepcié del dolor que segueix a una estimulacid periférica nocioceptiva sostinguda i
sembla estar mediada pel increment de I’excitabilitat de les neurones espinals relacionada
amb el receptor N-Metil-d-aspartat (NMDA) (Arendt-Nielsen & Petersen-Felix, 1995; Eide,
2000).

En la fibromialgia s’ha observat un augment de la sumacié temporal en resposta a
P’estimulacié termica i mecanica sostinguda (Price et al., 2002; Staud et al., 2014). Altres
estudis han observat que les persones amb fibromialgia s’habituen menys al dolor térmic
per calor aplicat de manera repetida. En el cas del dolor térmic per fred, no només no
s’habituen, siné que es sensibilitzen (Smith et al., 2008).

Aixi mateix, en els pacients amb fibromialgia s’ha observat una elevacié de les encefalines
(pentapéptids implicats en la regulacié del dolor i en la nocicepcié mitjancant, per exemple,
la inhibicié de I’accié del glutamat i la substancia P, i augmentant el llindar de descarrega de
les neurones nocioceptives espinals) (Baraniuk et al., 2004). Les explicacions temptatives
d’aquesta troballa la relacionen amb un intent endogen sostingut de controlar la nocicepcid
augmentada, que s’acompanyaria d’un increment de I’'ocupacid basal dels receptors opioids
que també podria explicar el descens de la disponibilitat de receptors mu-opioids al nucli
accumbens i al gir cingulat, aixi com I’escassa resposta de la fibromialgia als farmacs opiacis.

No obstant, al menys un estudi observa que pel que fa al dolor térmic per fred, els pacients
depressius mostren un llindar menor i una sumacié temporal major que els pacients amb
fibromialgia. No succeeix el mateix amb els estimuls mecanics. Es a dir, els signes de
sensibilitzacié central no semblarien exclusius ni necessariament més greus en els pacients
amb fibromialgia (Klauenberg et al., 2008).

Augment del processament del dolor relacionat amlalsensibilitzacio
periferica o I'activitat nocioceptiva periferica egpontania i sostinguda
Els primers estudis sobre la preséncia en la fibromialgia d’inputs periférics sostinguts com a
responsables del manteniment de la sensibilitzacié central (Staud & Spaeth, 2008; Baron et
al., 2013) es van centrar en alteracions de la funcié muscular. Malauradament, els resultats
no només han estat inconsistents, sind que també es poden considerar més propis del
descondicionament fisic que com a caracteristica especifica de la fibromialgia (Drewes et
al., 1993; Bennett & Jacobsen, 1994; Geel, 1994).

Els estudis més prometedors sobre les alteracions perifériques a la fibromialgia provenen
de les observacions sobre els canvis en la morfologia (especialment la densitat i el gruix) i la
funcionalitat (especialment I’activitat espontania dels nociceptors silents, i la
hiperexcitabilitat i descens en la velocitat de conduccié dependent de 'activitat) de les
fibres petites (Kim et al., 2008; Uceyler et al., 2013; Oaklander et al., 2013; Serra et al., 2014;
Doppler et al., 2015).

Aquestes troballes, no obstant, no sén especifiques de la fibromialgia i, tenint en compte
que aproximadament un 30% dels pacients no presenta aquestes alteracions, plantegen
nous dubtes sobre la ubicacié nosologica de la fibromialgia:
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* Enprimer lloc, els resultats podrien identificar un subgrup de pacients amb
fibromialgia. Aquesta explicacid seria raonable tenint en compte que existeixen
altres fenomens, com ’activitat extenuant, capacos de desencadenar i
mantenir la sensibilitzacié central i gran part del conjunt de simptomes que
caracteritzen a la fibromialgia (DeSantana et al., 2013).

* Ensegonllog,itenint en compte que el diagnostic de la fibromialgia no inclou
criteris fisiopatologics, els resultats podrien identificar una polineuropatia de
fibra petita que produeix una fenomenologia dificilment distingible de la
fibromialgia amb les avaluacions que s’empren actualment en la practica clinica
quotidiana (Gemignani, 2014). En aquest cas aproximadament el 70% dels
pacients amb fibromialgia estarien diagnosticats de manera erronia.

* Finalment, podria ser que les alteracions perifériques fossin el marcador
biologic de la fibromialgia. En aquest cas, hauria un 30% de pacients
diagnosticats erroniament de fibromialgia i pels que caldria trobar una nova
denominacid diagnostica o tornar a encabir-los en les antigues com, per
exemple, els trastorns somatomorfs.

Augment del processament cerebral del dolor

L’augment del processament cerebral del dolor es caracteritza per una percepcié
incrementada o en resposta a estimulacions nociceptives menors i per la interpretacid
esbiaixada cap a la sobrevaloracié del seu potencial nociu i/o incapacitant (Diatchenko et
al., 2006¢; Graven-Nielsen & Arendt-Nielsen, 2010).

Malgrat algunes critiques als procediments dels estudis de neuroimatge funcional (fMRI)ia
les conclusions que se’n deriven quant a conceptes psicologics en general (Vul et al., 2009;
Lazar, 2009; Poldrack & Mumford, 2009) i en el camp del dolor en particular (lannetti &
Mouraux, 2010; Legrain et al., 2011; Mouraux et al., 2011), aquest tipus de técnica és una de
les més emprades en les investigacions sobre la fisiopatologia de la fibromialgia.

Els primers estudis que observaren un augment de ’activitat cerebral en aquelles
estructures suposadament implicades en la percepcié del dolor en resposta a I’aplicacié
experimental d’estimuls innocus (Gracely et al., 2002; Cook et al., 2004; Pujol et al., 2009)
foren cabdals per augmentar la reputacid de la fibromialgia com a malaltia médicaila
credibilitat del dolor referit pels pacients (Deus, 2009), i sovint son citats com “el gran
moment en que la fibromialgia va comencar a ser visible” (Buskila, 2013). En la fibromialgia,
aquest augment de la resposta cerebral sembla especialment important en les arees
implicades en el processament afectiu i cognitiu del dolor (Duschek, 2012). No obstant,
estudis previs també havien observat que 'augment especific de I'activitat de les arees
somatosensorials semblava independent de la preséncia d’un trastorn depressiu, el que va
contribuir a deslligar a la fibromialgia de les explicacions etiologiques relacionades amb
estats depressius (Giesecke et al., 2005).

Tanmateix, en la fibromialgia s’ha observat una menor tolerancia de I’estimulacié sensorial
inndcua que s’ha atribuit a la hipervigilancia de I’estimulacié sensorial combinada amb
deficiéncies en els sistemes de control de la sobreestimulacid (Carrillo-de-la-Pefia et al.,
2006). No obstant, també s’ha observat un desequilibri en el processament de I'estimulacié
sensorial inndcua consistent en ’atenuacié de les respostes cerebrals a I’estimulacié
auditiva, visual i tactil en les arees de processament cortical primari acompanyada de
’amplificacié de les respostes en les arees més implicades en la posterior integracié (Lépez-
Sola et al., 2014). Alguns estudis atribueixen aquestes diferéncies a la diferent adjudicacié
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de recursos atencionals a les sensacions doloroses i no doloroses, el que podria estar
parcialment determinat per la rellevancia atorgada a cada tipus d’estimulacié (Johnson &
Zatorre, 2005). De fet, les persones amb fibromialgia perceben les sensacions espontanies
cutanies (aquelles que apareixen de manera espontania en repos) com més intenses i
ampliament distribuides que les persones sanes, pero aquest efecte sembla influit pel grau
de catastrofisme (Borg et al., 2015). Aixi mateix, el grau de dolor provocat per I’aplicacié de
pressié mecanica sostinguda es relaciona amb I’alteracié de la connectivitat entre I’area
somatosensorial S1iles regions cerebrals que avaluen la rellevancia del dolor. Es a dir, en les
persones amb fibromialgia el dolor provoca un augment de la connectivitat de S1amb la
porcié anterior de I'insula que no s’observa en les situacions de rep0s ni en els controls
sans. Tanmateix, el grau d’augment d’aquesta connectivitat augmentada correlaciona amb
el dolor i amb les respostes autonomiques (Kim et al., 2015).

Aquests estudis suggereixen, doncs, la preséncia de canvis funcionals en les estructures
cerebrals implicades en el processament del dolor. Fins al moment, no obstant, no és
possible determinar si aquests canvis es produeixen en resposta a un augment dels inputs
nociceptius, si tradueixen I"atorgament d’una rellevancia excessiva als estimuls nociceptius
o si constitueixen una alteracid fisiopatologica primaria. En altres trastorns que cursen amb
dolor, com la sindrome de I'intesti irritable, s’observa que la milloria de la simptomatologia
gastrointestinal després d’un tractament cognitiu-conductual basat en I’exposicié a
contextos i a sensacions gastrointestinals es relaciona amb la reduccié de I’activitat del
mateix grup d’estructures cerebrals que en la fibromialgia s’activen en resposta a estimuls
nocioceptius innocus (Lackner et al., 2006) el que suggereix canvis més funcionals que
estructurals, més reversibles que immodificables i, probablement, relacionats amb la
rellevancia atorgada a la propiocepcid.

Deteriorament de la capacitat inhibitoria descenden

El deteriorament de la capacitat d’inhibicié del dolor s’acostuma a mesurar mitjancant la
modulacié condicionada del dolor (o control inhibitori nociceptiu difds). En aquests
procediments s’avalua la resposta a un estimul dolords en abséencia i en preséncia d’un
segon estimul dolords aplicat en una altra zona corporal. Quan el sistema nociceptiu
funciona de manera adequada, la quantitat de dolor experimentat en resposta al primer
estimul es redueix durant 'administracié del segon estimul dolords.

En varis trastorns per dolor cronic s’observa un funcionament deficitari d’aquesta via
inhibitoria del dolor en comparacié amb grups control pels que s’obté un dolor equivalent
en resposta a estimuls mecanics, eléctrics i térmics (Graven-Nielsen & Arendt-Nielsen, 2010;
Woolf, 2011). L’atenuacié de la capacitat endogena d’analgesia descendent és, per tant, una
caracteristica no especifica de la fibromialgia que podria contribuir a explicar la hiperalgesia
(Lautenbacher & Rollman, 1997; Julien et al., 2005). Es interessant destacar que aquesta
atenuacié no s’observa en el trastorn depressiu major (Normand et al., 2011).

Més enlla del grau d’equivaléncia entre el dolor experimental i el dolor clinic, aquest tipus
d’estudis freturen de la capacitat d’establir relacions de precedéncia solides. Per una part,
és possible que el déficit en la capacitat inhibitoria enddgena augmenti el risc de
desenvolupar un trastorn per dolor cronic. No obstant, és igualment raonable pensar que la
presencia d’un dolor sostingut habitui o saturi les vies inhibitories i, per tant, les faci menys
eficaces en preséncia de noves estimulacions doloroses. Els resultats en la fibromialgia sén
inconsistents ja que, independentment de si la variable de desenllag és el llindar del dolor o
el dolor referit pel subjecte, quatre estudis troben déficits en la capacitat d’inhibicid
endogena que no es repliquen en dos estudis (Lewis et al., 2012).
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Finalment, aquest sistema antinociceptiu esta controlat per I’escor¢a cingulada anterior,
’amigdala i ’escorca prefrontal (Petrovic et al., 2002; Bingel et al., 2006), que sén
estructures que també processen la rellevancia de les estimulacions contextuals, I'laugment
del biaix atencional cap als senyals de perill i, per tant, el grau d’amenaca percebuda i tant
les accions que s’han de prendre per neutralitzar-la com la capacitat percebuda per fer-ho.
Cap dels estudis referenciats controla el potencial efecte de confusié d’aquestes variables.

Malfuncionament del sistema nervidos autonom

Les disfuncions del sistema nervids autonom han estat considerat un factor alhora
caracteristic dels trastorns per dolor cronic i de risc per desenvolupar-los (Light et al., 2009)
fins al punt que alguns autors consideren que la fibromialgia hauria de ser entesa com una
sindrome de dolor neuropatic mantinguda per alteracions simpatiques (Martinez-Lavin &
Solano, 2009).

La disfuncid de I’eix hipotalam-hipofissari-adrenal ha estat investigada en nombrosos
estudis com un marcador de risc bioldgic pel desenvolupament de sindromes com I'intesti
irritable, la fatiga cronica o la fibromialgia. Un dels indicadors més comu d’aquesta disfuncié
és Iestat d’hipocortisolisme ja que la disminucié en la reactivitat de I’eix hipotalam-
hipofissari-adrenal pot incrementar la percepcié del dolor i produir fatiga (Lariviere &
Melzack, 2000; Heim et al., 2000; Fabian et al., 2009). La plausibilitat d’aquesta hipotesi
sembla refor¢ada pels estudis que observen una associacié entre els estats d’estresii el
desenvolupament d’aquest tipus de sindromes (Van Houdenhove et al., 2005; Deary et al.,
2007). No obstant, per una banda les dades sén inconsistents i per I’altra les alteracions de
I’eix hipotalam-hipofissari-adrenal també poden ser la conseqiiéncia de I’estrés relacionat
amb el patiment d’una malaltia cronica i incapacitant, per les alteracions de la son, els
trastorns depressius comorbids o la inactivitat fisica (Miller et al., 2007).

En la fibromialgia s’han observat tant un elevat to simpatic basal com una resposta deficient
a les respostes d’estrés per exercici fisic mediades pel sistema nervids simpatic (Giske et al.,
2008). També s’ha observat un descens de la taxa de variabilitat cardiaca (intervals curts
entre batecs en inspirar i llargs en espirar) que suggereix una major facilitat per activar la
resposta cardiovascular d’estres i una menor eficiéncia parasimpatica per desactivar-la, aixi
com un major to B-adreneérgic (Martinez-Lavin, 2007). La desregulacid de la funcié
autonoma en la fibromialgia també s’observa en el descens de les catecolamines
plasmatiques i en el liquid cefaloraquidi en resposta a estressors com I’exercici o la
hipoglucémia (Legangneux et al., 2001; Giske et al., 2008).

No obstant, una metanalisi de 85 estudis observa que, com a grup, en aquestes sindromes
els nivells de cortisol sén baixos en comparacié amb els grups control pero sense ser-ho de
manera estadisticament significativa. Quan s’avaluen les sindromes per separat i es controla
I’efecte d’altres potencials mediadors, s’observen nivells de cortisol significativament més
baixos que els del grup control en la sindrome de fatiga cronica i inicament en les dones
amb fibromialgia. Per tant, la hipotesi del hipocortisolisme en la fibromialgia sembla
mediada pel génere, el que compromet la seva exactitud tenint en compte que el
diagnostic de fibromialgia emprat en aquests estudis es basa en criteris que seleccionen de
manera esbiaixada els casos de genere femeni mitjancant el requeriment del descens
generalitzat del llindar dolords expressat en el recompte dels punts tender. Aquest possible
biaix es concreta en I'observacié que la grandaria de I’efecte en els estudis que només
inclouen dones és el triple que el que s’observa en els estudis que inclouen pacients
d’ambdds generes (Tak et al., 2011). Aixi mateix, en els estudis en que s’exclouen els casos
amb un trastorn depressiu comorbid no s’observen diferéncies amb els grups control.
Aquesta troballa es podria explicar bé perqueé els pacients amb aquestes sindromes
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presenten més simptomes de la depressid atipica, que s’ha relacionat amb el
hipocortisolisme, bé perqué excloure els pacients amb una depressié comoérbida també
exclou els casos més greus. Finalment, en la majoria dels estudis que mesuren la resposta
d’estrés per exercici fisic, la precisid del registre del grau d’activitat fisica és incerta ja que
s’apliquen quiestionaris autoadministrats (que sén notablement inexactes) en comptes de
mesures més objectives com els registres actigrafics (Tak et al., 2011).

Alteracions de la son

Com ja es va dir, les alteracions de la son, especialment les dificultats de mantenimentila
son no reparadora, han estat considerades historicament un simptoma caracteristic de Ia
fibromialgia.

Els primers estudis sobre les alteracions de la son en la fibromialgia, especialment la major
intrusié d’ones alfa en el son de moviments no rapids dels ulls (NREM) en comparacié amb
grups controls sans (Moldofsky et al., 1975; Roizenblatt et al., 2001), les investigaren com a
potencial factor etiologic de la fibromialgia (Moldofsky, 1989; Moldofsky, 2001). Altres
alteracions de I’arquitectura de la son en pacients amb fibromialgia inclouen 'augment de
I’estadi 1 de moviments no rapids dels ulls (Coté & Moldofsky, 1997) i la disminucié de la son
d’ones lentes (Anch et al., 1991).

Els estudis de prevalenca observen alteracions de la son en el 70-90% dels pacients amb
fibromialgia (Theadom et al., 2007; Bigatti et al., 2008). Al menys en un ampli estudi
retrospectiu les alteracions de la son sén una de les caracteristiques cliniques que van
permetre diferenciar entre les presentacions cliniques de la fibromialgia i altres malalties
mediques (Silverman et al., 2010), i al menys un estudi longitudinal prospectiu ha observat
una relacid entre els trastorns de la son i el desenvolupament de la fibromialgia (Mork &
Nilsen, 2012). En concret, onze anys després de les avaluacions basals, 327 dones inicialment
sanes d’un total de 12350 desenvoluparen una fibromialgia. Es va observar una raé de risc
ajustada de 3.43 entre els trastorns de la son i el desenvolupament d’una fibromialgia.
Tanmateix, les alteracions de la son s’han relacionat amb la intensitat del dolor, el descens
del llindar dolords, la fatiga, la capacitat funcional i I’estat afectiu.

Un dels principals problemes d’aquests estudis és que acostumen a basar-se més en
I’avaluacid de la qualitat subjectiva de la son (que, com es veura depenen d’altres variables
més enlla de les caracteristiques objectives de la son) que en mesures estandarditzades
(Nicassio et al., 2002). Els resultats sobre les alteracions de la son com a determinants d’una
major intensitat del dolor i del descens del llindar dolorés sén tant confirmatoris
(Roizenblatt et al., 2001) com negatius (Horne & Shackell, 1991; Rains & Penzien, 2003).
Tanmateix, I’efecte de la qualitat de la son un cop controlat el de les variables
demografiques i el de I’estat afectiu positiu i negatiu, sembla no anar més enlla d’explicar al
voltant del 3% del percentatge de la variancia del benestar emocional, I’energiaila
capacitat fisica, i al voltant del 5% i del 8% de la intensitat del dolor i del funcionament social
respectivament (Theadom et al., 2007). Finalment, la relacié entre el dolor i la son pot ser
bidireccional. L’alteracié de la son es relaciona amb 'augment de la intensitat del dolor
(Agargun et al., 1999) i la fatiga (Nicassio et al., 2002), pero la preséncia del dolor també
comporta un empitjorament de la son (Affleck et al., 1996). Val a dir, no obstant, que
I’analisi conjunta dels estudis longitudinals suggereix que els trastorns de la son sén millors
predictors del dolor que a I'inrevés (Finan et al., 2013).

Una recent revisio de I’efecte de les alteracions de la son en la fibromialgia observa que la
seva qualitat subjectiva de la son és pitjor que la dels controls sans o la dels pacients amb
altres malalties reumatologiques. La qualitat subjectiva de la son sembla, no obstant,
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mediada per creences disfuncionals consistents en atorgar-li una rellevancia excessiva
quant a la interferéncia en el funcionament quotidia i el risc per la salut, aixi com una
excessivament baixa manca de control (Theadom & Cropley, 2008). Els resultats de les
mesures objectives de la qualitat de la son sén inconsistents. Tots els estudis observen al
menys una alteracié en els registres polisomnografics dels pacients en comparacié amb els
de les persones sanes (les més comunes la major duracié de les fases 1i2 de “son lleuger”,
la reduccid de eficiencia de la son i una major fragmentacid), pero els resultats sén
heterogenis entre estudis. Tanmateix, s’ha apuntat que la baixa qualitat de la majoria dels
estudis dificulta la determinacié de la rellevancia d’aquestes troballes. La conclusié és,
doncs, que les alteracions de la son, malgrat ampliament presents en la fibromialgia, tenen
un paper encara dubtds en I’etiologia o el manteniment del trastorn (Diaz-Piedra et al.,

2014).

En resum, les dades actualment disponibles suggereixen que I’expressié del bagatge
genétic, influida per I’exposicié a determinats tipus d’estimulacié ambiental, pot produir
endofenotips (com "amplificacié del dolor, o la vulnerabilitat psicologica vers les
circumstancies adverses) amb un major risc de desenvolupar trastorns de dolor cronic com
la fibromialgia (Diatchenko et al., 2006¢; Diatchenko et al., 2007). Tanmateix, la preséncia i
intensitat de la simptomatologia dolorosa expressada pels pacients amb fibromialgia es pot
explicar per alteracions en la transmissié ascendent i descendent del dolor, en el
funcionament del sistema nervids autonom i per un processament cerebral anomal de la
informacié nocioceptiva. No obstant, aquestes alteracions poden modular i estar
modulades per factors contextuals i per les variables que composen els models psicologics
del dolor cronic.
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Variables psicologiques de predisposicié, desencade nants o
mantenidores de la fibromialgia

Esdeveniments traumatics i estressants

Varis estudis observen que, comparades amb altres malalties médiques, els trastorns per
simptomatologia somatica sense explicacid médica acostumen a associar-se a
esdeveniments traumatics (Katon et al., 2001; Roelofs & Spinhoven, 2007). Les explicacions
d’aquesta relacié inclouen des de la cronificacié de ’estat d’hiperactivacié emocional
secundari a 'esdeveniment traumatic amb la conseqtiéncia final de la desregulaci6 dels
sistemes fisiologics implicats en la resposta d’estres (Raphael et al., 2006; Valdés, 2016) fins
a I’afectacié posttraumatica del processament de la informacié potencialment
amenacadora (incloent els simptomes fisics) augmentant-ne tant la deteccié de falsos
positius com la resposta emocional, acompanyats d’'un augment de I’evitacid i de la
conducta de malaltia (Bryant et al., 1999).

No obstant, molts d’aquests estudis presenten varies limitacions metodologiques entre els
que destaquen la manca de poténcia estadistica, I'avaluacié transversal i la utilitzacié del
relat retrospectiu del pacient com a garant de I’existéncia d’un esdeveniment traumatic
(Romans & Cohen, 2008).

Els pocs estudis prospectius que s’han realitzat mostren una associacié modesta entre els
esdeveniments traumatics (inclosos els infantils) i les sindromes funcionals en general. En
quant a la fibromialgia les dades sén contradictories. Per exemple, no es va observar cap
influéncia de I’'atemptat del 11 de setembre de 2001 a les torres bessones de Nova York en la
intensitat del dolor o la qualitat de la son, ni en les hores posteriors a I'atemptat ni durant
les dues setmanes posteriors en les que es va efectuar un registre continu de la
simptomatologia, ni en les visites de control dos mesos després (Williams et al., 2003). Un
altre estudi respecte el mateix esdeveniment amb un grup de pacients amb fibromialgia de
la ciutat de Washington obté resultats similars (Raphael et al., 2002). Un estudi més recent
que va avaluar la influéncia del terratremol del 11 de marg de 2011 al Japd, tampoc observa
un empitjorament dels simptomes de la fibromialgia a pesar de ’'augment temporal de la
preséncia de simptomes d’estrés posttraumatic (intrusions, evitacid i hiperactivacio
emocional) durant el mes posterior al terratrémol (Usui et al., 2013). Igualment, la incidéncia
de fibromialgia després de patir una fuetada cervical per col-lisié és molt baixa (Ferrari,
2015).

La metanalisi dels estudis que avalua I’efecte dels traumes en les sindromes funcionals
conclou, no obstant, que I’exposicié a un trauma psicologic multiplica per 2.5 la possibilitat
de patir una fibromialgia, sense diferéncies entre géneres o segons I’edat a la que es va
produir el trauma i amb lleugeres diferéncies entre els abusos emocionals, fisics i sexuals. El
risc augmenta, no obstant, si el trauma va causar un trastorn per estrés posttraumatic o va
succeir en situacions de guerra i, el que és més preocupant pel que fa a la validesa, si es va
identificar i caracteritzar el trauma mitjancant qliestionaris no validats o relats del pacient
vers les avaluacions amb qiestionaris validats o entrevistes cliniques (Afari et al., 2014).

En resum, malgrat s’observa un major nimero de traumes psicologics en les persones amb
fibromialgia, les dades actuals no permeten concloure que els esdeveniments traumatics
tinguin un paper clar precipitant o modulador d’aquesta sindrome.

L’estrés cronic no relacionat amb esdeveniments traumatics ha estat proposat com a
possible factor etiologic i/o modulador i/o mantenidor de les patologies doloroses (Valdés,
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2016). L’experimentacié animal proposa un possible model explicatiu de I’efecte nociu de
I’estrés basat en ’observacié de que I’activacié simultania dels eixos hipotalam-hipofissari-
adrenal i simpatic-adrenal pot comportar una alteracid intracel-lular no episddica que faria
que nivells normals d’immunomoduladors produissin una hiperalgésia cronica (Khasar et al.,
2008).

En quant a la identificacié de contextos estressants no traumatics com a desencadenants
del dolor cronic, varis estudis poblacionals mostren que les persones sense dolor que es
troben en contextos estressants tenen aproximadament el doble de risc de desenvolupar
un quadre de dolor generalitzat comparades amb les que no s’han d’enfrontar a aquests
tipus d’entorns (McBeth et al., 1999; Papageorgiou et al., 2002). Alguns estressors fisics
com els procediments quirdrgics també semblen augmentar el risc de desenvolupar
quadres dolorosos cronics (Buskila et al., 1997).L’exposicié puntual a contextos estressants
s’associa a una major intensitat posterior del dolor, pero no a I'inrevés, amb un efecte que,
no obstant, no esta mediat pel nivell de cortisol ni de I’enzim alfa-amilasa (que té la funcié
de trencar el glicogen i el midé en sucres simples) (Fischer et al., 2015).

En una mostra consecutiva de 764 casos de fibromialgia avaluats a la Unitat de fibromialgia
de ’'Hospital Clinic de Barcelona (dades encara no publicades), es va poder definir que la
malaltia es va iniciar en un context estressant medic, psicologic i/o social en 501 (65.6%)
pacients. En el 18.6% dels casos es van identificar estressors en dues arees diferents i en el
3.7% en tres arees diferents. La majoria dels esdeveniments estressants es van relacionar
amb I’entorn familiar (30.3%; especialment defuncions i malalties greus), seguits d’estreés
laboral (22.8%) i problemes meédics (13%; especialment episodis de dolor agut). Comparats
amb un grup control de pacients amb altres trastorns per dolor cronic (n=202), no es van
observar diferéncies significatives en el numero de casos en els que es va poder identificar
un inici de la malaltia en un context estressant (128 casos; 63.4%) ni en el tipus
d’esdeveniments estressants (Figura 2). Malauradament, aquest estudi fretura de la
comparacié amb la freqiieéncia de contextos estressants en poblacié sana.

En conseqiiéncia, malgrat és freqlient observar que els quadres de dolor cronic s’inicien en
el context de circumstancies vitals estressants, aquesta troballa no sembla especifica de Ia

fibromialgia.
B FM (n=764)
H Dolor cronic (n=202)

Percentatge de pacients

Problemes meédics
conjunts
FM 13%

Problemes familiars
conjunts

FM 30.3%

Figura 2. Contextos en els que es desencadena la fibromialgia
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Simptomatologia psicopatologica i dificultats de ppcessament
emocional

La simptomatologia psicopatologica pot ser conseqiiéncia de la persisténcia de la
simptomatologia somatica i de la incapacitat que comporta. No obstant, alguns estudis
prospectius suggereixen que les alteracions psicopatologiques premorbides poden ser un
factor de risc pel desenvolupament de trastorns per dolor cronic (Linton, 2000; Harkness et
al., 2004). Per exemple, el malestar psicologic greu, I'atorgament d’una rellevancia
excessiva als simptomes somatics o les conductes de malalt s’han associat al
desenvolupament de sindromes de dolor generalitzat (Gupta et al., 2007) i a la cronificacié
dels episodis de dolor agut (Linton, 2000).

La fibromialgia acostuma a presentar-se amb antecedents de trastorns depressius o
trastorns afectius comorbids actuals (Buskila & Cohen, 2007; Thiagarajah et al., 2014) i
alguns estudis suggereixen que les persones amb fibromialgia sén més vulnerables a
’emotivitat negativa (Bartley et al., 2009). No obstant, quasi vint anys després de les
primeres revisions (Fishbain et al., 1997) la relacié temporal entre ambdds trastorns roman
indefinida i actualment segueixen en qliestid tant les hipotesis que suggereixen que la
depressi6 és previa i predisposa a la fibromialgia, com les que indiquen que les alteracions
depressives sén secundaries a la fibromialgia o la que sosté que algunes persones pateixen
una predisposicié comuna a la depressid i al dolor cronic sobre la base d’alteracions similars
(Magni et al., 1994).

En aquesta linia, un ampli estudi amb més de 30.000 bessons suggereix que existeixen dos
factors genétics que predisposen tant al trastorn depressiu com al dolor cronic generalitzat.
Un dels factors es relaciona amb el processament afectiu del dolor i amb la depressid, i
I’altre determina el processament sensorial del dolor, especialment la capacitat inhibitoria
descendent (que, com ja es va dir, no sembla estar alterada en els trastorns depressius)
(Kato et al., 2009).

En quant a la influéncia de les emocions en la simptomatologia de la fibromialgia sembla
que les emocions negatives com la tristesa i la ira sén capaces d’amplificar el dolor clinic i
I’experimental reduint-ne tant el llindar com la tolerancia (van Middendorp et al., 2010b).
Aquest efecte és comu al génere femenii més acusat quan la reactivitat emocional és
major. No obstant, aquests resultats es matisen per I’observacié de que les dones amb
fibromialgia no sén, de per si, més propenses a la tristesa o la ira (van Middendorp et al.,
2010a), de que ’emotivitat negativa comporta un augment de la qualificacié desagradable
del dolor, perd no de la seva intensitat (Bushnell et al., 2013) i de que I'efecte de les
emocions negatives en el dolor pot estar mediat (al menys en animals de laboratori) per
variables com I'accessibilitat a contextos empobrits d’estimulacié (Vachon et al., 2013). En la
fibromialgia s’ha observat que els pacients refereixen una menor sensibilitat i intensitat del
dolor experimental i una menor activacié cerebral quan el dolor és aplicat en presencia d’un
tercer significatiu (Montoya, 2004) i 'augment de la sensacié de solitud sembla relacionar-
se amb I"'augment de les preocupacions centrades en el dolor que, per la seva banda,
comporta una major intensitat subseqtient del dolor (Wolf et al., 2015).

Pel que fa a les dificultats en el processament emocional, sembla que el processament de la
informacié dolorosa és diferent entre les persones sanes i els pacients amb dolor cronic. En
els primers, els descriptors sensorials del dolor semblen més rellevants mentre que pels
pacients els descriptors afectius semblen comportar respostes d’activacié cerebral més
intenses. Aquestes troballes suggereixen la presencia d’una alteracié en la capacitat de
processament de la informacid afectiva que es traduiria en dificultats per reduir I’atencid
centrada en els aspectes afectius del dolor i en altres estimuls amenacadors (Sitges, 2007).
En el cas concret de la fibromialgia també s’observen dificultats en I’habituacié a estimuls
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somatosensorials no dolorosos repetitius que suggereixen dificultats en el control inhibitori
(Montoya, 2006). Aquestes dificultats de processament de la informacié afectiva en la
fibromialgia no semblen ser, per tant, especifiques pel dolor ja que també s’observa un
biaix atencional cap a la informacié emocionalment negativa en general (major demora en
la resposta a paraules negatives que els subjectes sans) i s’ha observat que els pacients amb
fibromialgia presenten un major malestar, una més gran activacié emocional subjectiva i
una resposta electromiografica augmentada en resposta a imatges desagradables pel seu
caire amenacador, pero sense déficits en ’activacié apetitiva en resposta a imatges
erotiques (Bartley et al., 2009). Aquest biaix podria contribuir tant a propiciar estats
afectius negatius com a mantenir-los, el que augmentaria la potencial influéncia de
’emotivitat negativa en "amplificacié del dolor (Duschek, 2014).

Aquesta alteracid de la capacitat de regulacid afectiva s’ha relacionat amb el manteniment
dels simptomes de la fibromialgia. En concret, s’ha observat una resposta cerebral més
rapida i més intensament aversiva a la contemplacié d’expressions facials de dolor i de ira
en la fibromialgia a diferéncia dels controls sans que van respondre en major mesura a les
expressions de felicitat (Gonzalez-Roldén et al., 2013). També s’ha observat en la
fibromialgia un augment del dolor i del processament cerebral d’estimuls nocioceptius
innocus en un context aversiu induit per I’exposicié conjunta a imatges desagradables

(Montoya et al., 2005). .

1
En resum, sembla que les persones amb fibromialgia detecten \J
millor i responen amb més intensitat que les persones sanes \
als estimuls aversius en general i amenagadors en particular
(Rossell6 et al., 2015). Aquest efecte sembla especialment
rellevant quan els estimuls processats per les persones amb
fibromialgia inclouen connotacions somatiques semblants a
les que es mostren a la imatge (Fallon et al., 2015).

Més enlla dels intents d’identificacié de variables psicologiques relacionades amb la
iniciacio, I’agreujament o el manteniment de la fibromialgia, existeixen dos grans models
que intenten articular els processos responsables del desencadenament i el manteniment
dels trastorns per dolor cronic.

El patr6 de persisténcia en I'activitat

Com ja s’ha dit, hi ha proves que suggereixen que la simptomatologia somatica observada
en la fibromialgia es relaciona amb la sensibilitzacié central del sistema nociceptiu. Val a dir
que la sensibilitzacié del sistema nociceptiu és un mecanisme protector que s'activa
després d'una estimulacié periférica potencialment lesiva, bé per la seva repetitivitat bé per
la seva intensitat, i que produeix un descens del llindar dolords i I'amplificacié de la
conduccid nerviosa de I'estimulacié periférica subsegiient, tant si aquesta és potencialment
lesiva (hiperalgeésia) com si és innocua (alodinia). En abséncia d'una lesié permanent o d'una
estimulacid periférica repetitiva, la sensibilitzacié del sistema nociceptiu central sembla ser
resistent pero reversible (Latremoliere & Woolf, 2009).

Un dels possibles factors de manteniment de la sensibilitzacié del sistema nociceptiu
central és |'estimulacid periférica sostinguda deguda a I'activitat extenuant. En investigacio
animal s'ha observat que ['activitat extenuant incrementa la hiperalgésia generalitzada,
pero no la periférica, amb un efecte que, a més, és depenent del génere (la hiperalgeésia és
més intensa en les femelles i un cop cessa I'activitat extenuant es manté cinc vegades més
temps que en els mascles) (Sluka & Rasmussen, 2010). En humans s’ha observat que la
contraccié muscular repetitiva augmenta el dolor en les persones amb fibromialgia en

23



major mesura que en les persones sanes, pero aquest efecte no sembla mediat per
I’alliberament de citocines pro-inflamatories el nivell de les quals tampoc es relaciona amb
la intensitat del dolor o de la fatiga (Christidis et al., 2015).

En les persones amb fibromialgia s'ha observat un patré de comportament caracteritzat per
I'alternanga de periodes breus d'activitat extenuant seguits de periodes prolongats de
inactivitat (Van Houdenhove et al., 2001; Vlaeyen & Morley, 2004; van Koulil et al., 2008a). El
mateix patré s'ha observat en altres trastorns per dolor (Hasenbring et al., 2006)ienla
sindrome de fatiga crénica (Prins et al., 2001; Bazelmans et al., 2006). La modificacié
d'aquest patrdé sembla comportar la reduccid de la intensitat de la simptomatologia
dolorosa (Knoop et al., 2007; van Koulil et al., 2011). Un assaig clinic ha observat que la
combinacid entre el tractament medic i el tractament cognitivo-conductual ajustat per a
cada patré de comportament (evitacié o persistencia) és més efectiu per al dolor ciatic que
un tractament psicologic inespecific o que el tractament médic habitual (Hasenbring et al.,
1999). Resultats similars s’observen en el tractament de la fibromialgia (van Koulil et al.,
2008b; van Koulil et al., 2011). Més encara, hi ha la possibilitat que I'estratégia terapéutica
que ha demostrat ser eficag en pacients amb un patré de por/ansietat i evitacié de 'activitat
(recuperacid progressiva de I'activitat, experimentacié conductual a I’estil de ’exposicid in
vivo) (Vlaeyen et al., 2002; Leeuw et al., 2008) pugui no ser-ho en els pacients amb un patré
preferent de persistencia en I'activitat.

La modificacié del patrd d’activitat extenuant pateix, no obstant, varies limitacions. En
primer lloc, les estrategies de correccid del patrd d'activitat extenuant han passat de ser
definides per la seva funcié (adequar el nivell d'activitat per evitar I'augment del dolor a fi
de reduir 'associaci6 entre I’activitat i el dolor, i facilitar la consecucid progressiva
d'objectius funcionals), a descriure Unicament els comportaments que les composen
(alentir I'execucié de les activitats, fer descansos, mantenir un ritme moderat o dividir les
activitats en porcions manejables) independentment de I'objectiu d'aquests
comportaments (Nielson et al., 2001). Aquesta definicié merament descriptiva ha pogut
comportar problemes al'hora de valorar-ne I'efecte terapéutic ja que alguns pacients
poden utilitzar-les com a estratégies d'evitacid mentre que altres poden aplicar-les,
juntament amb I'augment progressiu de I'activitat, per millorar la seva capacitat funcional
(Karsdorp & Vlaeyen, 2009). Tant és aixi, que la seva relacié amb la incapacitat funcional
encara és contradictoria i s’observa tant un efecte beneficids com una abséncia d'efecte o
fins i tot un efecte perjudicial (Karsdorp & Vlaeyen, 2009; Kindermans et al., 2011).

En segon lloc, les persones amb fibromialgia sén conscients de I'efecte negatiu que aquest
patré de comportament exerceix sobre la intensitat de la simptomatologia dolorosaii les
seves recidives, i seu entorn sol mostrar comportaments de descoratjament d’aquest tipus
de conducta (Van Houdenhove et al., 2001). No obstant aix0, aquest patré de
comportament és resistent al canvi.

S'han descrit 2 models que intenten explicar aquesta contradiccid: el model basat en el
concepte de «Ergomania» (Van Houdenhove & Neerinckx, 1999) sosté que la hiperactivitat
es produeix com a sobrecompensacid de necessitats inconscients de dependéncia, del
narcisisme corporal, del masoquisme i del perfeccionisme excessiu. De moment no ha estat
possible definir algun d'aquests constructes amb la precisi6 suficient com per sotmetre'ls a
la investigacid experimental. Per la seva banda, el model de «Evitacié-Resisténcia»
(Hasenbring, 2000) sosté que el manteniment de I'activitat extenuant obeeix a un patré
d'afrontament atencional desadaptatiu consistent en la minimitzacié del dolor. Fins ara,
aquest model Unicament ha obtingut suport empiric per al dolor clinic en un estudi sobre
lumbalgia.
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Per tant, el contingut de les creences que dificulten a les persones amb fibromialgia
modificar el patré de persisténcia en I'activitat malgrat el dolor creixent segueix sent un
tema obert.

Només un estudi ha avaluat les regles de decisié que fan que la persona amb dolor cronic
decideixi mantenir o aturar I’activitat (Vlaeyen & Morley, 2004). Aquest estudi observa que
la persisténcia en I'activitat a pesar del dolor creixent esta motivada per la satisfaccid
obtinguda amb el rendiment (tenir la sensacié de que la feina esta prou ben feta o d’haver-
se esforcat el suficient), i acostuma a aplicar-se a les tasques que tenen a veure amb la
productivitat com les obligacions domeéstiques, familiars, socials o laborals. Per la seva
banda, I'evitacid o I’escapament de ’activitat esta motivada pel grau de satisfaccié que
s’obté o s’anticipa que s’obtindra d’aquestes activitats (inclos ’agreujament o la
interferéncia del dolor), i acostuma a ser utilitzada en les activitats lidiques. No cal dir que
un sistema de regles de decisié que compel-leix a la realitzacid de les activitats obligatories
a costa del patiment d’exacerbacions del dolor i a ’ajornament de les activitats ludiques pot
comportar una vida farcida de les primeres i absent de les segones, és a dir, caracteritzada
per una major freqliencia d’esdeveniments aversius i menor de reforcadors contextuals
positius amb el conseqtient efecte negatiu en la satisfaccid vital i I’estat d’anim.

Un estudi Delphi realitzat des de la Unitat de fibromialgia de I'Hospital Clinic (Torres et al.,
2013) defineix de manera temptativa que el manteniment de I'activitat malgrat el dolor
creixent pot tenir a veure amb I'evitacié d'emocions negatives relacionades amb la no
execucid satisfactoria d'aquesta activitat. En concret, la sensacid de no haver fet el
suficient, sentir-se inutil i tenir sentiments de culpa. Tanmateix, es defineixen tres grups de
creences més que inclouen la persisténcia en I'activitat per evitar conseqtiéncies negatives
a curt termini (no complir amb les obligacions) i a llarg termini (perdre capacitat funcional),
per no disposar d'ajuda o no disposar d'ajuda de qualitat i per evitar la desaprovacié social.

El patr6 d’evitacio de I'activitat

L’objectiu de les conductes d’evitacid és endarrerir o defugir I’exposicié a experiéncies
aversives. Malgrat les conductes d’evitacié s’han descrit classicament com respostes
espontanies, transitories i adaptatives als estats de dolor agut (Wall, 1979a; Wall, 1979b), si
persisteixen més enlla de la resolucid de la lesié aguda poden abonar la incapacitat, el
descondicionament fisic, les alteracions afectives i la preocupacié pels simptomes fisics.

Els primers articles de Fordyce (1982) ja descriuen "aprenentatge de les conductes
d’evitaci6 per reforcament negatiu, aixi com la posterior generalitzacié des de I’evitacid
dels estimuls nocioceptius a I’evitacid d’altres estimuls relacionats com, per exemple, les
responsabilitats aversives o la desaprovacid social. Posteriorment, les conductes d’evitacié
s’han relacionat també amb la motivacié per la reduccid de I’ansietat associada a
’expectativa d’haver-se d’exposar a experiéncies doloroses (McCracken et al., 1993).

Els primers models cognitius de les conductes d’evitacio aplicats de manera especifica a les
conductes de dolor intentaven explicar el manteniment de les conductes d’evitacid en
abséncia de reforcament mitjancant les variables cognitives (expectatives, autoeficacia i
records d’experiéncies previes) que abonen la creenca que I’exposicid a determinades
experiéncies s’acompanyara indefectiblement de dolor i patiment (Philips, 1987). La
hipotesi central és que les conductes d’evitacid inicials disminueixen I"autoeficacia i
augmenten les expectatives de que determinades experiéncies augmentaran el dolor i, per
tant, afavoreixen I'evitacié (Figura 3).
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Figura 3. Model de les conductes d’evitacio en el dolor crénic.
(Adaptat de Philips, 1987)

Posteriorment s’han elaborat altres models més especifics. Tot i que cada model postula
components especifics, tots ells comparteixen un procés comud mediat per diferéncies
individuals, que culmina en conductes d’evitacié desadaptatives.

El model de por-evitacio

El model de por-evitacid aplicat al dolor cronic descriu el curs que segueixen els episodis de
dolor agut per esdevenir cercle viciosos de discapacitat i patiment cronics que creen un
patré de conducta discordant amb la patologia médica subjacent i que, com es veura,
abonen I'augment progressiu del dolor.

Aquest model es basa en treballs previs que destacaren la importancia de les creences
sobre el dolor en el desenvolupament de la por i I’evitacié incapacitants (Slade et al., 1983;
Lethem et al., 1983; Waddell et al., 1993). Per exemple, Malec i cols. (1977) agrupen
aquestes creences en el que anomenen "mites sobre el dolor”. La majoria d'aquests mites
es refereixen a dues creences centrals erronies: que el dolor és un senyal inequivoc de lesié
tissular que s’acompanya per forca d’una discapacitat inevitable, i que aquest dolor només
es pot tractar médicament.

El model de por-evitacié més influent és el formulat per Vlaeyen i cols. per explicar el
desenvolupament de la lumbalgia cronica (Vlaeyen et al., 1995; Vlaeyen & Linton, 2000; ;
Asmundson et al., 2004b; Leeuw et al., 2007) (Figura 4). Aquest model parteix de
I'experiéncia d'un episodi de dolor agut, obviant-ne a proposit la causa per estalviar-se
hipotesis etiologiques. El nucli del model és el grau d’amenaga atribuit al dolor. Si el dolor és
avaluat com un esdeveniment no amenagador (per exemple, com no més que una moléstia
temporal), la persona acostuma a reprendre de manera progressiva tant I'activitat fisica
com la resta de les activitats quotidianes després d'un breu periode de disminucid de
I'activitat. Un dels efectes d’aquest tanteig de represa de 'activitat és que permetria
verificar i corregir les potencials expectatives negatives sobre I’evolucié del dolorila
discapacitat que comporta (Crombez et al., 2002).
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Figura4- El model de por-evitacié del dolor com a factor de cronificacid del dolor agut

De manera alternativa, el dolor es pot mal interpretar de manera catastrofista, és a dir,
sobrevalorant-ne el potencial nociu com senyal de patologia greu i incapacitant, devaluant
el grau de control percebut i propiciant, per tant, un afrontament basat en conductes
d’evitacid, de seguretat o d’escapament. Aquesta mala interpretacid del dolor pot
comportar respostes d’ansietat i/o de por que per si mateixes podrien augmentar la
percepcid del dolor tant directament com mitjancant la promocié de la hipervigilancia
(Crombez et al., 2005) i que abonen les creences erronies sobre el dolor que augmenten el
catastrofisme. La por al dolor com a indici de lesié o de recaiguda es pot generalitzar a
I’activitat fisica i de manera progressiva a la resta de les activitats quotidianes. L’evitacié o
I’escapament d’aquestes activitats impedeix que les experiéncies reals corregeixin les
expectatives i, per tant, contribueixen al manteniment de la por i I'ansietat, alhora que
comporten I'augment progressiu de la incapacitat i la pérdua de la bona forma fisica, que
contribueix a reduir el llindar del dolor (Verbunt et al., 2010). Tanmateix, el catastrofisme
explica les diferéncies en 'estat afectiu entre subjectes que pateixen un dolor de la mateixa
intensitat.

Tot plegat abona un patré preferent d’evitacié conductual que quan afecta als valors
personals i a la capacitat per a disposar contexts gratificants o productius pot acabar
comportant I'aparicié de simptomatologia depressiva que pot agreujar el dolorila
incapacitat. Val a dir que aquest efecte no es estatic sind dinamic. Es a dir, no sén els
pacients amb més dolor els que presenten un patré més acusat d’evitacié conductual sind
aquells que en un moment donat pateixen un augment significatiu del dolor habitual que
interpreten de manera catastrofista. En suma, la reduccié de I’emotivitat positiva és un
procés dinamic contingent a ’augment de les cognicions d’indefensid sobre el dolor i
P’evitacid de les relacions interpersonals positives, pero no de les negatives (Sturgeon et al.,

2014).

La precisié del model de por-evitacié s’ha posat a prova en estudis de relacié seqiiencial
entre les variables implicades (Wideman et al., 2009; Gheldof et al., 2010) i en estudis
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d’eficacia terapéutica (de Jong et al., 2005; Leeuw et al., 2008). No menys important, és un
model que els pacients descriuen com creible i coherent amb la seva experiéncia personal
(Eccleston et al., 1997). No obstant, pateix varies limitacions que comprometen la seva
precisio.

En primer lloc, la modificacid de les creences erronies que actuen com a factors de
manteniment en el model de por-evitacid s’associa més amb la reduccié de la incapacitat
(fins al 71% de la variancia) (Woby et al., 2004), que amb la milloria del dolor (Gheldof et al.,
2010). Tal com pretén la formulacié original del model, és possible que el binomi por-
evitacid descrigui de manera adequada alguns dels factors responsables de les
consequiéncies del dolor, perd no explica suficientment les fonts de manteniment de la
propia simptomatologia dolorosa. Tant és aixi que alguns autors suggereixen que el punt de
partida del model de por-evitacié no hauria de ser el dolor sind la discapacitat que comporta
que, de fet, sembla ser la principal rad per iniciar les consultes sanitaries (Ferreira et al.,
2010).

En segon lloc, el model assumeix que modificar el patrd d’evitacié per un d’enfrontament
condueix necessariament a la recuperacid, perd no n’especifica els mecanismes, no defineix
el que s’entén per recuperacié i no té en compte els casos de dolor cronic (Crombez et al.,
1998) en els que, com en la fibromialgia, ’enfrontament basat en la persisténcia en
I’activitat augmenta el dolor i contribueix al manteniment de la sensibilitzacié central
(Hasenbring et al., 1994; Hasenbring et al., 2006). Es a dir, el model no és capag de
diferenciar en quins casos el mateix tipus d’enfrontament pot ser adaptatiu o iatrogénic.

Alguns estudis no mostren que el dolor interfereixi en la capacitat atencional dels pacients
amb fibromialgia més que en els controls sans, el que qiiestionaria la rellevancia de la
vigilancia somatica excessiva, especialment tenint en compte que tampoc s’observa una
correlacio significativa inequivoca entre la interferéncia del dolor i la hipervigilancia
subjectiva (Tiemann et al., 2012). No obstant, cal tenir en compte que en aquests estudis no
s’avalua el principal determinant de la predacid de recursos atencionals per part del dolor,
és a dir, la seva rellevancia, que no esta determinada pels seus components discriminatius
(localitzacid, qualitat i intensitat) sind pel seu caire subjectivament amenagador i/o
incapacitant, que en els pacients amb fibromialgia sembla incrementat. En concret, en els
pacients amb fibromialgia, en comparacié amb subjectes sans, s’observa un augment de la
velocitat del flux sanguini de les regions cerebrals medials (relacionades amb el
processament afectiu i cognitiu del dolor) en resposta a la induccié d’un dolor térmic agut,
que no s’observa en el flux sanguini de les arees cerebrals encarregades del processament
dels components discriminatius del dolor (Duschek et al., 2012). Tanmateix, és possible que
la hipervigilancia, que sovint s’avalua com un procés estatic, sigui en realitat dinamic i, per
tant, només actui quan es percep una amenaca a la integritat fisica (Van Damme et al.,
2015).

També és controvertida la propia assumpcié de que les conductes d’evitacid, de seguretat i
d’escapament estan motivades per I’ansietat que produeix I’anticipacié del dolor i per la por
al dolor present (Asmundson et al., 2004a). De fet, les creences que el model de por-
evitacié qualifica com errdnies no sén només propies de les persones que pateixen dolor
agut i cronic, siné també de la poblacié general i dels professionals sanitaris (Goubert et al.,
2004; Houben et al., 2005; Bishop et al., 2008). Tanmateix, amb I’excepcid de I’tltim de 13
items el catastrofisme no es mesura com una cognicié ansidogena (és a dir, un enunciat
condicional que descriu una incertesa o prediu un esdeveniment negatiu) siné com el seu
resultat (la preocupacid i la indefensid).

Finalment, el model no té en compte que el dolor és un veritable senyal d’amenaga ala
integritat fisica dissenyat amb la intencié de motivar conductes de proteccid i que, com a
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tal, mobilitza els mateixos recursos atencionals que qualsevol altre amenaca amb els
mateixos biaixos negatius orientats a la sobrevaloracid del seu potencial d’ocurréncia,
independentment de la seva probabilitat real d’esdevenir certa. Per tant, les creences
centrals del model de por-evitacid del dolor tant poden entendre’s com una avaluacié
“patologica” d’'un fenomen que en realitat és menys nociu i incapacitant, com una avaluacid
normativa amb profundes arrels culturals d’un fenomen patologic.

Aquestes limitacions han propiciat I’avaluacié d’objectius motivacionals d’aquestes
conductes d’evitacid, seguretat i escapament diferents de la por i I’ansietat. Per exemple,
una possible explicacié alternativa molt en consonancia amb la idea de que el dolor sempre
s’acompanya d’incapacitat, és ’abandonament dels objectius vitals en favor del proposit
unic d’eliminar el dolor com condicié imprescindible per a reprendre la resta dels objectius
vitals i en preséncia de conseqiiéncies negatives obvies com la sobremedicacié (Lauwerier
et al., 2011). D’altra banda, I’evitacié també es podria desenvolupar com a conseqiéncia
d’experiencies repetides de fracas en la consecucid dels objectius vitals. D’aquesta manera,
els intens de manteniment dels objectius vitals esdevindrien estimuls aversius que, per tant,
serien evitats (Morley & Eccleston, 2004). En aquesta linia, al menys un estudi (Karoly et al.,
2008) ha observat que la discrepancia entre els objectius vitals i "autoeficacia precedeix a
I’efecte de la por al dolor lumbar en la seva relacié amb la incapacitat i la depressid. En la
fibromialgia s’ha observat que els pacients amb objectius relacionats amb I"autosuficiéncia
(mantenir una vida satisfactoria malgrat patir una fibromialgia) presenten simptomes
menys greus i qualifiquen I’entorn social com més recolzador i satisfactori que els pacients
amb I’objectiu prioritari de validacid social (convéncer als demés que la fibromialgia és una
malaltia real) (Hamilton et al., 2005).

Evitacié de I'activitat i por al moviment i al dolor

Els pacients amb fibromialgia acostumen a referir que I’exercici energic o els augments
intensos de I'activitat fisica habitual acostumen a anar seguits de I’lagreujament dels
simptomes somatics. Per tant, és raonable que es desenvolupi una certa aprensid, i en
ocasions una por manifesta, cap a I’activitat fisica acompanyada d’evitacions parcials o
completes (Lambin et al., 2011). El model d’evitacié de I'activitat i por al moviment s’inclou,
doncs, com a subtipus més especific del model general de por-evitacié del dolor.

El model cognitiu-conductual de Vlaeyen i cols. sobre la por a I’activitat es basa en que la
relacié contingent entre 'activitat i I’exacerbacié del dolor condueix a la utilitzacio
preferent d’estratégies d’evitacid de ’activitat vers la preséncia real o anticipada del dolor
(Vlaeyen et al., 1995). Part fonamental d’aquest model és el component de magnificacid del
catastrofisme, ja que determina que I’estrategia d’afrontament del dolor sigui I’evitacié o la
confrontacié. La presencia d’un patré de comportament preferentment basat en I’evitacié
comporta alteracions, com la disminucié de la productivitat, les idees d’inutilitat o culpa, la
reduccié progressiva del nimero i la disponibilitat dels gratificadors contextuals o la
disminucid de la tonicitat muscular i la capacitat fisica, que abonen la incapacitat.

S’han utilitzat varis conceptes per definir la por de realitzar determinades activitats. La
cinesiofobia es defineix com una por excessiva, irracional i invalidant a I’activitat fisicai els
moviments corporals molt relacionada a un augment de la probabilitat subjectiva de lesié o
recaiguda d’una lesié prévia (Kori et al., 1990). Definida d’aquesta manera, no obstant, la
cinesiofobia no constituiria una entitat discreta, sind un dels extrems del continu de la por al
moviment. Existeixen altres designacions més difuses com “creences de por i evitacié” o
“creences de pori evitacié del dolor” que no només sén de dificil traduccié de I’anglés al
catala siné que també deuen ser de mal operativitzar perqué en aquests moments encara
no disposem d’una definicié precisa (Lundberg et al., 2011). Tanmateix, el concepte “por i
evitacid de 'activitat” és poc util perque es refereix a I’activitat en general i no només a
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I’activitat fisica, com tampoc ho és la denominacié “por i evitacié del dolor” perqué es
refereix tant a la por al dolor com a la lesid, la recaiguda, I’activitat dolorosa o fins i tot a
I’activacié emocional que s’acompanya d’un augment del dolor. Per tant, potser de moment
és més adequat centrar I’analisi en la rellevancia de la por als moviments corporals 0 a
I’empitjorament dels simptomes somatics atribuit a I’activitat fisica.

La por i ’evitacié de 'activitat fisica sembla present en al menys el 40% dels pacients (van
Koulil et al., 2008a; Turk et al., 2004) i es relaciona amb "augment del dolor posterior a
I’activitat fisica en major mesura que la simptomatologia depressiva o el catastrofisme
(Lambin et al., 2011). Els pacients amb fibromialgia i puntuacions elevades en la por a
I’activitat fisica refereixen una major incapacitat, simptomatologia depressiva i dolor, i un
pitjor rendiment fisic que els que presenten puntuacions baixes. No obstant, la relacid lineal
entre la por a 'activitat fisica i la incapacitat, el rendiment fisic en un tapis rodant i la forca
prensil és molt modesta (van Koulil et al., 2010a; Turk et al., 2004). Tanmateix, actualment
no és possible definir la direccié de la relacid sent, per tant, igualment plausible que els
pacients amb un pitjor estat clinic fossin els que desenvolupen la por a 'activitat fisica. Aixi
mateix, no sabem si la por a I’activitat fisica es conseqiiéncia d’experiéncies doloroses
prévies associades a I’activitat fisica o és una expectativa definida per altres variables com,
per exemple, la informacié sanitaria errdnia o la mala interpretacié de la informacio
sanitaria sobre el que és adaptatiu per a I’afrontament del dolor.

Una altra observacié que matisa els postulats d’aquest model inclou el fet que el
tractament multidisciplinari de la fibromialgia és capag de millorar la fatiga, la qualitat de
vida i la funcionalitat malgrat no hagi reduit la por al moviment (van Wilgen et al., 2007). Val
a dir que quan el tractament s’individualitza sobre la base de presentar un patrd preferent
de persistencia excessiva o d’evitacié de 'activitat, els resultats milloren de manera
notable. Es a dir, el tractament individualitzat no només és capa¢ de millorar I'estat fisic i
afectiu dels pacients, siné que també modifica els patrons de manera especifica (modera la
persisténcia i corregeix I’evitacid) de tal manera que les analisis de mediacié observen que
la milloria de la funcionalitat fisica depén de la reduccié de I’evitacié de I’activitat fisica en el
grup de pacients evitadors i de la moderacid de 'activitat fisica en el grup de pacients
excessivament persistents (van Koulil et al., 2011).

En resum, els estudis cientifics realitzats fins al moment sén capacos de justificar
fisiopatologicament la simptomatologia explicada pels pacients, identifiquen potencials
factors de predisposicié i de manteniment del trastorn, i han permes dissenyar
intervencions terapeutiques basades en la modificacid dels processos que semblen
responsables de la simptomatologia somatica, la incapacitat que comportai els correlats
emocionals, cognitius i conductuals que defineixen la sindrome.

Malauradament, tan prolifica activitat cientifica no ha estat capag de definir amb precisié
I’etiologia de la fibromialgia, no ha permés una descripcid especifica de la sindrome i no ha
derivat en un tractament d’eficacia satisfactoria. Tanmateix, els notables avencos cientifics
aconseguits en la comprensié de la fibromialgia no han impedit que la seva ubicacié
nosologica segueix sent com a minim discutida, sind qliestionada la seva existéncia com a
entitat diagnostica (Berenson, 2008). Aquest escepticisme, que no és Uinicament propi dels
professionals sanitaris sind també dels familiars dels pacients i de 'opinié publica en
general, es sustenta principalment en la propia presentacid clinica de la sindrome. sobre la
base dels seglients arguments:

a) El pacients refereixen molts simptomes que sén alhora excessivament greus i
inhabituals (I’aspecte dels pacients és excessivament saludable respecte als
simptomes que expliquen). De fet, la gravetat dels simptomes dels pacients amb
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fibromialgia és més greu que la de la majoria de la resta de les malalties médiques i
Unicament els pacients en les fases terminals de la insuficiencia renal refereixen una
pitjor qualitat de vida (Wolfe et al., 2010b).

b) Molts estudis observen nombrosos antecedents psiquiatrics o trastorns mentals
actuals, inclosa una desmesurada incidéncia de trastorns de la personalitat (Fietta
et al., 2007).

c) La fibromialgia es podria definir com I’extrem d’un continu de malestar
multisimptomatic tan en poblacions cliniques com en la poblacié general més que
com una categoria diagnostica discreta ja que:

a. laprevalenca augmenta amb I’edat (de 0.8% en els menors de 40 anys a un
3% en els majors de 60 anys) aixi com també la gravetat (cada 10 anys I'index
de dolor generalitzat augmenta 0.45 punts, la gravetat dels simptomes
somatics augmenta 0.14 punts, i la puntuacid global de “fibromialgisme”
augmenta 0.59 punts),

b. aquesta puntuacié global es relaciona linealment amb altres mesures de
interferéncia vital i de malestar fisic i psicologic, i no és més freqlient en les
dones que en els homes (2.4% vers 1.8% respectivament) malgrat aquestes
semblen presentar, a judici dels clinics que les avaluaren, una major gravetat
dels simptomes acompanyants (Wolfe et al., 2013).

d) L'examen fisic no detecta troballes médiques, no es disposa de proves
diagnostiques objectives i els simptomes només s’expliquen parcialment per
alteracions funcionals detectades en el context d’investigacions cientifiques (Wolfe,
2009).

e) Les caracteristiques demografiques i cliniques dels pacients amb fibromialgia
semblen similars a les observades en altres sindromes com la fatiga cronicaila
sensibilitat quimica multiple (Deary et al., 2007).

f) Finalment, no és estrany que aquests pacients tinguin dificultats de relacié amb els
professionals sanitaris no només relacionades amb les discrepancies quant a la visié
de la malaltia, les seves causes i tractament, siné també perqué sovint sén descrits
com persones amb psicopatologia o problemes amb ’entorn (sovint producte de la
seva peculiar manera de ser) que suposadament sén els veritables responsables
dels simptomes fisics que refereixen (Hahn et al., 1994). Aquesta visié de la
fibromialgia prové, al menys en part, del concepte de reumatisme psicogen dels
anys 30 que, malgrat mai definit de manera valida i fiable, descrivia un trastorn de
fenomenologia reumatoldgica perd de causa psicologica, sovint afi a la histeria. De
fet, a ’any 1978, la fibrositis encara era descrita com un reumatisme psicogen
(Reynolds, 1978) i malgrat el terme va desaparéixer cap als 90 (en part pel desus del
terme “reumatisme”), la fibromialgia segueix sent explicada com una manera de
defensar-se de I’aflorament de conflictes inconscients o com a estratégia
d’enfrontament de situacions que la persona no sap manegar d’una altra manera.

Per tant, és freqlient que la fibromialgia es segueixi classificant entre les sindromes sense
explicacié medica.

La creenca que les sindromes sense explicacié médica presenten caracteristiques
patologiques de la personalitat esta forca estesa. Aquestes creences contribueixen a
I’escepticisme medic i influeixen de manera negativa en I’abordatge terapéuticien la
relacié entre el professional sanitari i el pacient (Reid et al., 2001; Wolfe, 2000). Els estudis
previs que observen aquesta relacié pateixen de problemes metodologics com:
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a) considerar variables d’estat com caracteristiques de personalitat;

b) utilitzar classificacions categorials i ateoriques de la patologia de la personalitat;

¢) aplicar instruments d’avaluacié no estandarditzats;

e) no incloure grups de comparacio; o

f) no controlar la confusié deguda a la preséncia de simptomatologia psicopatologica.

Per tant, actualment les conclusions sobre un possible patrd de personalitat especific de la
fibromialgia romanen contradictories. Tanmateix, molt pocs estudis avaluen la influéncia de
les caracteristiques de la personalitat en I’estat clinic i la resposta terapéutica dels pacients
amb fibromialgia. Per exemple, alguns estudis suggereixen que, sobre la base del model de
Cloninger, les persones amb fibromialgia presenten, en comparacié amb les persones
sanes, un perfil caracteritzat per una elevada Evitacié del dany i una baixa Autodireccid. Es a
dir, es caracteritzen per la tendéncia a I’aprenentatge de conductes condicionades
d’evitacié en resposta a la percepcié d’estimuls aversius i una baixa capacitat per regular la
conducta i adaptar-la a les demandes de la situacié per tal de mantenir la percaca dels valors
personals i assolir els propis objectius. No obstant, els mateixos estudis observen de
manera transversal correlacions moderades de I’evitacié del dany i "autodireccié amb el
dolor mecanic aplicat (basicament de la subescala de I’Evitacié del dany que mesura la por a
la incertesa) i 'impacte de la fibromialgia segons el Fibromyalgia Impact Questionnaire (que
inclou mesures d’ansietat i depressio), i no significatives amb el McGill Pain Inventory i el
questionari de qualitat de vida relacionada amb la salut SF36 (excepte amb la salut mental)
(Garcia-Fontanals et al., 2014).

D’altra banda, la fibromialgia ha estat qualificada per metges experimentats i estudiants de
medicina d'ultim any com la malaltia de menor prestigi entre una llista de 38 (Album &
Westin, 2008). Segons els autors de I’estudi, la fibromialgia fretura de les caracteristiques
de les que depeén el prestigi d'una malaltia. Es una sindrome de curs cronic no letal que
afecta principalment a les dones, no disposa de signes diagnostics i d’etiologia ben definida,
la seva resposta terapeutica és moderada i el seu tractament no necessita de tecnologia
medica sofisticada. Tanmateix, és comu que la comprensid de la malaltia sigui notablement
discrepant entre professionals sanitaris i pacients, i és freqlient sentir penjaments de la
fibromialgia basats en el suposat cost sanitari que comporta. No obstant, si es revisen els
ndmeros de 157 recursos sanitaris, la definicié diagnostica de la fibromialgia comporta, vers
no establir el diagnostic, un estalvi de 66 lliures cada 6 mesos per pacient diagnosticat i un
notable descens de la utilitzacié dels recursos sanitaris (al menys al Regne Unit).

Aquests dubtes poden afectar les decisions médiques o administratives (Martin & Singer,
2003), especialment en aquelles situacions on s’ha d’avaluar la incapacitat. En aquests
entorns es sospita de simulacié en el 25-40% dels casos (Mittenberg et al., 2002), pero el 23%
dels metges de familia i el 12% dels especialistes canadencs que tracten a pacients amb
fibromialgia els qualifiquen de simuladors (Hayes et al., 2010).

Per aquests motius ens va semblar adequat valorar la possibilitat de:

a) Diferenciar la fibromialgia d’altres trastorns per dolor cronic de fenomenologia
similar sobre la base del tipus de simptomes referits pels pacients i d’altres variables
com el grau de catastrofisme o de incapacitat funcional.

b) Diferenciar la fibromialgia de la simulacié tenint en compte la preséncia de
sol-licituds en curs de discapacitat o invalidesa.

c) Avaluar I’existéncia d’un perfil de personalitat especific de la fibromialgia i 'efecte
de les variables de personalitat en la resposta al tractament multidisciplinari.
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OBJECTIUS

Globals

Diferenciar la fibromialgia d’altres casos de dolor cronic generalitzat.
Diferenciar la fibromialgia dels casos de simulacid.

Verificar I'existéncia d’un perfil de personalitat especific de les persones amb fibromialgia
en comparacié amb altres casos de dolor cronic i amb casos amb una malaltia cronica que
no cursés amb dolor cronic.

Valorar I’existéncia de subgrups de pacients amb fibromialgia sobre la base de les seves
caracteristiques de personalitat.

Definir factors pronostics de resposta terapéutica basats en les caracteristiques de
personalitat.

Objectius especifics

Avaluar la capacitat del quiestionari de cribatge Fibromyalgia Rapid Screening Tool (FiRST)
per a diferenciar els casos de fibromialgia d’altres casos de dolor cronic de presentacié
clinica similar a la fibromialgia.

Avaluar la capacitat del qliestionari SCL-90-R per a diferenciar els casos de simulacié dels de
fibromialgia amb i sense intencié de sol-licitar una invalidesa.

Avaluar I'existencia d’un perfil de personalitat en el qliestionari NEO-FFI-R diferent del
d’altres casos de dolor cronic i de casos de malaltia cronica no dolorosa un cop controlat
I’efecte de la simptomatologia depressiva i ansiosa.

Avaluar la subagrupacid de les persones amb fibromialgia sobre la base del seu perfil de
personalitat en el qliestionari NEO-FFI-R.

Avaluar en quina mesura la pertinenca a cadascun dels subgrups de pacients amb
fibromialgia definits sobre la base del seu perfil de personalitat en el qliestionari NEO-FFI-R
influeix en la resposta al tractament multidisciplinari.
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HIPOTESIS

La presentacid clinica de la fibromialgia sobre la base de les puntuacions en el qliestionari
de cribatge Fibromyalgia Rapid Screening Tool (FiRST) sera significativament diferent a la
d’altres casos de dolor cronic.

La presentacid clinica dels pacients amb fibromialgia en procés de sol-licitud de
compensacié econdmica per malaltia no sera significativament diferent a la dels pacients
amb fibromialgia que no es trobin en aquest procés, i ambdues es diferenciaran
significativament de la dels simuladors sobre la base de les puntuacions en el qliestionari
SCL-90-R.

Els pacients amb fibromialgia no presentaran un perfil de personalitat en el qiiestionari
NEO-FFI-R estadisticament diferent del d’altres casos de trastorn per dolor cronic o dels
casos de malaltia cronica no dolorosa un cop controlada la confusié deguda a la cronicitat i
la psicopatologia.

El perfil de personalitat en el qliestionari NEO-FFI-R definira dos subgrups de pacients amb
fibromialgia.

Cada subgrup de pacients amb fibromialgia definits sobre la base de les seves

caracteristiques de personalitat en el qliestionari NEO-FFI-R presentara una resposta
terapéutica diferent al tractament multidisciplinari.
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Abstract

Objective. Despite showing acceptable psychometric properties, the criterion validity of the original
Fibromyalgia Rapid Screening Tool (FiRST) has been called into question for including insufficiently
challenging comparison groups. Consequently our objective was to validate a Spanish version of the
FiRST including pain disorders more analogous to fibromyalgia.

Methods. The FiRST was translated following international standards. Internal consistency and temporal
stability were assessed. The ability of the FIRST global score as a screening tool for fibromyalgia (criterion
validity) was assessed by logistic regression analysis. To determine the degree to which potential
confounders might affect the criterion validity of the FiRST (divergent validity), it was reassessed by
hierarchical multivariate logistic regression, entering demographics in a first step, followed by pain, anxiety
and depression, catastrophizing, disability and the FiIRST global score in a last step.

Results. The final sample comprised 257 patients (67% cases of fibromyalgia). The Spanish version of the
FiRST showed acceptable internal consistency, reliability and criterion validity. The FIRST was able to dis-
criminate between fibromyalgia and non-fibromyalgia patients even after controlling for the effect of potential
confounders. However, both criterion and divergent validity were challenged by a moderate specificity.

Conclusion. The Spanish version of the FIRST may be used as a screening tool for fibromyalgia even in
those patients whose cognitive style is characterized by catastrophizing about pain and high levels of
functional disability, anxiety and depression. The clinical consequences of the moderate specificity shown
by this Spanish version of the FiRST are discussed.

Key words: fibromyalgia, diagnosis, differential, psychometrics, questionnaires.

Introduction

FM is a common chronic pain disorder whose diagnosis
requires an expert clinical examination [1], which makes
an easy assessment of diagnostic criteria difficult in some
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health settings. Perhaps the greatest consequence of this
problem is the delay in diagnosis, treatment and referral
to specialized services [2-4].

To solve this problems, several screening procedures,
such as the London Fibromyalgia Epidemiology Study
Screening Questionnaire [5], the Manchester Criteria [6]
and the Survey Criteria [7], have been developed.
However, their lack of full psychometric validation along
with uncertain sensitivity and specificity in some cases
has prompted the creation of a new screening test, the
Fibromyalgia Rapid Screening Tool (FiRST) [8] (FiRST,
Serge Perrot, Didier Bouhassira, REDAR, 2010. All rights
reserved. FiRST contact information and permission for
use: MAPI Research Trust, Lyon, France. E-mail: PRO
information@mapi-trust.org; http://www.mapi-trust.org).

The final version of the FiRST included six homoge-
neous and temporally stable yes/no items that, at a

© The Author 2013. Published by Oxford University Press on behalf of the British Society for Rheumatology. All rights reserved. For Permissions, please email: journals.permissions@oup.com
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cut-off point of 5, correctly classified 87.9% of FM pa-
tients with a sensitivity of 90.5% and a specificity of
85.7%. The FiRST global score was shown to be inde-
pendent of depression, anxiety, catastrophizing and func-
tional disability, suggesting that it would be able to detect
FM patients with or without psychological comorbidities.

However, both the authors of the FiRST [8] and a com-
mentary by Hansson [9] suggested as a main limitation of
the study that the comparison groups included conditions
with a clinical picture not comparable to that of FM,
thereby questioning its ability to assist physicians in iden-
tifying FM in daily clinical practice. The independence
between psychopathology and the FiRST global score
might also be called into question by the exclusion of
patients with severe depression.

In light of the above, the aim of this study was to valid-
ate a Spanish version of the FiRST that took into account
these previous recommendations [8, 9] regarding the sen-
sitivity and specificity of the FiRST, specifically by includ-
ing complex clinical syndromes and widespread pain
conditions not fulfilling ACR criteria of FM.

Materials and methods

Participants

Patients consecutively referred from the Rheumatology
and Neurology Services of the Hospital Clinic of
Barcelona due to suspected FM were approached by
the rheumatologists of the Fibromyalgia Unit and invited
to participate in a validation study of the FiRST. llliterate
patients or those age <18 years were not considered for
the study. For all remaining patients, informed consent
was obtained prior to further examination. After a medical
examination, a psychiatric assessment was performed by
the clinical psychologist of the Fibromyalgia Unit. All
patients not suffering a psychiatric disorder that could
compromise their ability to understand the questionnaires
(e.g. schizophrenia or dementia) were eligible for inclusion
in the study. Depression was not an exclusion criterion.

Rheumatologists, who were in charge of diagnosing
patients according to the ACR 1990 criteria [1] or estab-
lishing an alternative chronic pain diagnosis according to
the International Classification of Diseases, 10th revision
(ICD-10) [10], were blinded to the results of the question-
naires. The clinical psychologist, who was in charge of ad-
ministering the questionnaires, was blinded to the medical
diagnostics.

Given that the study included a logistic regression ana-
lysis, the sample size was calculated using Freeman’s
formula: [n=10%k+1)], where k is the number of inde-
pendent variables [11]. In the analysis of divergent validity,
a maximum of 13 variables, including the FiRST global
score, could potentially be introduced and therefore the
minimum sample size required was 140 patients.

Instruments

The FiRST was created on the basis that the absence
or presence of several items representative of FM might
significantly increase the validity of the already existing
screening tools [8]. However, as explained in the
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corresponding instrument subsections, the expression of
all domains assessed by the FIRST may be influenced by
variables other than suffering from FM. We therefore
expected that differences in pain, affective distress, cata-
strophizing and disability would partially explain the differ-
ences between FM and non-FM patients above and
beyond the FiRST score. All instruments were selected ac-
cording to previous recommendations by Salaffi et al. [12].

McGill Pain Questionnaire

Pain is expressed with idiosyncratic descriptors and inten-
sity [13]. Differences between FM and non-FM patients in
the expression of pain might affect the ability of the FIRST
to differentiate them. This is said to be a problem with the
Manchester Criteria, which seem to better identify FM
patients with more severe symptoms [8].

The McGill Pain Questionnaire (MPQ) [14] includes 66
pain descriptors assessing the sensory, affective and
evaluative components of the painful experience. The
Spanish version of the MPQ has shown acceptable psy-
chometric qualities [15, 16]. However, as there are data
that question the validity of the evaluative dimension [17],
it was decided to consider only the sensory and affective
subscales of pain.

Hospital Anxiety and Depression Scale

Self-report measures of depression and anxiety may
reflect states of transient distress that are not necessarily
representative of clinical syndromes, but which are none-
theless able to increase the likelihood that individuals
report higher levels of pain, greater disability and greater
interference due to pain [18, 19]. The latter may be espe-
cially relevant for at least the last question of the FiRST,
which also includes symptoms potentially attributable to a
depressive state.

The Hospital Anxiety and Depression Scale (HADS) is a
14-item self-administered questionnaire comprised of
two 7-item subscales that assess current anxiety and de-
pressive symptoms [20]. The content of the HADS seems
less contaminated by the presence of somatic symptom-
atology than are other psychopathology questionnaires
[21] and it is a valid screening tool for anxiety and depres-
sive disorders [22]. The Spanish version of the HADS
scale has proved to be a valid and reliable instrument
for assessing anxiety and depressive symptoms and for
detecting psychiatric morbidity in medical patients [23].

Beck Depression Inventory

The Beck Depression Inventory (BDI-Il) is a 21-item self-
administered questionnaire designed to assess the pres-
ence and severity of depressive symptoms. The Spanish
version of the BDI-II has shown acceptable psychometric
properties in the general population [24] and among
psychiatric [25] and medical [26, 27] patients.

Pain Catastrophizing Scale

Individuals with high scores in catastrophizing seem to be
more expressive during their pain experience [28].
Therefore the level of catastrophizing might influence
responses on the FiRST. Catastrophizing also contributes

www.rheumatology.oxfordjournals.org
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The FiRST Spanish version

to heightened levels of pain, emotional distress and
disability [29], which might worsen the self-report of these
variables, possibly accounting for the differences between
FM and non-FM patients above and beyond the FiRST
scores.

The Pain Catastrophizing Scale (PCS) is a 13-item
self-administered questionnaire that evaluates the over-
estimation of the noxious and disabling nature of pain
[30]. It is comprised of three subscales that assess the
tendency to magnify the perception of pain as a
threat and to expect heightened pain (magnification),
the difficulty to inhibit pain-related thoughts (rumination)
and the feelings of helplessness in the presence of
pain [31].

The Spanish version of the PCS has shown psycho-
metric properties similar to those of the original
version [32].

Stanford HAQ disability scale

In a nationwide study in Spain, patients with FM showed a
functional disability similar to that caused by other rheu-
matologic conditions, thereby questioning whether
greater interference in daily activities due to pain is spe-
cific to FM patients. However, a higher percentage of pa-
tients with FM did report suffering a high degree of
functional disability [33]. These somewhat contradictory
results make it advisable to consider functional disability
when assessing the divergent validity of the FiRST.

The HAQ assesses functional disability across eight di-
mensions. A global score is obtained from the mean score
across the eight categories, with higher scores indicating
greater functional disability. The Spanish version of the
HAQ has shown adequate validity, reliability and sensitiv-
ity to clinical change [34].

Procedure and statistical analysis

The study was approved by the Clinical Research and
Ethics Committee of the Hospital Clinic in Barcelona.
Statistical analyses were performed with the software
PASW Statistics, version 18.0.0 and MedCalc for
Windows, version 12.6.1.0 (MedCalc Software, Ostend,
Belgium).

Linguistic validation

Two independent translations of the FIRST English ver-
sion into Spanish were obtained from two English native
and Spanish bilingual professional translators. The first
author and the translators agreed on a version that
was conceptually equivalent to the original one and
avoided technical expressions and professional jargon.
This first version was then back-translated by a profes-
sional English translator who was independent of the re-
search team, to ensure the absence of translation errors
and verify the semantic concordance between the ori-
ginal and the back-translated versions of the FiRST
[385]. The final version of the FiRST was tested in a
pilot study of 20 patients with FM who confirmed a
high level of item acceptance and comprehension and
who, on average, were able to complete the question-
naire in <3 min.

www.rheumatology.oxfordjournals.org

Internal consistency and reliability

Internal consistency of the FIRST was analysed by
calculating Cronbach’s o coefficient. Two to four weeks
after the first administration, the MPQ, HADS and
HAQ were re-administered to a random subgroup of
outpatients. Patients who reported no changes in their
health status were selected for the test-retest reliability
analysis. At the item level, test-retest reliability was
assessed by calculating the « coefficient between
the two administrations. For the FiRST global score,
temporal stability was assessed by calculating the intra-
class correlation coefficient (ICC) and the Bland-Altman
plot and limits of agreement [36, 37].

Criterion validity

A measurement technique has criterion validity if its
results are closely related to those given by another
well-established technique that is considered the ‘gold
standard’ (in this case, the medical diagnosis). The ability
of the FiRST to discriminate at the item level between FM
and non-FM chronic pain patients was assessed by com-
paring the pairwise equality of proportions and by the chi-
square test. The ability of the FIRST global score to serve
as a screening tool for FM was assessed by logistic re-
gression analysis. The accuracy of the FIRST was further
assessed by calculating the area under the receiver oper-
ating characteristic (ROC) curve and the cut-off points
with the highest discriminative ability based on their sen-
sitivity, specificity, positive likelihood ratio (LR) and nega-
tive LR. The degree of agreement between the observed
diagnoses and those predicted by the FiRST global score
cut-off points was further assessed by calculating the «
coefficient.

Divergent validity

Divergent validity assesses whether the measurement is
unrelated to variables from which it should be relatively
independent. The goal here was to assess the degree to
which the ability of the FiRST to discriminate between FM
and non-FM patients might be affected by potential con-
founding variables. To this end, demographic and clinical
variables for FM and non-FM patients were compared by
t-tests for comparison of means and by chi-square tests
and the pairwise test of the equality of proportions (z-test)
with the Bonferroni correction for multiple comparisons of
proportions. Pearson correlation coefficients were also
calculated between the FiRST global score and the
sensorial and affective dimensions of pain, and its inten-
sity on a visual analogue scale (MPQ), depression (HADS-
D, BDI-ll) and anxiety (HADS-A), pain catastrophizing
(PCS) and functional disability (HAQ).

Variables that showed differences between groups and
those showing a linear relationship with the FIRST global
score were considered potentially influential or confoun-
ders of the criterion validity of the FiRST, which was then
reassessed by hierarchical multivariate logistic regression
using a manual, forward-entry selection method with
demographics in a first step, followed by pain, anxiety
and depression, catastrophizing, disability and the FIRST
global score.
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Results

A total of 258 patients were invited to participate in the
study. One patient did not consent to answering the ques-
tionnaires. No illiterate patients or individuals <18 years of
age were referred to the FM Unit during the study period.
None of the patients was diagnosed with a psychiatric
disorder that might compromise his/her understanding
of the questionnaires (Table 1). Hence the final sample
comprised 257 patients. In 172 (67 %) cases the rheuma-
tologist of the FM Unit confirmed the diagnosis of FM.
Diagnoses in the group of non-FM patients were hetero-
geneous, most notably axis or peripheral arthrosis,
dorsopathies and soft tissue disorders (Table 2). Table 1

shows the demographic and clinical characteristics of
each group of patients. Non-significant differences be-
tween FM and non-FM patients were observed in the per-
centage of personality disorders (PDs) (Table 1). In the FM
group the PD diagnoses comprised 1 (0.6%) paranoid,
2 (1.2%) borderline, 1 (0.6%) histrionic, 4 (2.3%) obses-
sive-compulsive, 1 (0.6%) avoidant and 4 (2.3%) PDs not
otherwise specified. In the non-FM group, 1 (1.2%) patient
was diagnosed with a borderline PD, 1 (1.2%) histrionic
and 2 (2.4%) PDs not otherwise specified.

Internal consistency and reliability

The internal consistency of the FIRST was acceptable
(Cronbach’s «=0.72), suggesting that its items are

TaeLe 1 Differences between FM and non-FM chronic pain patients in sociodemographic and clinical characteristics

and in responses to the FiRST items

Non-FM (n =85)

Gender, n (%)

Female 78 (92)
Male 7 (8)
Age, mean (s.p.), years 51.9 (11.7)

Civil status, n (%)
Married 62 (73)
Single 7 (8)
Divorced 14 (17)
Widow 22
Educational level, n (%)
Elementary 30 (35)
High school 39 (46)
College 16 (19)
Pain duration, months 101.3 (130.2)
Tender points 5.9 3.1)
MPQ
Sensorial 17.7 (6.7)
Affective 3.2 (1.9)
VAS (0-10cm) 5.8 (1.9)
HADS
Depression 8.2 (4.8)
Anxiety 9.7 (4.5)
BDI-II 20.5 (12.3)
PCS 25.2 (12.1)
HAQ 1.2 (0.7)
Psychiatric diagnoses (axis 1), n (%)
Yes 37 (44)
Adjustment disorders 17 (20)
Affective disorder 18 (22)
Anxiety disorder 1(1)
Other 1(1)
Psychiatric diagnoses (axis 1I-PD), n (%)
Yes 4 (5)
FiRST, n (%)
Iltem 1 (yes) 47 (55)
Item 2 (yes) 60 (71)
Item 3 (yes) 49 (58)
Item 4 (yes) 54 (64)
ltem 5 (yes) 49 (58)
Iltem 6 (yes) 65 (77)

FM (n=172) Chi-square/t-value

168 (98) 4.85 1 <0.05*
42
46.5 (10.0) 3.86 255 <0.01*
1.34 3 0.72
131 (76)
8 (5)
29 (17)
4 )
0.08 2 0.96
58 (34)
82 (48)
32 (18)

103.7 (93.2) —0.17 255 0.87
14.4 (2.1) —22.67 123.07%  <0.01*
20.5 (7.6) —2.95° 186.82  <0.01*

4.2 (2.2 —3.54 255 <0.01*
6.9 (1.4) —4.57° 129.67%  <0.01%
10.4 (4.6) —3.57 255 <0.01*
12.3 (4.6) —4.27 255 <0.01*
27.1 (12.2) 413 255 <0.01*
30.8 (11.4) -3.62 255 <0.01*
1.6 (0.5) —4.132 131.39°  <0.01*
113 (66) 11.51 1 <0.01*

45 (26) 1.18 1 0.27
59 (34) 4.67 1 0.03*

3() 0.12 1 0.73

6 (4) 1.15 1 0.28

13 (8) 0.75 1 0.36
163 (95) 59.32 1 <0.01*
164 (95) 31.16 1 <0.01*
129 (75) 8.05 1 <0.01*
164 (95) 44.75 1 <0.01*
153 (89) 33.14 1 <0.01*
168 (98) 30.21 1 <0.01*

#Corrected for inequality of variances according to the Levene’s test. *Statistically significant mean or proportion differences

between FM and non-FM patients.
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TaeLe 2 Medical diagnoses in non-FM chronic pain
patients (n=85)

Arthropathies
Inflammatory polyarthropathies 11 (13)
Arthrosis 27 (32)
Other joint disorders 5 (6)
Dorsopathies
Deforming dorsopathies 5 (6)
Spondylopathies 1(1)
Other dorsopathies 80 (94)
Soft tissue disorders
Disorders of synovium and tendon 11 (13)
Other soft tissue disorders 34 (40)

Episodic and paroxysmal disorders
Migraine and other headache syndromes 1(1)
Systemic connective tissue disorders 1(1)
Disorders of bone density and structure 5 (6)
Polyneuropathies and other disorders of the 3 @)
peripheral nervous system

Demyelinating diseases of the central 6 (7)
nervous system (multiple sclerosis)
Chronic fatigue syndrome 22

The presence of several comorbidities entails percentages
>100%.

interdependent and homogeneous. Temporal stability was
acceptable both for each item and for the global score. At
the item level, complete agreement between test and
retest answers of the subgroup of patients (n=20) who
reported no changes in their health status was observed
on items 1, 2, 4 and 6. On item 3, two cases changed
from no to yes (k =0.74) while one case changed from no
to yes on item 5 (k=0.83). For the global score, the ICC
indicated strong agreement (ICC=0.76, P <0.01, 95% Cl
0.50, 0.90). The Bland-Altman plot further suggested
acceptable agreement between the test and retest mea-
surements, shown by the low difference on average
between the FiRST global score at test and retest admin-
istrations [mean = —0.25 (0.44), 95% Cl —0.46, —0.04] and
the distribution of points within the narrow interval between
the limits of agreement (—1.12 to 0.62) (Fig. 1).

Criterion validity

A comparison of the responses of FM and non-FM
patients revealed significant proportion differences in all
FiRST items, suggesting that a greater percentage of FM
patients presented the symptoms measured by the FIRST
(Table 1). The logistic regression for the FiRST global
score as a single index showed that the model was able
to discriminate between FM and non-FM (-2 log like-
lihood=250.13; chi-square=76.10, d.f.=1, P <0.01;
Nagelkerke R?=0.36). The model showed an appropriate
goodness of fit (chi-square =4.82, d.f.=3, P=0.19), indi-
cating that the number of FM patients observed did not
significantly differ from the number of FM patients pre-
dicted by the model. However, these findings were chal-
lenged by a moderate specificity (55% of non-FM patients

www.rheumatology.oxfordjournals.org

Fic. 1 Bland-Altman plot of the difference in the FiRST
global score (test measurement — retest measurement)
against the mean of the two administrations.
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Fic. 2 ROC curve for the FiIRST global score showing its
ability to differentiate between FM and non-FM chronic
pain patients.

1_

e [
S &
1 1

=
b

True positive rate (Sensitivity)

1 I Ll 1
. 0.2 0.4 0.6 0.8 1
False positive rate (1 - Specificity)

correctly classified) despite high sensitivity (89% of FM
patients were correctly classified).

The area under the ROC curve indicated that the pre-
dictions of the FiRST global score showed an appropriate
level of accuracy (area=0.76 (0.04), P <0.01, 95% ClI
0.69, 0.83) (Fig. 2). The calculation of the curve coordi-
nates suggested that the cut-off point with the greatest
ability to discriminate between the FM and the non-FM
patients was 5 (Table 3).

Divergent validity
Table 1 shows the differences between FM and non-FM
patients. A higher percentage of women were observed
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TasLE 3 Ability of the FiRST global score cut-off points to discriminate between FM and non-FM chronic pain patients

Cut-off point, >

Sensitivity, %

1 100 4.7
2 100 16.5
3 100 25.9
4 97.7 42.4
52 89.0 55.3
6 60.5 741

Specificity, %

Positive LR Negative LR k (95% CI)

1.04 0 0.06 (0.0034, 0.12)
1.20 0 0.21 (0.11, 0.31)
1.35 0 0.32 (0.21, 0.43)
1.70 0.05 0.46 (0.35, 0.58)
1.99 0.20 0.47 (0.35, 0.59)
2.33 0.53 0.30 (0.20, 0.41)

3Cut-off point established for the original version of the FiRST [8].

TaBLe 4 Correlations between the FiRST global score
and demographic and clinical variables

FIRST global score

Age -0.18 <0.01*
Pain duration, months 0.07 0.29
MPQ

Sensorial 0.25 <0.01*

Affective 0.24 <0.01*

VAS (0-10cm) 0.43 <0.01*
HADS

Depression 0.34 <0.01*

Anxiety 0.38 <0.01*
BDI-II 0.40 <0.01*
PCS 0.40 <0.01*
HAQ 0.39 <0.01*

*Statistically significant linear relationships between the
FiRST global score and the corresponding control variable.

among FM patients, who were also younger, reported
greater pain both on the VAS and on the sensorial and
affective dimensions of the MPQ, felt more anxious and
depressed and presented greater catastrophic thinking
and lower functional capacity. The FiRST global score
showed significant linear relationships with the age at
assessment and with scores on the MPQ, HADS, BDI-II,
PCS and HAQ (Table 4).

The multivariate logistic regression analysis showed
that the FIRST was able to discriminate between
FM and non-FM patients even after considering the
effect of potentially confounding variables (see supple-
mentary Table S1, available at Rheumatology Online).
In the last step of the logistic regression analysis, the
FiRST global score explained a unique and significant
13% of the proportion of uncertainty of data. Each point
increase in the FiRST global score increased the odds
of suffering FM by 2 points.

Discussion

The Spanish version of the FIRST showed acceptable
internal consistency, temporal stability and criterion

2288

validity and it may therefore be used as a screening tool
for FM. Perhaps the main strength of the FiRST is its ability
to discriminate between FM and other chronic pain
patients once potentially confounding variables have
been considered. Contrary to the results of the original
version [8], the Spanish version of the FIRST showed sig-
nificant univariate linear relationships with measures of
anxiety, depression, catastrophizing and functional capa-
city, but none of these variables was able to differentiate
between FM and non-FM patients when considered con-
currently with pain intensity and the FiRST global score.
Additionally, the FIRST was able to discriminate between
FM and non-FM patients even after controlling for the
effect of the differences between samples in the age of
patients and pain intensity. Consequently the FiRST is
applicable even to those patients whose cognitive style
is characterized by catastrophizing about pain and high
levels of functional disability, anxiety and depression.

For a cut-off point of 5, the sensitivity of the FIRST was
beyond the generally accepted 75%, correctly classifying
89% of FM patients and leaving an 11% rate of false
negatives. Specificity, however, was lower than that
observed in the original version. Scores below the cut-
off point of 5 correctly identified 55% of non-FM patients,
leaving a 45% rate of false positives. This lower specificity
may be related to several similarities between FM and
other chronic pain patients that were observed in our
study but not in the original one. Specifically, two of the
FiRST items were endorsed by >70% of non-FM patients.
ltem 2 (continuous fatigue accompanying pain) inquires
about a symptom that seems to be frequent both in the
pain disorders included in our study and in the literature
[38, 39]. The wording of item 6 (impact of pain on life,
sleep and concentration, and feeling generally slower) is
possibly too general and seems to be common to a sub-
stantial number of heterogeneous Spanish pain patients
and to previous observations of other types of pain
disorders [40]. Further research might try to refine the
content of the FiRST, perhaps by specifying a more dis-
abling aspect of fatigue [41] and/or by dividing item 6 into
its four components to assess which of them, if any, is
more specific to FM patients.

Perhaps the main conclusion of our study is that this
Spanish version of the FIRST would be best used to sup-
port a suspected diagnosis of FM rather than to discard it.
However, the clinical utility of this instrument also rests on
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other considerations. The FiRST is a cheap, easy-to-apply
tool that can be completed in <3 min, and it seems accep-
table and relevant for the patients. Given that in Spain the
first line of detection for FM cases is primary care, there is
a need for an easy-to-use screening tool in daily clinical
practice. In this regard, the Spanish version of the FIRST
would allow missed cases to be kept to a minimum, albeit
at the cost of increasing false alarms, what might raise the
question of the cost of increasing the number of false-
positive cases of FM. Ideally a suspected diagnosis of
FM on the FiRST should be followed by a confirmatory
medical assessment, which would undoubtedly increase
costs in the short term. However, a diagnosis of FM based
solely on the FiRST cut-off point might cause the attribu-
tion of all symptoms to FM, thus overlooking other chronic
pain disorders (e.g. multiple regional pain disorders) that
require a different therapeutic approach in up to 45% of
cases. Patients with FM may present with comorbid rheu-
matologic conditions, which might compromise the ability
of the FiRST to differentiate between patients with over-
lapping diagnoses. However, the FiRST was constructed
from a list of items that are considered to be specific to
FM. In fact, one of the main conclusions of the original
validation study was that FM constitutes a specific
entity, at least on clinical grounds. Therefore rheumatolo-
gic comorbidity should not affect the original high sensi-
tivity and specificity of the FiRST, a finding that is not fully
confirmed by the present results.

In all, application of the Spanish version of the FIRST
might help reduce morbidity through early detection of the
disease, when treatment is usually more successful.
Indeed, early treatment of FM seems more cost-effective
[42], and the cost of screening is less than the cost of later
care, when some problems (such as affective or sleep
disorders) may have worsened, new problems (related
to work or finance) may have developed and perpetuating
factors may have been fully developed [43, 44]. Future
research should also assess the real costs of detecting
a higher number of false positives [2, 45] and the risk
reduction achieved, i.e. by determining if earlier detection
is followed by a real improvement of clinical and psycho-
social outcomes.

Limitations

The applicability of this version of the FiRST is limited to
the population of Spain. Further research is required to
confirm its psychometric properties and cultural accuracy
in Hispanic populations. Patients were recruited from
those referred through primary care to the specialist rheu-
matology and neurology services of our hospital. Although
a selection bias could have resulted from the inclusion
of more evolved and severe cases, which might compro-
mise the generalization of our results, such cases may
also be those for which family physicians find more differ-
ential diagnostic difficulties. It would be advisable for
further research to assess the accuracy of the FiRST in
cases of shorter duration and with a less severe clinical
picture.

ltems assessing descriptors of pain quality, abnormal
sensations and comorbid symptoms proved to be the

www.rheumatology.oxfordjournals.org

most discriminant. Given that the content of this item is
similar to those assessing neuropathic pain, the low
number of neuropathic pain cases included in our study
might compromise the assessment of this item’s
specificity.

Rheumatology key messages

e The Spanish version of the FIRST may aid in the
differential diagnosis of FM.

e The moderate specificity of the FIRST discourages
its clinical use for rejecting a diagnosis of FM.
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Supplementary Table 1: Ability of the FiRST global score to discriminate between fibromyalgia and
non-fibromyalgia chronic pain considering the effect of the potential influential or confounder

variables
B S.E.  Odds ratio (95% CI) Change in -2 log likelihood Nagelkerke R?
Step 1 20.66 (p<0.01) 0.11
Gender 158 0.66 4.86(1.33t017.77)
Age -0.05 0.01 0.95(0.921t00.98)
Step 2 29.20 (p<0.01) 0.24
Gender 1.66  0.68 5.24 (1.37 t0 20.04)
Age -0.06 0.02 0.94(0.921t00.97)
MPQ-sensorial 0.01  0.02 1.01(0.96 to 1.06)
MPQ-affective 013 0.09 1.14(0.97 to 1.35)
MPQ-VAS 036 0.10 1.43(1.18t01.73)
Step 3 8.70 (p<0.05) 0.28
Gender 154 0.69 4.69(1.211t018.22)
Age -0.06 0.02 0.94(0.911t00.97)
MPQ-sensorial 0.02 0.03 1.02(0.97 to 1.07)
MPQ-affective 0.05 0.09 1.05(0.88t01.27)
MPQ-VAS 031 010 1.36(1.11to 1.66)
HADS-depression  0.03 0.06 1.03 (0.93 to 1.15)
HADS-anxiety 0.06 0.05 1.06(0.971t01.17)
BDI-Il 0.01 0.02 1.01(0.96to 1.05)
Step 4 0.002 (p=0.96) 0.28
Gender 155 0.69 4.69(1.211t0 18.28)
Age -0.06 0.02 0.94(0.911t00.97)
MPQ-sensorial 0.02 0.03 1.02(0.97 to 1.07)
MPQ-affective 0.05 0.09 1.05(0.87t01.27)
MPQ-VAS 031 0.10 1.36(1.11to 1.66)
HADS-depression  0.03  0.06 1.03 (0.93 to 1.15)
HADS-anxiety 0.06 0.05 1.06(0.96to0 1.17)
BDI-Il 0.01 0.02 1.01(0.96to 1.05)
PCS 0.001 0.02 1.00(0.97 to 1.03)
Step 5 4.23 (p<0.05) 0.30
Gender 1.64 071 5.13(1.28 t0 20.63)
Age -0.06 0.02 0.94(0.91t00.97)
MPQ-sensorial 0.02 0.03 1.02(0.97 to 1.07)
MPQ-affective 0.03 010 1.03(0.85t01.24)
MPQ-VAS 027 011 1.31(1.06to0 1.61)
HADS-depression  0.04 0.06 1.04 (0.93 to 1.16)
HADS-anxiety 0.08 0.05 1.08(0.98 o 1.20)
BDI-Il -0.004 0.02 1(0.9510 1.04)
PCS -0.003 0.02 1(0.97 t0 1.03)
HAQ 064 031 1.89(1.03t03.48)
Step 6 31.77 (p<0.01) 0.43
Gender 1.37  0.76 3.93(0.89t0 17.37)
Age -0.05 0.02 0.95(0.92t0 0.98)
MPQ-sensorial -0.02 0.03 1(0.93 t0 1.04)
MPQ-affective 0.08 0.11 1.09(0.89t0 1.34)
MPQ-VAS 017 012 1.18(0.94 to 1.49)
HADS-depression  0.008 0.06 1.01(0.89to 1.14)
HADS-anxiety 0.07 0.06 1.07(0.96 to 1.20)
BDI-Il -0.01  0.03 0.99(0.94 to 1.04)
PCS -0.02 0.02 0.99(0.95t0 1.02)
HAQ 038 035 1.47(0.75t02.89)
FiRST 0.81 0.16 2.24(1.63 t0 3.08)

SE=standard error; Cl=confidence interval; MPQ=McGill Pain Questionnaire; HADS=Hospital
Anxiety and Depression Scale; BDI-1I=Beck Depression Inventory; PCS=Pain Catastrophizing
Scale; HAQ=Health Assessment Questionnaire; FiRST= Fibromyalgia Rapid Screening Tool;

B=Beta.
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Abstract

Objective. To assess the transcultural equivalency
of the Spanish version of the Fibromyalgia Rapid
Screening Tool (FiRST) and its discriminatory abil-
ity in different Latin American samples.

Design. Validation study.

Setting. Departments of Rheumatology in general
hospitals and private centers; fibromyalgia unit in a
university hospital.

Subjects. 350 chronic pain patients from Spain,
Argentina, Mexico, Peru, and Ecuador.

Methods. The cultural relevance of the Spanish ver-
sion of the FiRST was evaluated. The ability of the
FiRST as a screening tool for fibromyalgia was
assessed by logistic regression analysis. To deter-
mine the degree to which potential confounders, such
as differences in demographics, pain, affective dis-
tress, catastrophizing, and disability, might affect the
discriminatory ability, the tool was reassessed by
hierarchical multivariate logistic regression.

Results. Slightly different versions of the FiRST
were recommended for use in each Latin American
subsample. The FiRST showed acceptable criterion
validity and was able to discriminate between fibro-
myalgia and non-fibromyalgia patients even after
controlling for the effect of potential confounders.
However, low specificities were observed in sam-
ples from Spain and Mexico.

Conclusions. The Spanish version of the FiRST
may be used as a screening tool for fibromyalgia in
several Latin American subsamples, even in those
patients with high scores on potential confounders.
In Spain and Mexico, the low specificity of the
FiRST suggests, however, that it would be best

© 2015 American Academy of Pain Medicine. All rights reserved. For permissions, please e-mail: journals.permissions @ oup.com 1
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used to support a suspected diagnosis of fibromyal-
gia, rather than to exclude the diagnosis.

Key Words. Fibromyalgia; Diagnosis; Differential;
Psychometrics; Questionnaires

Introduction

Fibromyalgia (FM) is a chronic pain disorder that typically
affects women and is present worldwide. Despite
ongoing research uncovering surprising findings about
its pathophysiology, no established biomarker has been
found for its diagnosis. Instead, clinical criteria are relied
upon to identify and diagnose patients through expert
clinical examination, which can preclude efficient diag-
nosis in primary care [1]. To facilitate the identification of
patients with FM, a new set of criteria was proposed
[2], revised [3], and further amended [4]. Because the
diagnostic criteria require that clinicians must be able
to exclude other disorders that might better account for
a patient’s pain, these approaches typically require
a specialist rheumatologic examination that hinders
detection of FM in primary care.

The Fibromyalgia Rapid Screening Tool (FIRST) was
developed as a screening test by Perrot et al. [5]'
"FIRST, Serge Perrot, Didier Bouhassira, REDAR,
2010. All rights reserved. FIRST contact information and
permission for use: MAPI Research Trust, Lyon, France.
E-mail: PRO information@mapi-trust.org; http://www.
mapi-trust.org. The test aimed to facilitate the identifica-
tion of patients in primary care with a high probability
of having FM, enabling appropriate case selection
for detailed rheumatologic examinations. Recently, our
group validated the Spanish version of FIRST, demon-
strating that the tool could be used to discriminate
FM from other chronic pain disorders in a Spanish
population [6].

In this study, we aim to assess the transcultural equiva-
lency of the Spanish version of the FIRST and seek to
assess its discriminatory ability in different Latin
American countries.

Methods
Participants

Consecutive patients from Spain, Argentina, Mexico,
Peru, and Ecuador were referred with suspected FM from
departments of rheumatology or neurology or from pain
clinics. After referral, patients were invited to participate in
the study by rheumatologists specializing in FM (AC, OM,
LV, CR, and PC). The study centers were the Hospital
Clinic of Barcelona (Spain), Hospital Cosme Argerich of
Buenos Aires (Argentina), Centro Diagnéstico de la
Osteoporosis y Enfermedades Reuméticas (CEDOR) of
Lima (Peru), Hospital 2 de Octubre, México DF (Mexico),
and Centro de Reumatologia de Guayaquil (Ecuador).

Diagnosis was made according to the American College
of Rheumatology (ACR) 1990 criteria [1] or by establishing
an altemative chronic pain diagnosis according to
the International Classification of Diseases, 10th revision
(ICD-10) [7].

We excluded patients who were unable to understand
the questionnaires, including those who were illiterate,
had a comorbid psychiatric disorder compromising their
ability to answer the questionnaires (e.g., schizophrenia
or dementia), or were aged < 18 years. Informed con-
sent was obtained prior to further examination of the
included patients. Rheumatologists were blinded to the
results of the questionnaires when diagnosing patients,
and the clinical psychologist in charge of administering
the questionnaires was blinded to the medical diagno-
sis. The study was approved by the relevant clinical
research and ethics committees of the participating
hospitals.

Sample Size

Given that the study included a logistic regression analy-
sis, the sample size was calculated using Freeman’s
formula: [N=10*k+ 1)], with k being the number of
independent variables [8]. In the analysis of divergent
validity, a maximum of 13 variables, including the FIRST
global score, could potentially be introduced. Thus, the
minimum sample size required was 140 patients.

Instruments

As stated in our previous validation study [6], all
domains assessed by the FIRST can be influenced by
variables unrelated to the diagnosis of FM. For example,
differences in pain, affective distress, catastrophizing,
and disability might partially explain the differences
between patients with and without FM above and
beyond the FiRST score. To control for the effects of
these variables, the following instruments were selected.

Visual Analog Pain Scale

The intensity of pain was measured with an 11-point
visual analog scale (VAS), where O represented no pain
and 10 represented the maximum pain.

Hospital Anxiety and Depression Scale

The Hospital Anxiety and Depression Scale (HADS) is a
14-item, self-administered questionnaire comprising two
7-item subscales that assess current anxiety and
depressive symptoms [9]. The HADS is a valid screening
tool for anxiety and depressive disorders [10], and its
content is less affected by the presence of somatic
symptomatology compared with other psychopathology
questionnaires [11]. The Spanish version of the HADS
scale has proven validity and reliability [12].
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Pain Catastrophizing Scale

The Pain Catastrophizing Scale (PCS) is a 13-item, self-
administered questionnaire that evaluates the overesti-
mation of the noxious and disabling nature of pain [13].
The Spanish version of the PCS has psychometric prop-
erties comparable to those of the original version [14].

Stanford Health Assessment Questionnaire-
Disability Scale

The Health Assessment Questionnaire (HAQ) assesses
functional disability across eight dimensions. A global
score is obtained from the mean score across the eight
categories, with higher scores indicating greater func-
tional disability. The Spanish version of the HAQ has
shown adequate validity and reliability, as well as sensi-
tivity to clinical change [15].

Procedure and Statistical Analysis

Cultural Accuracy Revision

The FIRST was previously translated into Spanish and
back-translated into English following international recom-
mendations [6]. The Spanish version of the FIRST was
reviewed by native English speakers and bilingual profes-
sional Spanish translators from Mexico, Argentina, Peru,
Ecuador, and Spain to assure cultural relevance. In the
final version, the following additions were made: the word
“cansancio” was added to “fatiga” (fatigue) for all coun-
tries (item 2), the word “pinchazos” (pins and needles)
was replaced by “piquetes” in the Mexican version (item
4), and the word “cefalea” (headache) was replaced by
“dolores de cabeza” for all countries (item 5).

Internal Consistency

The internal consistency of the FIRST was assessed by
calculating Cronbach’s alpha coefficient.

Criterion Validity

Agreement between the results of the FIRST and those
given by the “gold standard” (the medical diagnosis)
was assessed at both the item and global score levels.
At the item level, the ability of the FIRST to discriminate
between patients with and without FM was assessed by
comparing the pairwise equality of proportions and by
the chi-squared test. The ability of the FIRST global
score to serve as a screening tool for FM was assessed
by logistic regression analysis.

The accuracy of the FIRST global score was further
assessed by calculating the area under the receiver
operating characteristic (ROC) curve and the cut-off
points with the highest discriminative ability based on
their sensitivity, specificity, and positive and negative

Transcultural Discriminatory Ability of the FIRST

likelihood ratios (LRs). The degree of agreement
between the observed diagnoses and those predicted
by the FIRST global score cut-off points was further
assessed by calculating the kappa coefficient.

Divergent Validity

To assess the ability of the FIRST to discriminate between
patients with and without FM by country of origin, and to
assess the effect of other potential confounding variables,
we compared demographic and clinical variables.
Specifically, we used t-tests to compare means, and
we used chi-square tests and pairwise tests of the equality
of proportions (z-test) with Bonferroni corrections for multi-
ple comparisons of proportions. Pearson’s correlation
coefficients between the FiIRST global score and the pain
intensity (VAS), depression (HADS-D), anxiety (HADS-A),
pain catastrophizing (PCS), and functional disability (HAQ)
scores were also calculated.

Country of origin, variables with between-group differen-
ces, and variables showing a linear relationship with the
FiIRST global score were considered potential confound-
ers of the criterion validity of the FIRST. The FIRST was
then reassessed by hierarchical multivariate logistic
regression with manual, forward-entry selection. Country
of origin (Spain was used as the reference category),
demographics, pain, anxiety and depression, cata-
strophizing, disability, and the FiIRST global score were
entered in that order.

Results

In total, 350 patients were included in the study, as fol-
lows: Spain, 60 patients with FM and 60 patients with
chronic pain (controls); Argentina, 29 patients with FIM
and 30 controls; Peru, 30 patients with FM and 20 con-
trols; Ecuador, 30 patients with FM and 30 controls;
and Mexico, 30 patients with FM and 31 controls.
Patients with chronic pain not due to FM were hetero-
geneous regarding their diagnoses, with a high percent-
age of arthroses, dorsopathies, and soft tissue
disorders (Table 1).

The demographic and clinical characteristics are shown
in Table 2. Compared with the control (non-FM) group,
patients with FM were mostly younger women who
experienced more intense pain, anxiety, depression,
and disability and perceived their pain as more noxious
and disabling.

Internal Consistency

The internal consistency of the FIRST was acceptable
(Cronbach’s alpha = 0.70), suggesting that its items
were interdependent and homogeneous. Only the dele-
tion of item 3 (“pain like burns, electric shocks, or
cramps”) slightly increased the internal consistency of
the FIRST by 0.02 points.
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Table 1 Principal medical diagnoses in non-fibromyalgia chronic pain patients

N (%)
Arthropathies
Polyarthritis 10
Systemic connective tissue disorders 2
Osteoarthritis 28
Other joint disorders 6.5
Dorsopathies and spinal disorders
Spinal osteochondrosis 8.3
Spondylopathies 3.8
Other dorsopathies 3.4
Chronic back pain 9.5
Soft tissue disorders
Synovial and tendon disorders 1.2
Myofascial pain and other soft tissue disorders 9.6
Myositis 4.7
Complex regional pain syndrome 2.4
Polyneuropathies and other disorders 6.0
of the peripheral nervous system
Demyelinating diseases of the central 3
nervous system (multiple sclerosis)
Chronic fatigue syndrome 1.2

Note: The presence of several comorbidities entails percentages greater than 100%.

Criterion Validity

Responses were significantly different in all FIRST items
for patients with and without FM, suggesting that a
greater percentage of patients with FM presented with
the symptoms measured by the FIiRST (Table 2). The
logistic regression for the FIRST global score as a single
index showed that the model was able to discriminate
between patients with FM and controls (-2 log
likelihood = 352.37; chi-square = 132.65, d.f. =1, P <
0.01; Nagelkerke R? = 0.42). The model showed an
appropriate goodness of fit (chi-square = 2.97, d.f. = 4,
P = 0.56), indicating that the number of predicted and
observed patients with FM did not significantly differ.
The model showed both an acceptable specificity (75%
of controls were correctly classified) and sensitivity (76%
of patients with FM were correctly classified).

The calculation of the area under the ROC curve indi-
cated that the predictions of the FIRST global score had
appropriate accuracy (area = 0.82 [0.02], P < 0.01,
95% CI 0.78 to 0.87) (Figure 1). The calculation of the
curve coordinates showed that a cut-off point of 5 had
the greatest ability to discriminate between patients with
FM and controls (Table 3).

Divergent Validity

Table 2 shows the differences between patients with and
without FM. Patients with FM tended to be younger
women who reported greater pain intensity on the VAS,
felt more anxious and depressed, and presented greater

catastrophic thinking and lower functional capacity. The
FiRST global score showed significant linear relationships
with age at assessment and pain duration and with
scores on the VAS, HADS, PCS, and HAQ (Table 4).

The multivariate logistic regression analysis showed that
the FIRST was able to discriminate between FM and
controls even after considering the country of origin and
the effect of potential confounding variables (Table 5). In
the last step of the logistic regression analysis, the
FIiRST global score explained a significant 8% of uncer-
tainty of the data. Each point increase in the FIRST
global score increased the odds of suffering from FM by
two points.

Discussion

The results of our study show that the Spanish version
of the FIRST was able to differentiate patients with FM
from controls with other causes of chronic pain in Spain
and different Latin American countries, even after taking
into account the effect of potential confounding
variables.

The FIRST assesses symptoms that, by definition, are
subjective. Therefore, it is essential to consider cultural
and linguistic differences in the idiosyncratic expression
of those illness states [16]. The Spanish version of the
FIRST was found to have acceptable transcultural equiv-
alency at both the denotation and connotation levels, as
indicated by the minor adaptations that were necessary
after the cultural accuracy revisions. These minor
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Table 2 Differences in sociodemographic and clinical characteristics and responses to FIRST

Non-FM (N=171) FM (N=179)
N (%)/mean (SD) N (%)/mean (SD) Chi-squared/t df P

Gender

Female 157 (92%) 175 (98%) 6.35 1 < 0.05

Male 14 (8%) 4 (2%)
Age 55.0 (14.8) 47.3 (11.5) 5.42% 320.322 < 0.01®
Civil Status

Married 105 (61%) 115 (64%) 16.94 3 < 0.01

Single 27 (16%) 31 (17%)

Divorced 15 (9%) 28 (16%)

Widow 24 (14%) 5 (3%)
Educational level

Elementary 66 (39%) 55 (31%) 3.13 2 0.21

High School 61 (36%) 65 (36%)

College 44 (25%) 59 (33%)
Pain duration (months) 59.4 (85.9) 70.5 (87.9) -1.19 348 0.23
Tender points 4.1 (3.9) 14.4 (2.6) —29.122 291.412 < 0.01°%
Pain VAS (0-10cm) 5.5 (2.0) 7.5 (1.8) -9.78 348 < 0.01
HADS

Depression 6.4 (4.2) 9.8 (4.1) -7.54 348 < 0.01

Anxiety 7.1 (3.9) 11.6 (4.2) -10.36 348 < 0.01
PCS 19.9 (12.4) 28.8 (13.4) —-6.49 348 < 0.01
HAQ 0.9 (0.7) 1.1 (0.7) —2.82 348 < 0.01
FiRST

Item 1 (Yes) 91 (53%) 161 (90%) 58.52 1 < 0.01

Item 2 (Yes) 107 (63%) 165 (92%) 44.26 1 < 0.01

Item 3 (Yes) 81 (47%) 130 (73%) 23.30 1 < 0.01

Item 4 (Yes) 87 (51%) 157 (88%) 56.19 1 < 0.01

Item 5 (Yes) 64 (37%) 152 (85%) 83.47 1 < 0.01

Item 6 (Yes) 110 (64%) 155 (87%) 23.58 1 < 0.01

8Corrected for inequality of variances according to Levene’s test.

FM = fibromyalgia; FIRST = fibromyalgia rapid screening tool; VAS = visual analog scale; HADS = hospital anxiety and depres-
sion scale; PCS = pain catastrophizing scale; HAQ = health assessment questionnaire.

Bold values indicate statistically significant linear relationships.

109 changes resulted in a slightly different version of the
FIRST for use in Latin American countries and a
- Mexican-specific version for item 4.
The specificity of the FIRST in the present study
06 was higher than that observed previously, when only
patients from Spain were included [6]. Differences
between control groups might explain these differences.
In our previous study, patients were selected only if they
had a pain condition that represented a clear differential
g2 diagnosis. In the current study, the Latin American
samples included cases with regional pain pathology.
These painful conditions may be different enough
5 o o A o " from fibromyalgia to increase the specificity of the FIRST
for screening purposes. Thus, further studies using
the FIRST in Latin American countries should take this
limitation into account.

04

True positive rate (Sensitivity)

oo
False positive rate (1 - Specificity)
Figure 1 ROC curve for FIRST global score showing

its ability to differentiate between fibromyalgia and non-  pain is expressed with idiosyncratic descriptions and lev-
fioromyalgia chronic pain patients. els of intensity. Consequently, differences in the
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Table 3 Discriminatory ability of FIRST and cut-off points by country of origin

Country Best cut-off Sensitivity Specificity Positive Negative Kappa

of origin point (%) (%) likelihood ratio likelihood ratio (95% CI)

Spain >5 85 48.3 1.65 0.31 0.33 (0.16 to 0.50)
Argentina >4 96.6 100 10 0 0.90 (0.79 to 1.00)
Peru >4 83.3 75 3.33 0.22 0.58 (0.35 to 0.81)
Ecuador >4 73.3 96.7 2.31 0 0.57 (0.36 to 0.78)
Mexico >4 80 58.1 1.91 0.16 0.38 (0.15 to 0.61)

Cl = confidence interval; FIRST = fibromyalgia rapid screening tool.

Table 4 Correlations between FiRST global
score and demographic and clinical variables

FiRST global score

r p

Age -0.25 < 0.01
Pain duration (months) 0.20 < 0.01
Pain VAS (0-10cm) 0.46 < 0.01
HADS

Depression 0.51 < 0.01

Anxiety 0.58 < 0.01
PCS 0.53 < 0.01
HAQ 0.35 < 0.01

FiRST = fibromyalgia rapid screening tool; VAS, visual analog
scale; HADS = hospital anxiety and depression scale; PCS =
pain catastrophizing scale; HAQ = health assessment
questionnaire.

Bold values indicate statistically significant linear relationships.

expression of pain between patients with and without FM
might have affected the ability of the FIRST to differenti-
ate between them. Higher pain duration, for instance,
might be accompanied by a more severe clinical presen-
tation that is characterized by the reporting of more
symptoms and that potentially increases the FIRST score
independently of the actual disorder (FM or another
chronic pain disorder). Affective distress and catastroph-
izing might carry the same confounding effect, such that
those with higher PCS and HADS scores might report
higher levels of pain, greater disability, and greater inter-
ference due to pain. The latter seems especially relevant
for the last question of the FiIRST, which includes symp-
toms that potentially relate to depressive states. Finally,
patients with FM had demographic variables different
from those with chronic pain.

Despite these potential confusion effects, the last step
of the multivariate analysis revealed that only age, VAS,
and HADS-anxiety had essentially non-significant influ-
ences on the differentiation between patients with and
without FM when considered together with the FIRST
global score. Therefore, our results suggest that neither
demographic variables, such as age or civil status, nor

the severity of anxiety, depression, catastrophic thinking,
or functional disability were reliable enough to differenti-
ate FM from other chronic pain conditions. Instead, it
may be assumed that the FIRST could correctly identify
patients with FM regardless of age and civil status, and
despite the presence of severe pain, long-lasting pain,
affective distress, catastrophizing, or functional disability.

Country of origin could not independently differentiate
between patients with and without FM. This finding sup-
ports the transcultural validity of the FiRST in Latin
American countries. However, country of origin signifi-
cantly increased the odds of suffering from FM when
assessed with the FIRST global score, suggesting an
influence on the ability of the FIRST to differentiate
patients with FM from controls. For that reason, cut-off
points and measures of agreement were recalculated
for each country, and the results uncovered the need
for different cut-off points for Spain, with lower than
acceptable specificities for Spain and Mexico. This find-
ing, which had been observed in our previous validation
study [6], again suggests that the FIRST would be best
used to support a suspected diagnosis of FM in these
countries, rather than to exclude the diagnosis.

The ACR criteria published in 1990 [1] remain the gold
standard for the diagnosis of FM. However, the need to
facilitate diagnosis by non-specialists is driving the develop-
ment of new initiatives. Thus, a new set of diagnostic crite-
ria was proposed in 2010 and, following revision in 2011
[3], is being increasingly applied. These new criteria include
19 pain locations and 6 self-reported symptoms (impaired
sleep, fatigue, poor cognition, headaches, depression, and
abdominal pain). By removing the physical examination of
tender points, the new ACR criteria seem to facilitate
assessment in primary care settings.

Several studies have been conducted to determine the
sensitivity and specificity of the new ACR criteria in dif-
ferent countries. In Canada, they were reported to be
97.4% and 85.2%, respectively [17], while the corre-
sponding values in a Japanese study were 64% and
96% [18]. Other studies with samples from the USA
[19], Spain [20], and Iran [21] have found different sensi-
tivity and specificity values. Differences in the results of
these studies may be related to the selection of the
comparison groups, with higher specificity and lower
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Table 5 Discriminatory ability of FIRST by the effect of potential confounder variables

B SE Odds ratio (95% CI) Change in — 2 log likelihood Nagelkerke R?
Step 1 1.86 (P = 0.76) 0.007
Country of origin
Argentina -0.03 0.32 0.97 (0.52 to 1.80)
Peru 0.41 0.34 1.50 (0.77 to 2.93)
Ecuador 0.00 0.32 1.00 (0.54 to 1.86)
Mexico —0.03 0.32 0.97 (0.52 to 1.79)
Step 2 41.75 (P < 0.01) 0.16
Country of origin
Argentina 0.04 0.33 1.04 (0.54 to 1.98)
Peru 0.53 0.37 1.70 (0.82 to 3.50)
Ecuador 0.35 0.34 1.41 (0.73 to 2.74)
Mexico 0.72 0.37 2.05 (0.99 to 4.23)
Gender 1.59 0.61 4.91 (1.49 to 16.14)
Age —0.04 0.01 0.96 (0.94 to 0.98)
Civil status (widow) —-1.24 0.58 1.37 (0.09 to 0.90)
Step 3 90.62 (P < 0.01) 0.43
Country of origin
Argentina 0.38 0.41 1.47 (0.66 to 3.26)
Peru 1.02 0.45 2.76 (1.15 to 6.65)
Ecuador 0.67 0.41 1.96 (0.89 to 4.37)
Mexico 0.32 0.45 1.37 (0.57 to 3.31)
Gender 1.24 0.65 3.45 (0.97 to 12.20)
Age —0.05 0.01 0.95 (0.93 to 0.98)
Civil status (widow) -1.57 0.64 0.21 (0.06 to 0.72)
Pain duration 0.00 0.00 1.00 (1.00 to 1.00)
Pain VAS 0.06 0.01 1.06 (1.05 to 1.08)
Step 4 35.84 (P < 0.01) 0.51
Country of origin
Argentina 0.67 0.47 1.95 (0.78 to 4.91)
Peru 1.33 0.48 3.78 (1.48 t0 9.70)
Ecuador 0.93 0.43 2.53 (1.09 to 5.85)
Mexico 0.85 0.50 2.33 (0.88 t0 6.17)
Gender 1.29 0.70 3.65 (0.93 to 14.28)
Age —0.05 0.01 0.96 (0.93 to 0.98)
Civil status (widow) —1.38 0.68 0.25 (0.07 to 0.96)
Pain duration 0.00 0.00 1.00 (1.00 to 1.00)
Pain VAS 0.05 0.01 1.05 (1.03 to 1.07)
HADS—depression 0.04 0.04 1.04 (0.96 to 1.13)
HADS—anxiety 0.19 0.05 1.21 (1.10 to 1.32)
Step 5 0.63 (P = 0.43) 0.52
Country of origin
Argentina 0.61 0.47 1.84 (0.73 to 4.66)
Peru 1.35 0.48 3.85 (1.49 to 9.90)
Ecuador 1.03 0.45 2.79 (1.16 to 6.73)
Mexico 0.78 0.53 2.04 (0.73 to 5.70)
Gender 1.30 0.70 3.65 (0.92 to 14.45)
Age —0.05 0.01 0.96 (0.93 to 0.98)
Civil status (widow) —-1.41 0.68 0.25 (0.06 to 0.94)
Pain duration 0.00 0.00 1.00 (1.00 to 1.00)
Pain VAS 0.05 0.01 1.05 (1.03 to 1.07)
HADS—depression 0.04 0.04 1.05 (0.96 to 1.14)
HADS—anxiety 0.21 0.05 1.23 (1.11 to 1.36)
PCS —0.01 0.02 0.99 (0.96 to 1.02)

(continued)
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Table 5 Continued

B SE Odds ratio (95% Cl) Change in — 2 log likelihood Nagelkerke R?

Step 6 0.40 (P = 0.53) 0.52
Country of origin

Argentina 0.73 0.51 2.07 (0.76 to 5.62)

Peru 1.48 0.53 4.37 (1.56 to 12.28)

Ecuador 1.18 0.51 3.24 (1.20 to 8.73)

Mexico 0.79 0.54 2.20 (0.76 to 6.33)
Gender 1.31 0.71 3.69 (0.93 to 14.68)
Age —0.05 0.01 0.96 (0.93 to 0.98)
Civil status (widow) —1.43 0.69 0.24 (0.06 to 0.92)
Pain duration 0.00 0.00 1.00 (1.00 to 1.00)
Pain VAS 0.05 0.01 1.05 (1.03 to 1.07)
HADS—depression 0.04 0.04 1.04 (0.95 to 1.13)
HADS—anxiety 0.21 0.05 1.24 (1.11 t0 1.37)
PCS —0.02 0.02 0.99 (0.95 to 1.02)
HAQ 0.17 0.27 1.19 (0.70 to 2.02)
Step 7 39.77 (p<0.01) 0.60
Country of origin

Argentina 1.24 0.59 3.45 (1.08 to 11.01)

Peru 2.09 0.60 8.05 (2.51 to 25.85)

Ecuador 1.62 0.56 5.04 (1.68 to 15.17)

Mexico 1.39 0.60 4.01 (1.23 to 1.10)
Gender 1.24 0.77 3.46 (0.76 to 15.76)
Age —0.04 0.02 0.96 (0.93 to 0.99)
Civil Status (widow) —1.43 0.74 0.24 (0.06 to 1.02)
Pain duration 0.00 0.00 1.00 (1.00 to 1.00)
Pain VAS 0.04 0.01 1.04 (1.02 to 1.06)
HADS—depression 0.01 0.05 1.01 (0.92 to 1.11)
HADS—anxiety 0.16 0.06 1.18 (1.06 to 1.31)
PCS —0.03 0.02 0.97 (0.94 to 1.00)
HAQ 0.01 0.29 1.01 (0.57 to 1.78)
FiRST 0.79 0.14 2.20 (1.66 to 2.90)

SE = standard error; Cl = confidence interval; HADS = hospital anxiety and depression scale; PCS = pain catastrophizing

scale; HAQ = health assessment questionnaire; FIRST = fibromyalgia rapid screening tool; VAS, visual analog scale.

sensitivity obtained when FM is compared to regional
painful pathologies or healthy populations. The FIiRST
might be a reliable instrument for differentiating these
populations in the initial clinical assessment. However,
the ACR 2010 criteria require that pain not be better
explained by other conditions. The assessment of this
criterion still requires sufficient knowledge for the
assessment of other musculoskeletal diseases or neuro-
logical conditions. The alternative criteria developed by
Bennet et al. [4] classify FM by 28 pain locations and 10
self-reported symptoms. Importantly, this does not
exclude a diagnosis of FM in patients with other pain
disorders and retains appropriate sensitivity and
specificity.

The need for an instrument to facilitate the accurate
identification of patients with FM is driving the develop-
ment of other rapid assessment tools, including the
Fibromyalgia Diagnostic Screen [22] and the FibroDetect
[23]. However, neither tool has been validated in

Spanish populations. Meanwhile, the Spanish version of
the FiRST is able, in an average of 3minutes, to differ-
entiate patients with FM from those with non-FM
chronic pain in Spain and several Latin American coun-
tries. Moreover, the tool has acceptable sensitivity and
moderate specificity, making it an appropriate screening
tool that is especially useful in primary care settings.
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This study assessed the ability of the Symptom Checklist-Revised
(SCL-90-R) to discriminate between two groups of fibromyalgia
patients (those who were about to begin a treatment including the
explicit aim of returning to work and those who were initiating a legal
procedure to obtain permanent disability compensation) and two
groups of healthy volunteers (medical students and psychology
graduates), who were asked to produce a symptomatic resemblance
to a chronic pain disorder. Logistic regression analyses were applied
to the SCL-90-R subscales and individual probabilistic indices of
simulation were calculated. Results showed that the SCL-90-R was
able to discriminate between healthy subjects and both groups of
patients with a high sensitivity and specificity. The individual indices of
simulation, which might be more useful in clinical practice than the
comparison of the SCL-90-R profiles, also showed an appropriate level
of accuracy. © 2010 Wiley Periodicals, Inc. J Clin Psychol:
66:774-790, 2010.

Keywords: fibromyalgia; disease prestige; simulation; stigma; health-
care decisions; symptom checklist

Introduction

Fibromyalgia is a chronic disorder characterized by widespread pain and increased
tenderness on palpation in at least 11 of 18 tender point sites. Although its ctiology
remains unknown, a number of findings suggest that fibromyalgia patients suffer of
pain hypersensitivity due to a sensitization of the central nociceptive system
(Gracely, Petzke, Wolf, & Clauw, 2002; Williams & Gracely, 2006). Several studies
suggest that fibromyalgia can be differentiated from major depressive disorder (Pae
et al., 2008), borderline personality disorder (Jochims, Ludascher, Bohus, Treede, &
Schmahl, 2006), and somatoform disorder (Arnold et al., 2008; Hauser, Bernardy, &
Arnold, 2006). However, many members of the medical community feel skeptical
about the nosologic status of fibromyalgia because of the following reasons: (a) its
key features seem to exist as a continuum in both general and clinical populations,
(b) the lack of abnormalities on physical examination and the absence of objective
diagnostic tests (Goldenberg, 1995; Wolfe, 2009), and (c) the demographic and
clinical characteristics of fibromyalgia patients seem to be quite similar to those
observed in other medically unexplained syndromes, such as the chronic fatigue
syndrome and the multiple chemical sensitivity (Buchwald & Garrity, 1994; Deary,
Chalder, & Sharpe, 2007).

Correspondence concerning this article should be addressed to: Xavier Torres, Psychology Service, Institut
Clinic de Neurociéncies, Hospital Clinic i Provincial de Barcelona, Villarroel, 170, 08036 Barcelona, Spain;
e-mail: xtorres@clinic.ub.es
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Fibromyalgia continues, then, to be somewhat discredited in terms of its
nosological legitimacy (Wolfe, 1997), and it is often considered to be a low prestige
illness; indeed, it has been rated as the least prestigious among a list of 38 diseases by
senior physicians, general practitioners, and final-year medical students (Album &
Westin, 2008). According to Album and Westin, fibromyalgia lacks several of the
characteristics on which the prestige of an illness depends. It is a disease of chronic
course and low lethality that mainly affects women; furthermore, it lacks diagnostic
signs and a well-defined aetiology, its therapeutic response is moderate, and its
treatment does not require sophisticated medical technology. Finally, it is quite
common for there to be notable differences between the physician’s understanding of
the illness and that of the patient.

The discrediting of a disease may affect any healthcare or administrative decisions
(Martin & Singer, 2003), and it can be especially relevant in those situations where
decisions about compensation for disability must be made. Indeed, the suspicion that
symptoms are simulated or exaggerated seems to be present in as many as 25%-40%
of cases of disability claims due to chronic pain (Gervais et al., 2001; Mittenberg,
Patton, Canyock, & Condit, 2002). Given the way in which fibromyalgia is
discredited in some healthcare settings and the scarcity of conclusive data about the
best method for discriminating between those who genuinely suffer from
fibromyalgia and those who do not, there is a clear need for valid assessment
instruments or indices (Smythe, 2000).

Research aimed at discriminating between fibromyalgia and malingering has
mainly relied on the application of fibromyalgia diagnostic criteria (mostly the count
of tender points), the neuropsychological assessment of the cognitive disturbances
reported by patients, the observation of pain behavior, and the assessment of the
psychopathology associated with fibromyalgia syndrome.

Studies based on the count of tender points have obtained an appropriate
specificity, but lack sensitivity (Khostanteen, Tunks, Goldsmith, & Ennis, 2000;
Smythe, Gladman, Mader, Peloso, & bu-Shakra, 1997). Research evaluating the
validity of neuropsychological symptoms reported by patients suggests a greater
subjective disturbance rather than an objective deterioration of cognitive abilities
(Leavitt & Katz, 2006; Suhr, 2003); however, this research does not distinguish
between pure simulators and fibromyalgia patients. The results of studies based on
the observation of pain behavior suggest that the behaviors that discriminate
between malingerers and patients might be grouped into the category of
“inconsistencies” (Keefe & Block, 1982; Smythe et al.). Unfortunately, the definition
of an inconsistency requires the previous establishment of a ““consistent” referent,
and hence, we are once again faced with the question of the validity of subjective
responses of the patient during the medical evaluation.

Studies that seek to detect malingering of chronic pain on the basis of the
psychometric assessment of psychopathology assess the typical psychological
response of an individual to a medical condition and compare this response to
those claimed by both the individuals who do not suffer the condition and the
chronic pain patients. Many of these studies have applied the Minnesota Multiphasic
Personality Inventory (MMPI and MMPI-II; Arbisi & Butcher, 2004; Bianchini,
Etherton, Greve, Heinly, & Meyers, 2008), and their results suggest that its validity
scales may contribute to the detection of the malingering of chronic pain by
providing information about the approach of the individuals to the evaluation and
the accuracy of their symptom report. Unfortunately, the two versions of the MMPI
require a prolonged administration that impedes their clinical application. Also, it
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has been suggested that using the elevations in some MMPI scales (for instance, the
Hypochondriasis and Hysteria scales) as indications of malingering or exaggeration
may be confounded by their dependency on the presence or absence of pain at the
moment of the assessment (Sherman, Camfield, & Arena, 1995). Also, caution has
been recommended when using the scales specifically derived from the MMPI-II for
identifying malingering (for instance, the “Fake Bad Scale”) because of the following
reasons: (a) they seem to be more related to the MMPI scales assessing somatic
complaints (for instance the above mentioned Hypochondriasis and Hysteria scales)
than to the MMPI standard validity scales; (b) because compared with men, these
scales classify almost twice as many women as malingerers (what could be specially
problematic in diseases, like fibromyalgia, mainly suffered by women); and (c)
because they produce a rate of false-positives excessively high (Arbisi & Butcher;
Butcher, Arbisi, Atlis, & McNulty, 2003).

A proposed alternative to the MMPI is the Derogatis Symptom Checklist
(SCL-90-R), which is a self-report checklist that comprises 90 items, each describing
a physical or psychological symptom. Although originally designed for psychiatric
screening, the SCL-90-R has been suggested as an appropriate and clinically useful
tool for use with chronic pain patients, because it reports important psychopato-
logical information despite its brevity. The results obtained in the studies of chronic
pain suggest that chronic pain patients show a specific profile characterized by higher
scores on the Somatization, Obsessive-Compulsive, and Depressive scales (Kinney,
Gatchel, & Mayer, 1991; Monsen & Havik, 2001).

Two previous studies have assessed the ability of the SCL-90-R to detect
simulation in the context of a pain disorder. Wallis and Bogduk showed that the
group of pain patients obtained the typical profile with high scores on the
Somatization, Obsessive-Compulsive, and Depressive scales, while the simulators
produced an undifferentiated profile with higher scores on all scales (Wallis &
Bogduk, 1996). McGuire and Shores compared the SCL-90-R profiles of a group of
chronic pain patients with a group of undergraduate psychology students who were
asked to simulate a pain problem. The results showed that simulators also
overestimated the degree of psychopathology suffered by chronic pain patients,
with all clinical scales exceeding a T score of 70 (McGuire & Shores, 2001). In
addition, low specificity was observed for the cutoff point originally proposed by
Derogatis for the Positive Symptom Total scale (PST) as indication of malingering
(50 for males and 60 for females yielded a specificity of 32% and 44%, respectively).
Accordingly, it was recommended that it be increased to 77 for males and 84 for
females. To the best of our knowledge, the ability of the SCL-90-R to identify
simulation in fibromyalgia has not yet been tested.

Accordingly, the objective of the present study was to evaluate, in an exploratory
approach, the ability of the SCL-90-R to discriminate between fibromyalgia patients
and healthy volunteers who were asked to produce a symptomatic resemblance to a
chronic pain disorder. We expected that both the PST and the differences in the
SCL-90-R profile would allow distinguishing between simulators and patients.

Method
Participants and Procedures

To be as inclusive as possible, two groups of fibromyalgia patients and a third group
of simulators were recruited, as follows.
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Group 1. Seventy-one Spanish outpatients with fibromyalgia were consecutively
referred from the rheumatology service to the fibromyalgia multidisciplinary unit of
the same hospital. The rheumatologist of the multidisciplinary unit reassessed all
patients and confirmed the diagnosis of fibromyalgia according to the 1990
American College of Rheumatology Criteria for Fibromyalgia (Wolfe et al., 1990).
All patients were on sick leave because of fibromyalgia, but none of them had
initiated any type of procedure to obtain compensation for permanent disability.
They were all about to begin a multidisciplinary treatment that had been previously
described (Collado et al., 2001), which included the explicit aim of returning to work.
All patients completed the SCL-90-R as part of the routine multidisciplinary
assessment at the fibromyalgia unit.

Group 2. Sixty-two Spanish fibromyalgia patients completed the SCL-90-R as
part of a private multidisciplinary assessment to obtain an expert diagnostic report in
support of an already-initiated legal process aimed at obtaining compensation for
disability. The same rheumatologist of the multidisciplinary unit assessed all patients
and confirmed the diagnosis according to the above-mentioned diagnostic criteria.

To ascertain the medical diagnostic, those patients (in both Groups 1 and 2) with a
diagnostic referral of fibromyalgia that was not further confirmed by the
rheumatologist of the multidisciplinary unit were not included in the study.

Group 3. This group included two types of simulators: 34 Spanish medical
students enrolled in a medical psychology course and 30 Spanish psychology
graduates who were preparing for their entrance examination for postgraduate
training in clinical psychology. All these subjects completed the SCL-90-R after
being asked to simulate a widespread chronic pain disorder with the intention of
obtaining compensation for disability; they followed a set of response instructions
adapted from a previous study (McGuire et al., 2001; Table 1). Although the
instructions permitted the exaggeration of pain, if present, none of them reported
pain at the time of the simulation task or had a history of chronic pain or disability
claims.

Table 1

Response Instructions for the Malingering Group

General instructions

We would like you to imagine that you are attending an assessment appointment regarding a disability
claim due to generalized chronic pain

Although we know that you are not actually affected by any pain disorder, we would like you to behave as
if you really did suffer from generalized chronic pain

If, by some coincidence, you do have a real problem with pain, try to exaggerate its severity

We will now ask you to complete a questionnaire. Please respond in such a way that you try to convince us
that you really suffer from a disabling problem with chronic pain. However, please bear in mind that
you should respond in a convincing way, without raising suspicions about the truthfulness of your answers

Remember that if you are able to convince us that you suffer from a pain disorder you are much more
likely to be awarded a disability pension due to chronic pain

Thank you for your help!

Note. Original in Spanish, adapted from “Simulated pain on the Symptom Checklist 90-Revised,” by
McGuire and Shores (2001), Journal of Clinical Psychology, 57, 1589-1596.
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Measures

Derogatis Symptom Checklist-90-Revised (SCL-90-R). The SCL-90-R is a self-
administered questionnaire that has been validated in a Spanish population (De las
Cuevas & Gonzalez de Rivera-Revuelta, 1992; Gonzalez de Rivera-Revuelta, De las
Cuevas, Rodriguez-Abuin, & Rodriguez-Pulido, 2002) and comprises 90 items that
assess psychopathological or somatic disturbances on a 4-point scale ranging from 0
(absence of the symptom) to 4 (maximum disturbance). The 90 items are grouped into
nine scales: Somatic Symptoms, Obsessive-Compulsive Symptoms, Interpersonal
Sensitivity (discomfort and inhibition in interpersonal relationships), Depressive
Symptoms, Anxiety Symptoms, Hostility, Phobic Anxiety, Paranoid Ideation, and
Psychoticism (schizoid and schizotypal ideation, and feelings of social isolation or
disaffection). A Global Severity Index may also be calculated. Although the SCL-90-R
does not include validity indices designed to detect malingering, Derogatis has
suggested that response sincerity may be implied from the scores of two indices: the
Positive Symptom Distress Index (PSDI), which is designed to measure the intensity of
symptoms and may provide information about the tendency to maximize or minimize
responses, and the Positive Symptom Total (PST), which, in the Spanish version,
would be suggestive of an attempt to exaggerate the pathology if a score above 50 is
obtained in a male patient or if a score above 60 is observed in a female patient
(Derogatis, 2002).

Statistical Analysis

Demographic and clinical variables for fibromyalgia patients beginning multi-
disciplinary treatment and those consulting for expert evaluation were compared by
means of parametric and non-parametric tests for comparison of means (¢ test,
Mann-Whitney U) and comparison of proportions ()>) between independent groups.

The scores obtained by the two groups of fibromyalgia patients and the group of
simulators on the SCL-90-R scales were compared by an analysis of variance
(ANOVA) with post hoc comparisons using a ¢ test with the Bonferroni correction
for multiple comparisons.

Given that the study sought to predict a dichotomous variable (Patient/
Simulator), a logistic regression analysis was applied. This analysis of data included
the following four phases.

In the first phase, we assessed the ability of the PST, as a single index, to
discriminate among patients from Groups 1 and 2 and the simulators from Group 3.

In the second phase, we evaluated the ability of the SCL-90-R scales to
discriminate between patients who were about to begin multidisciplinary treatment
(Group 1) and the simulators from Group 3. To obtain the best model for all the
possible equations, the following procedures were applied (Domenech, 2004).

In a first step, univariate logistic regressions for each scale of the SCL-90-R were
calculated. To not be too stringent and exclude important variables from the model,
we decided to follow the recommendations of Hosmer and Lemeshow (2000) and
accept a statistical significance of 0.25 as a cutoff point. Accordingly, every variable
that reached a statistical significance equal to or inferior to 0.25 (in this preliminary
analysis) was selected as a potential predictor for the subsequent analysis. Taking
into account that the validity indices PSDI and PST of the SCL-90-R assess mean
symptom intensity and symptom diversity by combining the scores of the scales of
the SCL-90-R, its inclusion in the logistic models with the SCL-90-R clinical
variables might produce collinearity problems that could lead to a misleading
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inflation of the regression coefficients. Therefore, the PST and the PSDI scales were
not included in this analysis. The same applies to the Global Severity Index.

In a second step, the potential predictive variables were analysed by multivariate
logistic regression using a stepwise, forward entry selection method with inclusion
determined by increment in likelihood ratio (—2 log likelihood). In logistic
regression, the likelihood ratio test is used to compare the fit (that is, the estimation
of unknown parameters based on known outcomes) of two or more models, one of
which is nested within the other. The multivariate logistic regression analyses
calculate regression coefficients (B) for every independent variable (or predictor
variable or risk factor), which describe the size of the contribution of the
independent variable to the probability of an outcome (dependent variable). In
our study, this outcome was pertaining to the group of simulators. A positive
regression coefficient would mean that that independent variable (in our study, a
subscale of the SCL-90-R) increases the probability of pertaining to the group of
simulators, while a negative regression coefficient would mean that that independent
variable decreases the probability of pertaining to the group of simulators.

In logistic regressions the measure of the effect size, describing the strength of the
association between a binary dependent variable and more than one independent
variable, is expressed by a conditional odds ratio (exp(b) or odds ratio), which is an
estimate of the odds ratio between the dependent variable and the independent
variable when the values of the rest of independent variables are held fixed.

The Nagelkerke R-squared statistic, which adjusts its scale to cover the range from
0 to 1, was calculated for every model to estimate the proportion of uncertainty of
the dependent variable (being a patient or a simulator) explained by the model
(Domenech, 2004).

The goodness of fit, according to the Hosmer and Lemeshow test, and the
reliability and accuracy of each model were analysed to obtain the best predictive
equation.

In a third phase, the same procedure was applied to the scores of fibromyalgia
patients who were in a legal process of compensation for disability (Group 2) and the
simulators from Group 3, with the aim of verifying the discriminatory ability of the
SCL-90-R in a different subtype of patients.

In the fourth phase, the value of the logistic equation defined by the previous
models was calculated for every subject to obtain an individual probabilistic index
that showed the probability that every individual was a simulator according to the
predictions of the model. The accuracy of this index for discriminating between
patients and simulators was assessed by calculating the area under the receiver
operating characteristic (ROC) curve. Finally, the cutoff points for the individual
probabilistic indices with a higher discriminative ability were calculated. To assess
the precision of these indices, their sensitivity, specificity, positive likelihood ratio
(LR), and negative LR were calculated. In our study, the positive likelihood ratio
would estimate the increase in the probability of simulation if the individual
probabilistic index is above the cutoff point. The negative likelihood ratio would
reflect the decrease in the probability of simulation if the individual probabilistic
index is below the cutoff point (Steurer, Fischer, Bachmann, Koller, & ter, 2002).

Results

Table 2 shows the demographic and clinical characteristics of each group. Significant
differences were observed between the groups of patients in their age, #(131) = —4.10,
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Table 2
Demographic and Clinical Characteristics of the Groups of Patients and Malingerers

Mean (SD)/n(%)

Group 1 (n=171) Group 2 (n=62) Group 3 (n=64)
Gender
Female 67 (94.3%) 59 (95.2%) 53 (82.8%)
Male 4 (5.7%) 3 (4.8%) 11 (17.2%)
Age 42.8 (9.2) 48.8 (7.2) 22.4 (3.3)
Marital status
Married 52 (72.9%) 51 (82%) 0 (0%)
Single 10 (14.3%) 3 (4.9%) 64 (100%)
Divorced 7 (10.0%) 7 (11.5%) 0 (0%)
Widowed 2 (2.9%) 1 (1.6%) 0 (0%)
Academic level
Primary studies 23 (32.4%) 45 (72.6%) 0 (0%)
High school 37 (52.1%) 12 (19.4%) 0 (0%)
University 11 (15.5%) 5(8%) 64 (100%)
Pain intensity (VAS 0-10 cm) 7.6 (1.5) 8.7 (1.0)
Pain duration (months) 99.1 (86.4) 107.2 (86.7)
Note. SD =standard deviation; Group 1= fibromyalgia patients who were about to initiate a

multidisciplinary treatment; Group 2 = fibromyalgia patients who had initiated legal process aimed at
obtaining compensation for disability; Group 3 = simulators (medical students and psychology graduates);
VAS =visual analogue scale.

p<.001, their educational level, y*(2, N = 133) = 20.24, p<.001, and the intensity of
pain, #(133)=—3.11, p=.003. Nonsignificant differences between groups were
observed for the gender of patients, y*(1, N=133)=0.05, p = .82, their marital
status, x*(1, N = 133) = 3.51, p = .32, and the duration of pain, U = 1640.50, p = .49.

Significant differences between the three groups were observed for scores on the
Obsessive-Compulsive scale (lower in the simulation group), the Hostility scale
(higher in the simulation group), the Psychoticism scale (higher in the simulation
group relative to the group of patients involved in disability claim process), the PST
scale (higher in the simulation group relative to the group of fibromyalgia patients
who were about to begin a multidisciplinary treatment), and the PSDI scale (higher
in the group of patients involved in a disability claim process relative to simulators;
Table 3).

The logistic regression for the PST as a single index showed that the model was
able to discriminate significantly between patients who were about to initiate
multidisciplinary treatment and the simulators from Group 3, —2 log like-
lihood = 179.91; ¥*(1, N=135)=6.88, p=.009; Nagelkerke R>=.07. However,
the model showed a low goodness of fit, y*(8, N = 135) = 14.12, p = .08, which was
further confirmed by a low percentage of patients correctly classified (52%) and a
low percentage of simulators correctly classified (68%), both far below the 75%
considered as acceptable (Domenech, 2004). The results observed as regards the
ability of the PST to differentiate between patients in a legal process of compensation
for disability and the simulators from Group 3 showed that the model was unable to
discriminate significantly between the two groups, —2 log likelihood = 171.11; °
(1, N=126)=3.53, p=.06; Nagelkerke R’=0.04, and showed not only an
inadequate goodness of fit, x*(8, N = 126) = 9.90, p = .27, but also poor percentages
of patients correctly classified (64%) and simulators correctly classified (52%).
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Table 4
Logistic Regression Coefficients for the Models Discriminating Between Fibromyalgia Patients
who were About to Begin a Multidisciplinary Treatment and Malingerers

B SE Odds ratio (95% CI) Change in —2 log likelihood
Step 1
oC —0.72 0.20 0.49 14.28 (p <.001)
(0.33 t0 0.72)
Step 2
oC —2.34 0.44 0.10 50.88 (p<.001)
(0.04 to 0.23)
PSY 2.66 0.53 14.26 41.52 (p<.001)
(5.03 to 40.46)
Step 3
oC -3.14 0.59 0.04 62.88 (p<.001)
(0.014 to 0.14)
HOS 1.29 0.36 3.61 15.72 (p=.001)
(1.78 to 7.34)
PSY 2.51 0.60 12.36 24.73 (p<.001)
(3.80 to 40.17)
Step 4
oC —3.57 0.65 0.03 68.98 (p<.001)
(0.008 to 0.10)
HOS 1.25 0.37 3.47 13.85 (p =.001)
(1.68 to 7.18)
PHO 0.96 0.41 2.62 6.23 (p=.013)
(1.17 to 5.84)
PSY 2.13 0.62 8.39 14.92 (p<.001)

(2.49 to 28.34)

SE =standard error; CI = confidence interval; OC = Obsessive-Compulsive Symptoms Scale; HOS =
Hostility Scale; PHO = Phobic Anxiety Scale; PSY = Psychoticism Scale.

The exploratory logistic regression applied to each scale of the SCL-90-R showed
that the models including the scales assessing Obsessive-Compulsive symptoms,
Hostility, Phobic Anxiety, and Psychoticism reached statistical significance below
the previously defined cutoff point (Table 3).

These subscales were considered potentially able to discriminate between the
fibromyalgia patients who were about to begin a multidisciplinary treatment and the
simulators, and, thus, they were assessed by a multivariate logistic regression (Table 4).
The final model included the Obsessive-Compulsive, Hostility, Phobic Anxiety,
and Psychoticism scales. The model was significantly able to discriminate between
patients and simulators, —2 log likelihood = 109.04; (4, N = 135)=77.74, p< .001;
Nagelkerke R’=0.58, and the goodness of fit was adequate, x*(8, N = 135)=8.43,
p =.39, thus, indicating that the number of simulators observed did not significantly
differ from the number of simulators predicted by the model. The model showed
adequate percentages of patients correctly classified (82%) and simulators correctly
classified (84%), conveying a global classification accuracy of 83%.

The area under the ROC curve showed that the individual index calculated from
the logistic equation showed an appropriate level of accuracy, area =0.89 (0.03),
p<.001; confidence interval (CI) 95%, 0.84 to 0.95. The calculation of the curve
coordinates showed that the cutoff point with the greatest ability to discriminate
between the fibromyalgia patients who were about to begin a multidisciplinary
treatment and the simulators was 0.024 (sensitivity =0.91; l-specificity = 0.20;
positive LR = 4.55; negative LR = 0.11; Fig. 1).
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Figure 1. ROC curve for the discrimination index between fibromyalgia patients who were about to
initiate multidisciplinary treatment (Group 1) and malingerers (Group 3).

Table 5

Logistic Regression Coefficients for the Models Discriminating Between Fibromyalgia Patients
Consulting for Expert Assessment as Part of a Permanent Disability Claim and Malingerers

B SE Odds ratio (95% CI) Change in —2 log likelihood
Step 1
oC —1.15 0.24 0.32 28.67 (p<.001)
(0.20 to 0.51)
Step 2
oC —3.35 0.61 0.04 76.44 (p<.001)
(0.01 to 0.12)
HOS 2.86 0.55 17.47 58.13 (p<.001)

(5.93 to 51.44)

Note. SE =standard error; CI= confidence interval; OC = Obsessive-Compulsive Symptoms Scale;
HOS = Hostility Scale.

The scales considered as potentially able to discriminate between simulators and
fibromyalgia patients consulting for expert assessment as part of a permanent
disability claim (Table 3) were assessed by a multivariate analysis of logistic
regression (Table 5). The final model included the scales assessing Obsessive-
Compulsive symptoms and Hostility. The model was significantly able to
discriminate between simulators and patients, —2 log likelihood = 87.84; (2,
N =126)=86.80, p < .001; Nagelkerke R’=0.66, and showed an appropriate
goodness of fit, y*(8, N=126)=5.02, p=.76; it also obtained appropriates
percentages of patients correctly classified (86%) and simulators correctly classified
(84%), thus, showing a global classification accuracy of 85%.
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Figure 2. ROC curve for the discrimination index between fibromyalgia patients who were in a legal
process aimed at obtaining compensation for disability (Group 2) and malingerers (Group 3).

The individual index calculated from the logistic equation showed a right level of
accuracy according to the area under the ROC curve, area = 0.92 (0.02), p < .001; CI
95%, 0.88 to 0.97. The best cutoff point for the individual index according to the
calculated curve coordinates was 0.001 (sensitivity =0.91; 1-specificity = 0.21;
positive LR = 4.33; negative LR = 0.11; Fig. 2).

Discussion

The results obtained in this study show that the SCL-90-R was able to discriminate
between healthy volunteers who were asked to produce a symptomatic resemblance
to a chronic pain disorder and fibromyalgia patients, both those who were willing to
begin treatment including the explicit aim of returning to work and those who were
involved in a legal procedure regarding a permanent disability claim. The calculated
areas under the ROC curves for each probabilistic index of simulation suggest that
these indices are able to discriminate simulation from true fibromyalgia, with a high
rate of true-positives and a low rate of false-positives.

We agree with other authors who argue that suspicions of malingering in chronic
pain are usually unfounded and convey an iatrogenic potential that adds to the
suffering related to the disease itself (Shapiro & Teasell, 1998). However, we also
consider that the fair allocation of social resources requires the availability of
accurate tools that allow us to identify the truly affected, especially in diseases such
as fibromyalgia that lack objective biological markers.

In general, our results are consistent with previous studies in that they show that
subjects who try to resemble a chronic pain disorder overestimate the severity of
some of the psychopathology reported by fibromyalgia patients (McGuire et al.,
2001; Wallis & Bogduk, 1996). Specifically, simulators overestimated the presence of
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anger, rage, and resentment (Hostility subscale), schizoid and schizotypal ideation,
and feelings of social isolation or disaffection (Psychoticism scale), and phobic
symptoms (Phobic Anxiety subscale), and they underestimated the presence of
obsessive-compulsive symptoms.

The two models showed an adequate sensitivity and specificity, that is, they were able
to classify both patients and simulators correctly. The results obtained also suggest that
when the above-mentioned profile is observed, there is a small to moderate increase in
the probability that the subject is actually a simulator (positive likelihood ratio),
whereas the absence of the same profile is suggestive of a moderate to large decrease in
the probability that the subject is a simulator (negative likelihood ratio).

Although the two defined models are quite similar, the model that was able to
discriminate between fibromyalgia patients who were about to begin a multidisciplinary
treatment and simulators included the Phobic anxiety and the Psychoticism scales.
However, these scales were not maintained in the model differentiating fibromyalgia
patients who were in a legal process aimed at obtaining compensation for disability
from simulators. Accordingly, different logistic equations should be applied in different
scenarios (patients about to begin treatment and willing to return to work versus
patients involved in a legal procedure regarding a disability claim).

The group of simulators obtained the highest scores on the Positive Symptom
Total (PST) and the lowest scores on the PSDI, suggesting that they did not
overestimate the mean symptom intensity but rather their diversity. However, and
contrary to our expectations, the PST was unable, as a single index, to differentiate
properly between patients and simulators. These results contrast with the findings of
McGuire and Shores (2001), who report an adequate sensitivity and specificity for
this index. However, only 4 of the 50 chronic pain patients included in the study of
McGuire and Shores suffered from generalized pain. Therefore, perhaps our sample
(comprised entirely of patients with generalized chronic pain) reported a greater
diversity of psychopathology, which may have hindered the accurate discrimination
between simulators and patients when relying solely on the PST scale.

As observed in previous studies (McGuire & Shores, 2001; Wallis et al., 1996) the
patients in our samples showed a higher degree of obsessive-compulsive symptoms
than was expected by simulators. One possible explanation for this finding is that
many of the items on the Obsessive-Compulsive Symptoms Scale refer to subjective
cognitive difficulties that occur frequently among fibromyalgia patients, but which
may not be regarded as so characteristic of the syndrome by nonpatients.

A somewhat surprising finding is that patients reported lower hostility than did
simulators. Although the design of the study does not enable this finding to be
explained, it could be that some previous descriptions of the chronic pain patient as
prone to anger, hostility, mistrustfulness, and entitled behavior (Wasan, Wootton, &
Jamison, 2005) may have contributed to an everyday view of the chronic pain patient
as a hostile patient (a view which is clearly inconsistent with our findings).

Several significant differences were observed between Groups 1 and 2 on some
indicators of severity and of worse prognosis. Specifically, Group 2 showed a greater
intensity of pain, older age, and lower educational level, and it might be that these
variables were characteristic of patients who initiate a disability claim procedure. In
fact, older age and lower educational level scem to be associated with a higher
prevalence of disability in both chronic pain (Rethelyi, Berghammer, & Kopp, 2001)
and other diseases (Eisner et al., 20006).

In summary, the results of our study show that the index of the SCL-90-R, which
has been previously considered as suggestive of response insincerity (PST), was not
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able to discriminate properly between patients and healthy volunteers who were
asked to resemble a chronic pain disorder. However, the combination of the
overestimation and the underestimation of some of the SCL-90-R subscales allowed
for the calculation of individual probabilistic indices of simulation with cutoff points
that showed acceptable sensitivity and specificity. These indices might provide us
with a measure that could be more useful in clinical practice than simply inspecting
the SCL-90-R profiles without a reference value.

From a clinical point of view, the assessment of the possibility of deception has been
recommended during the assessment of pain (Hill & Craig, 2004; Iverson, 2007), with
special emphasis in litigant claimants scenarios, in which a 30% to 40% incidence of
malingering has been suggested (Aronoff et al., 2007). In our study, the two individual
probabilistic indices showed a small to moderate increase in the likelihood of having
detected a simulator if positive (above the cutoff point) and a moderate to large
decrease in the likelihood of not having detected a simulator if negative (below the
cutoff point). The SCL-90-R could then be applied as a brief screening previous to the
thorough assessment and the consideration of multiple sources of converging data
needed before concluding that a person is malingering an illness (Aronoff et al., 2007).
However, in taking into account the above-mentioned magnitude of the likelihood
ratios, it seems more prudent to interpret the individual probabilistic indices as a
suggestion to rule out the simulation rather than to detect a simulator.

In this sense, the SCL-90-R could be applied when suspicions of deception arise
from the report of pain and disability “‘inconsistent’ with the apparent disease status
observed by the clinician (Keefe & Block, 1982). In one case, an individual index of
simulation below the cutoff point would suggest the discard of these suspicions with
a moderate to large confidence, what would hopefully improve the health attention
received by patients by reducing its discrediting. In the other case, an individual
index of simulation above the cutoff point would recommend a confirmatory
exploration with the eventual intention of assessing the simulator underlying
motivations and refer the case to the appropriate health professional (Iverson, 2007).
However, as will be shown in the next section, it must be taken into account that a
number of limitations recommend further study before applying the SCL-90-R in a
clinical scenario as an instrument for the detection of malingering.

Limitations

The first limitation of our study is its exploratory nature, what impedes the testing of
the results in our sample. Also, large confidence intervals for the parameter estimates
(odds ratios) were obtained, along with large standard errors. Correlations between
the predictive variables, although moderate (the highest for the relation between the
Psychoticism and the Phobic Anxiety and the Psychoticism and the Hostility
subscales; r=0.59), might account for these results, thus, posing a doubt to the
stability of our discrimination indices when applied to other patient samples. Both
limitations recommend caution with the drawing of strong conclusions and call for a
replication in a new sample of patients and simulators.

Although the Diagnostic and Statistical Manual of Mental Disorders 4th edition
definition of malingering includes both the fabrication and the exaggeration of
symptoms (American Psychiatric Association, 2000), our study assesses only the
feigning of a nonexistent disorder (Resnick, 1997). Despite previous recommenda-
tions (Rogers, 1997), we decided not to assess the exaggeration of actual symptoms
or of a remitted disorder. Taking into account that during their first visit to the
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fibromyalgia unit, many of our patients claim of discrediting at some stage of their
relationship with the health system, we considered that at this point it would be more
sensitive to test the SCL-90-R in an initial phase, including a sample of healthy
subjects willing to pretend to suffer from a chronic pain syndrome rather than asking
to a group of fibromyalgia patients to exaggerate consciously their symptoms.
However, it must be taken into account that the choice of this kind of control group
would impede considering the simulators of our study as true malingerers because
they did not suffer from chronic pain and no gain from their responses was pursued.

Simulators were recruited from a sample of medicine students and psychologists.
Although a matched group of community adults could have been more appropriate,
the selection of the medicine students and the psychologists might add the advantage
of a better than a nonprofessional knowledge of the fibromyalgia syndrome,
presumably making them better simulators.

All three groups comprised Spanish subjects and the group of simulators included
a high proportion of women. Although the latter might be considered as an
advantage because fibromyalgia is more prevalent in women and women respond
differently on the SCL-90-R than men, both the origin of the sample and the high
proportion of women in the simulation group might compromise the generalizability
of our results, and we recommend caution when applying our results to the
assessment of simulation of fibromyalgia in other populations or in men.

Our samples included patients referred to tertiary care and those claiming for a
disability. Given that both groups might present a more severe clinical picture than,
for instance, those patients seen in primary care, the generalizability of our findings
may be limited, and we, thus, recommend caution when applying our results to other
types of fibromyalgia patients.

Conclusions

The results obtained in our study suggest that people pretending to suffer from
fibromyalgia syndrome respond to the SCL-90-R by reporting a wider diversity of
psychopathology than do true patients: they overestimate the presence of anger,
rage, and resentment, phobic symptoms, schizoid and schizotypal ideation, and the
feelings of social isolation or disaffection, and they underestimate the level of
obsessive-compulsive symptoms. Differences in the psychopathological profile might
be used to calculate indices that accurately discriminate patients from simulators.
However, taking into account the above-mentioned limitations, our results should be
considered exploratory and cannot sustain at this point of the research the clinical
use of the SCL-90-R as an instrument for the detection of malingering.
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Objectives: The objectives were to compare the personality of fibromyalgia (FM) patients with other chronic
painful and nonpainful disorders considering the confusion due to psychopathology and to assess the
clustering of FM patients according to their personality profile.

Methods: Differences in the NEO Five-Factor Inventory between FM, non-FM chronic pain and drug-resistant
epileptic patients were assessed including the confounding effect of demographics and psychopathological
status by multivariate regression analysis. Clustering of FM patients was assessed by two-step cluster analysis.
Differences in clinical severity and psychosocial problems between subgroups and their outcome 6 months
after multidisciplinary treatment were assessed.

Results: The final sample comprised 874 patients. Once the effect of confounding variables was considered,
clinically nonsignificant differences in personality were observed between groups. FM patients could, however,
be grouped into two clusters. Cluster 1 was characterized by higher neuroticism and lower extraversion and
showed a worse pretreatment clinical state including more psychosocial problems. In spite of having reached a
wider general improvement at 6-month follow-up, Cluster 1 patients remained more anxious and depressed.
Conclusions: Identifying personality-based subgroups of FM might allow implementing specific preventive
strategies. FM treatment might be optimized by increasing medication compliance, improving therapeutic

alliance and testing different therapeutic options and treatment sequencing for each personality subgroup.

© 2013 Elsevier Inc. All rights reserved.

1. Introduction

Fibromyalgia (FM) is a common chronic disorder characterized by
widespread pain and a general lowering of the pain threshold [1].
Although several alterations in the central system of nociceptive
transmission have been observed [2,3] and may be differentiated from
major depressive [4], borderline personality [5] or somatoform
disorders [6,7], FM is still often regarded as one of the medically
unexplained syndromes (MUSs).

The idea that patients with an MUS present with pathological
personality features seems to be rather widespread [8], thus
potentially both contributing to the medical skepticism about the
nosological status of FM [9] and negatively influencing the therapeutic
approach and the relation between health professionals and patients.

Previous studies have shown specific personality profiles across
diseases. In a nationally representative sample of the United States, for
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instance, it was found that conscientiousness was lower in 10 out of
12 physical illnesses, and neuroticism was higher in 7 out of 12,
compared to healthy participants [10]. In other disorders such as the
chronic fatigue syndrome (CFS), heterogeneous findings have been
observed, possibly with the exception of the consistent result that CFS
patients score higher on neuroticism than healthy controls [11].

Perhaps the major problems of several studies that observe
specific personality characteristics in FM patients are the equalization
of state variables such as catastrophizing, self-esteem, motivation or
coping strategies to personality traits [12], using categorical and
atheoretical classifications of the personality pathology [13], not using
standardized assessment questionnaires [14], not including compar-
ison groups [15] or not controlling the confusion due to depressive or
anxiety symptoms [16,17].

Maybe the most controversial issue is discerning whether several
constructs must be considered traits, states or both. Catastrophizing,
for instance, has been considered as a personality feature while at the
same time described as a cognitive error and assessed as a coping
strategy [18]. Self-esteem seems to include two components: a basic
self-esteem which is described as a stable and given in early years
inner emotional experience of self, and a dynamic component
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acquired by competence, success and/or others’ appraisals that must
be enhanced and maintained [19,20]. Results of a study in FM patients
[19] suggest that the combination of a low basic self-esteem and a
demanding need to earn self-esteem is a vulnerability factor of FM,
further suggesting the dual quality of self-esteem as a trait and a state.

The inclusion of depressive and anxiety symptoms in the
assessment of personality is especially relevant because they
artificially increase the scores of several personality dimensions
[21-23] and confuse the diagnosis of personality disorders [24]. In
fact, studies that control for the effect of depressive symptoms do not
find differences between FM patients and healthy controls [25] or find
clinically nonsignificant differences [26]. The same confounding
potential may be due to suffering a chronic disease [27] or a particular
chronic pain disorder [28].

Therefore, the first objective of our study was to examine the
personality traits of FM patients considering the patients’ affective
state and the potential confounding effect of both a painful and a
nonpainful chronic disease.

In addition, several studies suggest that personality may interact
with some of the physiological variables associated to chronic pain in
FM. High somatic anxiety scores appear to characterize FM patients
who respond to treatment with pain killers [29]. Subjective, but not
objective, muscle tension seems to be associated to trait anxiety [30],
and differences between patients in pain intensity have been partially
linked to neuroticism [31,32]. Accordingly, even though personality
traits did not specifically characterize FM patients, they might still
influence both their clinical state and therapeutic outcomes, thus
becoming central therapeutic targets or barriers to treatment. For this
reason, the second objective of our study was to verify previous
definitions of subgroups of FM patients according to their personality
[17] and analyze their clinical severity and response to treatment.

2. Methods
2.1. Participants

Following previous suggestions of considering comorbid diseases
when evaluating and treating FM [33,34], the group of FM patients
was divided in terms of whether or not other painful comorbidities
were present. Therefore, the final sample (n=_874) comprised four
groups: patients referred to the Fibromyalgia Unit of the Hospital
Clinic of Barcelona for whom a rheumatologist of the Unit (A.C., E.G.)
confirmed the diagnosis of FM according to the American College of
Rheumatology (ACR) 1990 criteria [1] (Group 1, n=225) (no other
disorders contributing to pain were observed in this group); patients
with FM and comorbid rheumatologic disorders that could be
responsible, at least to some extent, to pain (Group 2, n=392);
patients with a chronic pain disorder who did not meet the ACR
criteria of FM (Group 3, n=145) and patients with drug-resistant
epilepsy who had been referred to the Epilepsy Unit to confirm the
diagnostic of epilepsy by video-electroencephalographic monitoring
and assess their candidacy to epilepsy surgery (Group 4, n=112). This
group was selected because of the necessity to control the effect of a
chronic disorder other than chronic pain on the measurement of
personality. For this reason, it was verified that none of the epileptic
patients had a history of chronic pain or presented with a current
chronic pain disorder.

2.2. Instruments

2.2.1. NEO Five-Factor Inventory (NEO-FFI-R)

The NEO-FFI-R is a 60-item revised version of the NEO-FFI
personality questionnaire [35], validated in Spanish [36], which
measures the five basic dimensions of Costa and McCrae’s personality
model: neuroticism (tendency to experience chronic negative affects,
and associated cognitive and behavioral styles such as guilt, irrational

thinking, poor control of impulses and ineffective coping) versus
emotional stability; extraversion (positive emotionality, sociability
and assertiveness) versus introversion; agreeableness (empathy,
altruism, loyalty, modesty) versus antagonism; conscientiousness
(impulse control according to social norms to favor the goal-oriented
behavior, discipline and organization) versus lack of direction; and
openness to experience (imagination, amplitude of interest and need
for variety and experience) versus consistency and cautiousness.

2.2.2. McGill Pain Questionnaire

The McGill Pain Questionnaire [37] includes 66 pain descriptors
that assess the sensory, affective and evaluative components that,
according to the Gate Control Theory of Pain, compound the
painful experience.

The Spanish version of the McGill Pain Questionnaire has shown
acceptable psychometric qualities [38,39]. However, as some data
question the validity of the evaluative dimension [40], only the
sensory and affective subscales of pain were considered.

2.2.3. Pain Catastrophizing Scale (PCS)

The PCS is a 13-item questionnaire that evaluates the tendency to
overestimate the noxious and disabling nature of pain [41]. It is
comprised of three subscales that assess the tendency to magnify the
perception of pain as a threat (magnification), the difficulty to inhibit
negative pain-related thoughts (rumination) and the feelings of
helplessness at the presence of painful symptoms [42].

The Catalan [43] and the Spanish [44] versions of the PCS have
shown acceptable psychometric properties.

2.2.4. Hospital Anxiety and Depression Scale (HADS)

The HADS is a 14-item questionnaire that was originally
constructed for detecting anxiety and depression disorders in patients
with nonpsychiatric medical conditions [45]. It is comprised of two
seven-item subscales that assess anxiety and depressive symptoms
with lower contamination than other psychopathology question-
naires by the presence of somatic symptoms [46]. It is also a valid
screening tool for anxiety and depressive disorders [47].

The Spanish version of the HADS scale has proven to be valid and
reliable both for assessing anxiety and depressive symptoms and for
detecting psychiatric morbidity in medical patients [48].

2.2.5. Axis IV of the Diagnostic and Statistical Manual of Mental
Disorders, Fourth Edition, Text Revision (DSM-IV-TR): psychosocial and
environmental problems

The Axis IV of the DSM-IV-TR [49] assesses, by semistructured
interview, the psychosocial problems that may affect the diagnosis,
treatment and prognosis of mental disorders. In our study, the Axis IV
was assessed to define the psychosocial problems that the clinician
considered relevant for the current state of the patient or that were a
consequence of it, including his/her physical status. The assessment of
the Axis IV is part of the routine clinical assessment of pain patients by
the clinical psychologist (X.T.). In all the cases, this assessment
preceded the correction of the questionnaires.

2.3. Statistical analysis

To facilitate the interpretation of the results, the raw scores of the
McGill Pain Questionnaire and the HADS and the PCS scores were
transformed to match a range of 0 to 100. To assess the internal
consistency of the NEO-FFI-R, Cronbach’s alphas were calculated.

The differences between medical conditions for categorical vari-
ables were analyzed by the y? test and the pairwise test of the
equality of proportions (z test) with the Bonferroni correction for
multiple comparisons. The differences in continuous variables were
assessed by one-way analysis of variance with post hoc contrasts
based on the paired t test for comparison of means with the
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Bonferroni correction for multiple comparisons. If equality of
variances was not assumable, the Brown-Forsythe statistical test
with corrected degrees of freedom and the Tamhane’s T2 test for
pairwise comparisons were applied.

The differences in personality variables between medical groups
were reassessed including the effect of demographic variables and of
the psychopathological status by multivariate regression analysis
with a manual stepwise inclusion, first of the demographic variables,
followed by anxiety and depression, and in the last step, of the
medical group. Multilevel categorical variables were recoded into
dummy variables representing the predictive potential of each
category while maintaining no role of the rest of the categories in
influencing the dependent variable.

To further assess the proportion of variance accounted for by each
step of the multivariate regression over and above what was
accounted for by the preceding one, the Cohen’s effect size was
calculated [50]. By convention, effect sizes of 0.02, 0.15 and 0.35 are
considered small, medium and large, respectively.

To graphically compare the personality profiles with the norma-
tive data of the Spanish general population [36], the raw scores of the
NEO-FFI-R dimensions were transformed into T scores.

The definition of subgroups of FM patients based on their
personality traits was assessed by a two-step cluster analysis. To
avoid tautological results (e.g., those patients who feel more
depressed are grouped in a cluster with higher scores in neuroticism),
the cluster analysis was repeated in the subgroup of FM patients who
obtained a score in the HADS-D scale lower than the cutoff point for
psychiatric disorders [48].

To compare the clinical severity and the psychosocial circum-
stances of the subgroups defined by the two-step cluster analysis, the
t test for comparison of means for independent samples was
calculated for the McGill Pain Questionnaire, the PCS and the HADS
scores, along with the y? and the pairwise test of the equality of
proportions (z test) for the presence of disturbances in the DSM-IV-TR
psychosocial areas.

Finally, the outcome of each cluster 6 months after multi-
disciplinary treatment [51] was assessed with the t test for
comparison of means for repeated samples, and the calculation of
the effect sizes [50] corrected for the dependence between means [52]
for the McGill Pain Questionnaire, the PCS and the HADS. The values of
these variables for each cluster at 6-month follow-up were compared
by the t test for comparison of means for independent samples.

3. Results

Table 1 shows the sociodemographic and clinical characteristics of
the four groups. The group of epileptic patients was characterized by
being younger and having a greater proportion of men and single
participants, with primary educational levels, and a lower intensity of
depressive and anxiety symptoms. Compared to the two groups of FM,
the group with chronic pain not due to FM included a lower
proportion of women and referred a lower intensity of pain, both in
its sensory and emotional dimensions and in the visual analogue scale
(VAS), and a lower intensity of anxiety.

The comorbid rheumatologic disorders of Group 2 and the primary
rheumatologic disorders of Group 3 are shown in Table 2. Group 3 was

Table 1
Sociodemographic and clinical differences between medical conditions
Group 1 (FM) Group 2 (FM+another Group 3 (rheumatologic ~ Group 4 (drug- x*/F, Brown-Forsythe  df P
rheumatologic disorder)  non-FM disorder) resistant epilepsy)
n (%)/mean (S.D.) n (%)/mean (S.D.) n (%)/mean (S.D.) n (%)/mean (S.D.)

Gender 156.10 3 <.01
Female 221 (98.2%) 379 (96.7%) 131 (90.3%) 43 (38.4%) (3<1,2; 4<1, 2,3) <.05°
Male 4 (1.8%) 13 (3.3%) 14 (9.7%) 69 (61.6%) (3>1,2;4>1,2,3) <.05%

Age 41.6 (9.2) 445 (8.5) 44.5 (10.3) 37.8 (12.7) 14.29° 3/430.7° <.01

(2<1; 4<1,2,3) <.05°

Civil status 48.18 9 <.01
Married 158 (70.2%) 296 (75.5%) 90 (62.1%) 55 (49.1%) (1, 2>4; 2>3) .05%
Single 36 (16.0%) 48 (12.2%) 33 (22.8%) 43 (38.4%) (41, 2,3); (3>2) .05°
Divorced 26 (11.6%) 41 (10.5%) 18 (12.4%) 14 (12.5%)

Widowed 5(2.2%) 7 (1.8%) 4 (2.8%) 0 (0%)

Educational level 29.63 6 <.01
Elementary 79 (35.1%) 137 (34.9%) 46 (31.7%) 65 (58.0%) (4>1,2,3) <.01
High school 100 (44.4%) 175 (44.6%) 56 (38.6%) 29 (25.9%) (1,2>4) .05%
College 46 (20.4%) 80 (20.4%) 43 (29.7%) 18 (16.1%) .05°

Pain duration (months)  84.5 (66.4) 97.8 (83.7) 89.6 (78.9) - 217 2/500.2° 11

McGill Pain

Questionnaire
Sensorial 60.5 (13.7) 61.0 (14.9) 55.2 (16.5) - 8.25° 2 <.01
(3<1,2) <.01¢
Affective 56.9 (23.1) 58.1 (22.8) 50.5 (23.9) - 5.90 2 .01
(3<1,2) <.05¢
VAS (0-10 cm) 68.8 (16.6) 70.3 (15.9) 64.1 (16.7) - 7.71 2 <.01
(3<1,2) <.05¢
HADS-depression 499 (21.3) 51.2 (20.2) 46.8 (21.3) 21.1 (20.0) 65.15 3 <.01
(4<1,2,3) <.019
HADS-anxiety 59.6 (21.4) 61.2 (19.3) 56.1 (19.2) 34.0 (19.5) 56.99° 3/618.4° <.01
(3<2); <.05¢
(4<1,2,3) <.01¢

PCS
Helplessness 62.6 (18.7) 63.6 (19.0) 60.3 (20.4) - 1.50 2 0.22
Magnification 50.3 (20.5) 52.7 (20.9) 48.6 (22.0) - 2.29 2 0.10
Rumination 65.9 (19.3) 67.8 (20.6) 64.0 (24.4) - 1.78° 2/4458° 017

@ Pairwise test of the equality of proportions (z test) with adjusted P values (Bonferroni) for multiple comparisons.
b Brown-Forsythe statistic, degrees of freedom corrected for inequality of variances according to Levene’s test.

¢ Tamhane’s T2 test for pairwise comparisons not assuming equal variances.

d ¢ tests for pairwise comparisons between group means with adjusted P values (Bonferroni) for multiple comparisons.
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Table 2
Pain disorders associated to FM in Group 2 and primary diagnoses in Group 3
Group 2 Group 3
(FM+another (rheumatologic
rheumatologic non-FM
disorder) disorders)
n (%) n (%)
Arthropathies
Inflammatory 12 (3.1%) 2 (1.4%)
polyarthropathies
Arthrosis 38 (9.7%) 17 (11.7%)
Other joint disorders 25 (6.4%) 8 (5.5%)
Dorsopathies
Deforming 16 (4.1%) 11 (7.6%)
dorsopathies
Spondylopathies 52 (13.3%) 19 (13.1%)
Other dorsopathies 223 (56.9%) 117 (80.7%)
Soft tissue
disorders

Disorders of
synovium and

57 (14.5%) 25 (17.2%)

tendon
Other soft tissue 84 (21.4%) 52 (35.9%)
disorders
Osteopathies and 8 (2.0%) 4 (2.8%)
chondropathies
Other postsurgical
states
Arthrodesis 10 (2.6%) 3 (2.1%)
status
Episodic and
paroxysmal
disorders
Migraine and 13 (3.3%) 6 (4.1%)

other headache
syndromes

The presence of several comorbidities entails percentages greater than 100%.

characterized by a higher percentage of dorsopathies (upper and low
back pain), with minor differences between groups in the rest of
categories.

The items of the NEO-FFI-R subscales showed an appropriate
internal consistency (neuroticism, alpha=0.81; extraversion, alpha=
0.78; openness, alpha=0.74; conscientiousness, alpha=0.80) except
for agreeableness (alpha=0.62).

The preliminary analysis of the personality profiles that did not
consider the effect of demographic variables or of depressive or
anxiety symptoms showed significant and somewhat heterogeneous
differences between groups in the dimensions of neuroticism,
extraversion, openness to experience and agreeableness (Table 3).
Specifically, the three groups of pain patients showed higher scores

than the group of epileptic patients in the dimension of neuroticism
and lower scores in extraversion. FM patients with another painful
illness showed higher scores than epileptic patients in openness to
experience. FM patients with no other pain condition obtained higher
scores than patients with non-FM chronic pain and epilepsy in the
agreeableness dimension, whereas the patients with FM and another
painful illness obtained higher scores in agreeableness only when
compared to patients with epilepsy.

The multivariate analysis of the differences in personality di-
mensions (Table 4) showed that, in the case of neuroticism and
openness to experience, once the effect of the demographic variables
and of the psychopathological state was included, suffering epilepsy
compared to suffering any of the three painful conditions produced a
small increase in the percentage of variance explained by the
demographic and psychopathological variables. For the dimensions
of extraversion and conscientiousness, however, once the effect of the
demographic and psychopathological variables was controlled, type
of disease did not explain a significant percentage of the differences
previously noted between groups. In the case of the agreeableness
dimension, suffering a pain disorder other than FM explained a small
percentage of the differences with the patients with FM and no other
pain condition.

Beyond the main effect of anxiety and depression on the
differences between medical groups in personality, small effects of
demographic variables were also observed. In concrete, neuroticism
was negatively affected by age; extraversion was positively affected
by female gender; openness to experience was positively affected
by age and a college educational level, while it was negatively
affected by being married and elementary studies; agreeableness
tended to be higher in married, female patients, but lower among
those with elementary studies; and higher scores in conscientious-
ness were related to female gender but negatively affected by an
elementary educational level. Main differences in demographic
variables were related to the gender distribution, with male cases
being less than 10% in the three chronic pain groups compared to
the 62% in the epileptic group. Female gender showed a small effect
in three out of five personality dimensions. To assess whether
different diseases show different personality profiles due to
discrepant gender distributions, the multivariate regression analyses
were repeated only in the group of female patients. The results
replicated those obtained for the whole sample, thus suggesting the
absence of a significant interaction between type of disease and
gender. The only exception was extraversion, where suffering a
non-FM chronic pain disorder explained a small 0.5% of the
differences between groups.

The two-step cluster analysis of the personality traits of FM
patients showed an optimal grouping of two clusters (change in the

Table 3
Preliminary analysis of the differences between medical conditions in their personality profiles
Group 1 (FM) Group 2 Group 3 Group 4 F/Brown-Forsythe df P
(FM+another (rheumatologic (drug-resistant
rheumatologic non-FM condition) epilepsy)
condition)
Mean (S.D.) Mean (S.D.) Mean (S.D.) Mean (S.D.)
Neuroticism 29.1 (8.7) 29.4 (8.1) 28.5 (8.0) 25.9 (6.8) 5.93% 3/666.6* <.01
(4<1,2,3) <.05°
Extraversion 25.0 (8.2) 244 (8.1) 23.6 (74) 271 (5.7) 5.12¢ 3/708.3% <.01
(4>1,2,3) <.05°
Openness to experience 28.8 (7.2) 29.3 (6.9) 29.2 (6.2) 27.2 (64) 2.95 3 <.05
(4<2) <.05
Agreeableness 35.7 (5.5) 353 (5.3) 34.0 (5.5) 33.0 (5.5) 8.45 3 <.01
(1>3, 4; 2>4) <.05
Conscientiousness 33.7 (7.2) 33.8 (7.3) 32.7 (7.0) 32.0 (6.3) 241 3 .07

¢ Brown-Forsythe statistic, degrees of freedom corrected for inequality of variances according to Levene’s test.

b Tamhane’s T2 test for pairwise comparisons not assuming equal variances.
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Table 4
Multivariate regression analysis of the NEO-FFI-R dimensions
F P F change P R? Adjusted R? Beta t P £
Neuroticism
Step 1 3.26 <.01 3.26 <.01 0.02 0.02
Gender (female) 0.02 0.68 .50
Age —0.11 —335 <.01
Civil status
Married —0.01 —0.17 .86
Single -2 a -2
Divorced/widowed —0.02 —047 .64
Educational level
Elementary 0.05 1.56 12
High school -4 -2 -2
College 0.01 0.19 .85
Step 2 50.04 <.01 186.18 <.01 0.32 031 0.43
HADS-D 0.19 4.87 <.01
HADS-A 0.46 12.29 <.01
Step 3 (epilepsy versus rest) 46.01 <.01 9.72 <.01 0.33 0.32 0.01
Extraversion
Step 1 3.22 <.01 3.22 <.01 0.02 0.02
Gender (female) —0.10 3.13 <.01
Age 0.05 —1.26 21
Civil status
Married —0.02 —043 .67
Single -2 -2 -2
Divorced/widowed —0.02 —0.39 .69
Educational level
Elementary —0.07 —1.96 .05
High school -2 2 -2
College —0.01 —0.29 77
Step 2 23.46 <.01 82.38 <.01 0.18 0.17 0.19
HADS —0.44 —10.72 <.01
HADS 0.05 1.28 20
Step 3 (type of condition) 17.56 <.01 1.65 18 0.18 0.17 -
Openness to experience
Step 1 11.47 <.01 11.47 <.01 0.07 0.07
Gender (female) 0.05 1.45 15
Age 0.09 2.36 .02
Civil status
Married —0.10 —2.36 .02
Single - -4 -4
Divorced/widowed —0.02 —0.45 .66
Educational level
Elementary —0.16 —4.52 <.01
High school -2 -2 -2
College 0.09 2.67 <.01
Step 2 15.28 <.01 24.81 <.01 0.12 0.12 0.06
HADS-D —033 —7.53 <.01
HADS-A 0.12 2.71 <.01
Step 3 (epilepsy versus rest) 15.04 <0.01 11.62 <.01 0.14 0.13 0.01
Agreeableness
Step 1 6.65 <0.01 6.65 <.01 0.04 0.04
Gender (female) 0.14 3.86 <.01
Age -0.01 —0.07 94
Civil status
Married 0.10 2.13 .03
Single =7 =7 =7
Divorced/widowed 0.04 0.82 42
Educational level
Elementary —0.08 —2.02 .04
High school -2 -2 -2
College —0.05 —1.33 18
Step 2 5.87 <0.01 3.42 <.05 0.05 0.04 0.01
HADS-D 0 0.01 99
HADS-A —0.12 —2.74 <.01
Step 3 (epilepsy versus rest) 5.81 <0.01 513 <.05 0.06 0.05 0.01
Step 4 (pain non-FM versus rest) 5.88 <0.01 6.21 <0.05 0.06 0.05 0.01
Conscientiousness
Step 1 3.75 <0.01 3.75 <.01 0.03 0.02
Gender (female) 0.09 2.69 <.01
Age 0.07 1.84 .07
Civil status
Married 0.07 1.53 13

Single
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Table 4 (continued)
F P F change P R? Adjusted R? Beta t P £

Divorced/widowed —0.01 —0.31 .76
Educational level

Elementary —0.11 —2.89 <.01

High school -2 2 -2

College —0.01 —0.08 94
Step 2 7.37 <0.01 17.81 <.01 0.06 0.06 0.04
HADS-D —0.26 —5.97 <.01
HADS-A 0.17 3.78 <.01
Step 3 (type of condition) 5.78 <0.01 1.51 21 0.07 0.06

f?=Cohen’s effect size.

2 Percentage of the variance of the predictor that cannot be explained by the rest of predictors too little to calculate coefficients.

Schwartz’s Bayesian criterion=—293.01; distance measures ratio=
2.07), which was replicated in the sample of FM patients who
obtained an HADS-D score below the cutoff point for psychiatric
disorders (change in the Bayesian Schwartz’s criterion=—19.78;
distance measures ratio=1.38).

Cluster 1 (n=170) was characterized by a personality profile that
has been consistently related to maladaptiveness [53] (Table 5).
Cluster 1 patients showed a predisposition to experience affective
distress (higher scores in neuroticism), a deficit in positive affectivity
and a tendency to behavioral inhibition (lower scores in extraver-
sion), a motivational pattern less driven by variety and experience
(low scores in openness to experience), greater antagonism, less
cooperative behavior and a tendency to adopt maladaptive strategies
for managing social conflicts (lower agreeableness) and low proac-
tivity, diligence and thoroughness (lower conscientiousness). How-
ever, once the raw scores were transformed into T scores, the
personality profiles of both subgroups of patients with FM were
located within the normal range of the general population reference
values (Fig. 1).

Cluster 1 patients showed a worse pretreatment clinical status
than Cluster 2 (Table 6), with higher scores in the emotional
dimension and in the VAS of the McGill Pain Questionnaire,
in both HADS subscales and in the three subscales of the PCS. A
greater incidence of disturbances in the family setting, the social
environment and economic problems was also observed among
Cluster 1 patients.

At 6-month follow-up after the multidisciplinary treatment,
Cluster 1 patients had reached a broader clinical change in the
affective subscale of the McGill Pain Questionnaire, in both
HADS subscales and in the magnification subscale of the PCS.
However, compared to Cluster 2, patients of Cluster 1
continued to report a worse status in anxiety, depression and
rumination (Table 7).

4. Discussion

The results of our study show no differences in the personality
profiles of FM patients compared to other chronic pain patients or to

Table 5
Raw scores in the NEO-FFI-R personality dimensions for each cluster of FM patients
Cluster 1 Cluster 2 t df P
(n=170) (n=447)
Mean (S.D.) Mean (S.D.)
Neuroticism 37.0 (5.2) 264 (7.3) 20.1 428.3° <.01
Extraversion 16.5 (6.5) 27.7 (6.4) —19.5 615 <.01
Openness 24.7 (6.9) 30.8 (6.3) —10.4 615 <.01
to experience
Agreeableness 33.6 (5.6) 36.2 (5.1) —5.6 615 <.01
Conscientiousness 27.1(7.0) 36.3 (5.5) —153 252.67 <.01

2 Degrees of freedom corrected for inequality of variances.

patients with a nonpainful chronic illness. Although the first
comparison of the personality profiles suggested that FM patients
might be more neurotic, introverted and conscientious, once the small
effect of the sociodemographic differences and the moderate effect of
depressive and anxiety symptoms were controlled, the type of
medical disease did not explain more than 1% of the variance in any
of the five personality dimensions. In addition, personality scores of
FM patients fell within the range of normality compared to the
general population (Fig. 1).

Statistically significant influences due to demographic variables
were observed for every personality dimension, but the small sizes of
the standardized coefficients (Beta), which show how many standard
deviations a dependent variable will change per standard
deviation increase in the predictor variable, suggest clinically
nonrelevant changes of the personality scores due to these demo-
graphic factors.

In light of our results, it seems then unjustified to continue
considering that FM patients are characterized by pathological
personality traits. Despite being an extensively addressed issue,
many of the studies that find differences in the personality profiles
of FM patients are based on instruments that mix items that measure
states and traits [28]. Therefore, their conclusions are at risk of being
confounded by pain, affective alterations and the response of these
variables to treatment. Up to 84% of British general practitioners
consider that patients with MUS have personality problems and,
regardless of having received training in psychiatry, consider that
personality is more relevant in these cases than the presence of a
psychiatric disorder [8]. The overestimation of the relevance of
personality might contribute to shifting the therapeutic focus from
more important variables, such as depressive and anxiety symptoms.

T score

——Cluster 1 --=--Cluster 2

70 -

40 -

20 T T T
N E (o] A Cc

Fig. 1. Standardized personality profiles of the clusters of FM patients (shaded:
normality range regarding reference values for the general population [36]) (N=
neuroticism, E=extraversion, O=openness to experience, A=agreeableness, C=
conscientiousness).
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Table 6

Pretreatment clinical differences between the clusters of FM patients
Cluster 1 Cluster 2 t/*> df P
(n=170) (n=447)
Mean Mean

(SD.)/n (%) (S.D.)/n (%)

McGill Pain Questionnaire

Sensorial 614 (13.5) 60.6 (148) 06 615 .57
Affective 644 (214) 55.1(229) 46 615 <.01
VAS 718 (15.0) 69.0 (16.6) 2.0 615 <.05

HADS
Depression 63.5(17.2) 458 (19.7) 103 615 <.01
Anxiety 70.6 (16.6) 56.8 (20.0) 8.7 364.8° <.01

PCS
Helplessness 71.5(16.5) 60.1 (188) 7.0 615 <.01
Magnification 594 (21.0) 489 (20.0) 5.7 615 <.01
Rumination 74.0 (17.7) 64.5(204) 53 615 <.01

Axis IV of DSM-IV-TR

Problems with 9.58 1 <.01

primary support group

No 66 (39%) 237 (53%)  (2>1) <.05%
Yes 104 (61%) 210 (47%)  (1>2) <.05%
Problems related to the 13.73 1 <.01

social environment

No 119 (70%) 374 (84%)  (2>1) <.05%
Yes 51 (30%) 73 (16%)  (1>2) <.05%

Educational problems 0.05 1 .82
No 168 (99%) 444 (99%)

Yes 2 (1%) 3(1%)

Occupational problems 0.05 1 .82
No 102 (60%) 265 (59%)

Yes 68 (40%) 182 (41%)

Housing problems 3.83 1 <.05
No 154 (91%) 425 (95%)

Yes 16 (9%) 22 (5%)

Economic problems 4.85 1 <.05
No 127 (75%) 368 (82%)  (2>1) <.05°
Yes 43 (25%) 182 (17%)  (1>2) <.05%

Problems with access to 0.07 1 .79

health care services
No 166 (98%) 437 (98%)
Yes 4 (2%) 10 (2%)
Problems related to 0.02 1 .88
interaction with the
legal system/crime
No 148 (87%) 390 (87%)
Yes 22 (13%) 57 (13%)
Other psychosocial and 0.14 1 71
environmental problems
No 166 (98%) 433 (97%)
Yes 4 (2%) 14 (3%)

@ Degrees of freedom corrected for inequality of variances.

The potential confounding effect of anxiety and depression was
assessed with the HADS. In chronic pain patients, other question-
naires, such as the Beck Depression Inventory, may overestimate the
symptoms of depression by including somatic symptoms that may
be more related to the pain condition than to an altered mood
[54,55]. In our study, such a problem might have inflated the
influence of depressive symptoms on the personality scores [56].
Likewise, alternative measures of anxiety such as the Beck Anxiety
Inventory (BAI) or the Spielberger Trait Anxiety Inventory (STAI)
may dispose, contrary to the HADS, limited validation data specific
to rheumatic diseases; the ability of the STAI for differentiating
anxious from depressed states has been questioned; and the items of
the BAI are focused on somatic symptoms that may overlap with
those of chronic pain disorders [57]. The HADS seemed to offer the
best balance between the valid measure of anxiety and depression
and the potential overestimation including somatic symptoms [46].
The percentage of variance explained by depressive and anxiety
symptoms suggests that the HADS was adequate enough to control
the influence of anxiety and depressive symptoms on the measure-
ment of personality.

FM patients were divided in terms of suffering or not other painful
comorbidities. Certainly, classification of patients might have been
based on other variables such as severity on, for instance, the
fibromyalgia impact questionnaire. However, the nosologic status of
the FM has been largely questioned, and FM patients have sometimes
been described as “sickly personalities” and/or “hypochondriacal and
histrionic” [34], which made us decide that comparing the personality
profiles of FM patients with and without rheumatologic comorbidities
was a priority because the latter might be most probably endorsed with
the above-mentioned personality features.

When associated to another musculoskeletal condition such as
rheumatoid arthritis, FM seems to worsen pain and psychological
status [58,59]. In our study, nonsignificant differences in pain, anxiety
and depression were observed between FM patients with and without
comorbidity, thus not showing a higher severity of FM with
rheumatologic comorbid conditions. The low percentage of FM
patients with inflammatory polyarthropathies or arthrosis in our
study might account for this finding.

Although a specific personality profile was not observed in FM
patients, the variability in their personality dimensions allowed for
their grouping into two clusters with nonpathological but different
personality profiles potentially relevant from a clinical point of view.
Notably, the cluster analysis in the subgroup of nondepressed patients
reproduced the same results. This replication adds to the absence of
differences between clusters in the sensory dimension of pain to
suggest that the clustering reflected more than the mere grouping of
patients by the severity of their clinical presentation. Both results
suggest that the differences between clusters might be associated to
differences in the consideration of the threatening salience of pain, its
affective consequences and the style of coping with it [60]. Main
differences between clusters were related to high (>1 S.D.), although
not extreme (<2 S.D.), scores in neuroticism and low scores in
extraversion for Cluster 1 patients. This profile reflects a proneness to
experience emotional distress, a difficulty for positive emotionality and
a tendency to the ineffective use of emotional regulation processes
based on rumination (that may increase the negative salience of pain as
a threatening stimulus) and behavioral inhibition (that promotes a
maladaptive avoidance behavior pattern). In FM patients, the genetic
predisposition to having a lower emotion regulation capacity for
situations with a negative emotional load in general, and in the
presence of pain in particular, not only entails greater anxiety,
depression and catastrophizing and a worse functionality and
subjective state of health [61], but also amplifies the negative effect
of catastrophizing and attention on pain [62]. Similar results have been
observed in the determination of negative emotional states in healthy
people [63]. Considering that Cluster 1 patients also reported more
psychosocial problems, this subgroup of patients could be less
amenable to extinction and cognitive regulation strategies, whose
inhibitory mechanisms may be blocked by stress [64]. Further research
might consider alternative treatments based on active coping and
reconsolidation strategies in this subgroup of patients.

At 6-month follow-up, Cluster 1 patients reported a worse
emotional state and a higher rumination than Cluster 2 in spite of
having reached a wider improvement in pain and similar pain
intensity. The combination of higher scores in neuroticism and lower
in extraversion comporting strong emotions in response to negative
events and weak emotional reactions to positive ones might account
for the finding that, to equal intensity of pain, Cluster 1 patients
remained in a worse affective state than Cluster 2. In fact, neuroticism
has shown to predict a worse psychological state in the general
population even 7 years after having been measured, determining a
higher reactivity in response to events inducting emotional reactions
closely related to pain (fear and sadness) but not to other events
inducting other negative emotions such as disgust [65]. Still, the main
responsible of the sustained affective distress seems to be the mood
instability factor of the neuroticism [66], thus potentially becoming a
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Table 7

Differences between clusters of FM patients in the clinical outcome at 6-month follow-up after multidisciplinary treatment

Cluster 1 (n=78)

Cluster 2 (n=104)

Pre 6-month Paired-samples test Pre 6-month Paired-samples test Independent-
follow-up follow-up samples test at
6-month
follow-up
Mean (S.D.) Mean (S.D.) t P Effect size Mean (S.D.) Mean (S.D.) t P Effect size t P
McGill Pain Questionnaire
Sensorial 61.2 (14.6) 52.5 (19.9) 392 <01 0.5 61.0 (13.8) 52.5(19.3) 486 <.01 0.5 0.003 99
Affective 59.7 (20.2) 36.5 (26.0) 752 <.01 0.9 52.8 (22.4) 37.9 (27.2) 6.45 <.01 0.6 —0.37 72
VAS 70.6 (13.7) 59.3 (22.4) 463 <01 0.6 67.5 (13.6) 58.6 (23.3) 393 <.01 0.4 0.21 .83
HADS
Depression 57.6 (18.0) 48.3 (19.0) 416 <01 0.5 40.8 (19.6) 36.9 (23.5) 244 <05 03 3.49 <.01
Anxiety 68.0 (17.3) 55.1 (19.9) 6.40 <.01 0.7 53.6 (17.4) 47.5 (21.1) 358 <.01 0.4 2.44 <.05
PCS
Helplessness 66.5 (17.9) 45.3 (24.5) 772  <.01 0.9 56.1 (17.1) 41.2 (24.1) 744 <01 0.8 1.13 .26
Magnification 53.9 (19.6) 374 (22.1) 698 <.01 0.8 44.5 (20.5) 35.5 (24.0) 429 <01 0.4 0.55 .59
Rumination 70.5 (17.3) 54.8 (25.7) 560 <.01 0.7 60.3 (18.8) 45.3 (25.7) 6.85 <.01 0.7 2.47 <.05

major therapeutic target for pharmacological and psychotherapeutic
treatments in selected patients.

We agree with previous statements about the importance of
identifying genetic factors in the development of FM and the
environmental factors that might trigger the development of this
disorder [67]. The substantially heritable personality factors of
the NEO-FFI-R [68,69] could aid in the identification of vulnerable
individuals, thus allowing preventive interventions. Once the
syndrome is triggered, personality could facilitate a better allocation
of the early implementation of strategies for increasing medication
compliance and improving the therapeutic alliance. Finally,
the treatment of FM might be optimized if patient personality traits
were considered both because personality and situational variables
(such as the clinician behavior) interact [70], and for testing different
therapeutic options and treatment sequencing such that, for instance,
patients with high levels of neuroticism might be treated initially with
pharmacotherapy and then receive cognitive-behavioral therapy [71].

4.1. Limitations

Cronbach’s alpha for the agreeableness subscale was below the
values of the original and the Spanish version [36]. As this finding
might compromise its reliability, results related to agreeableness
must be interpreted with caution.

The NEO-FFI-R does not include some pathological personality
traits [72,73]. Further research might try to replicate our results
assessing other personality traits, such as perfectionism, or using a
dimensional model that deals with this limitation, such as the model
of pathological personality of Livesley et al. [74].

Our personality assessment did not include the facets that
comprise each trait, thus preventing the identification of specific
aspects of each trait associated to the clinical state and the therapeutic
response of FM patients.

The assessment of the therapeutic outcome lacks a control group.
Therefore, the potential effect of unspecific factors (such as medical
attention) on the response of each one of the clusters is unknown.

The diagnosis of FM was based exclusively on the medical
examination and, therefore, had a certain risk of misdiagnosis.
However, classification of FM versus other diagnosis using pain
reports and digital examination of tender points has been shown to be
acceptable [75]. Also, the rheumatologists of the multidisciplinary
unit reassessed all referred patients. Therefore, the diagnosis of FM
was concordant between the referring family physician or rheuma-
tologist, and our rheumatologists.

The Fibromyalgia Unit of our hospital is a third-level resource that
usually receives patients who are resistant to prior treatments.
Therefore, our results may be affected by a sample selection bias

compromising their generalization. For example, in a previous study
[76], three subgroups of FM patients were observed. Two groups were
differentiated by the severity of their clinical state. The third subgroup
(characterized by the absence of a mood disorder, very low levels of
catastrophizing and a great perception of pain control) included
patients that do not usually need to be visited in our Unit. The same
could be applied to the group with an adaptive coping profile
according to the Multidimensional Pain Inventory [77,78].

In all, personality traits determine a pattern of thought, emotion
and behavior that may be more adaptive or maladaptive depending
on the interindividual differences that are summarized in the
personality profile. Identifying these profiles, including them in the
design of more specific treatments and taking them into account
when interacting with patients could improve our ability to help
people with FM overcome their illness.
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DISCUSSIO

Com ja s’ha dit, el desconeixement de I’etiologia de la fibromialgia, la inespecificitat de la
seva descripcidé fenomenologica, la propia presentacié del quadre clinic i la caréncia de
tractaments d’eficacia satisfactoria han propiciat que aquesta sindrome sigui descrita com
un patrd de malestar multisimptomatic de distribucié normal entre la poblacid i relacionada
amb P'edat, com simulacions o exageracions de la simptomatologia (especialment en
aquells casos en situacid de sol-licitud de compensacid social), o com producte de
caracteristiques peculiars de personalitat. Tanmateix, desconeixem amb precisid els factors
prondstic de resposta terapéutica, el que dificulta el disseny de tractaments més
individualitzats i especifics.

Els resultats dels nostres estudis indiquen, no obstant, que la fibromialgia es pot diferenciar
d’altres casos de dolor cronic sobre la base del tipus de simptomatologia present i de la
intensitat de variables com el catastrofisme i la incapacitat funcional. També observem que
els casos de fibromialgia es diferencien correctament dels de simulacié sobre la base del
perfil en el qliestionari SCL-90-R, inclosos els casos en situacid de sol-licitud de compensacié
econodmica. Finalment, els nostres resultats indiquen que la fibromialgia no es caracteritza
per un perfil de personalitat especific un cop controlat I’efecte de I’estat psicopatologic. La
personalitat, no obstant, permet agrupar els casos de fibromialgia sobre la base de
processos més especifics que la simple gravetat dels simptomes, que prediuen la resposta
al tractament multidisciplinari i que i, per tant, podria permetre el disseny de tractaments
més basats en processos que en simptomes.

Estudis 1 i 2: Diferenciar la fibromialgia d’altres casos de dolor
cronic generalitzat.

El qliestionari de cribatge FiRST fou capag de diferenciar els casos de fibromialgia d’altres
casos de dolor cronic de presentacio clinica similar a la fibromialgia en dos estudis que van
incloure poblacié espanyola i llatinoamericana.

La diferenciacié de la fibromialgia d’altres casos de dolor cronic generalitzat podria ajudar a
la deteccié precog de la malaltia, el que permetria iniciar els tractaments quan tenen més
probabilitat d’éxit. Aquesta contribucié pot ser especialment rellevant en I’atencié primaria,
que és la primera linia de deteccid de casos de fibromialgia en el nostre Sistema de Salut. De
fet, el diagnostic de la fibromialgia sembla especialment problematic pels metges de familia
fins al punt que fins a un 41% considera que els criteris diagnostics sén excessivament
inespecifics, el 36% dubten sobre la seva capacitat per a diagnosticar la fibromialgia i el 35%
es senten insegurs sobre la seva capacitat per a aplicar els criteris diagnostics de ’ACR
(Hayes et al., 2010). La diferenciacié de la fibromialgia d’altres casos de dolor cronic
generalitzat sobre la base de la presentacid clinica segons els resultats d’una eina de
cribatge que es pot completar en menys de 3 minuts pot contribuir a facilitar la deteccié de
la fibromialgia en la practica clinica diaria.

Una de les principals critiques a la fibromialgia és la seva consideracié com una entitat
discreta. Varis estudis suggereixen que la fibromialgia consisteix en un patrd inespecific de
malestar multi-simptomatic que presenta una relacid lineal amb les variables cliniques com
el dolor i la simptomatologia depressiva i amb I’afectacié socioecondmica com les dificultats
financeres. L’abseéncia de vulneracions de la relacid lineal (és a dir, la no observacié de punts
d’inflexid) entre I'index de malestar multi-simptomatic i les variables d’afectacid clinica i
socioeconomica indicarien que la definicié de la fibromialgia com una entitat discreta és
incorrecta (Wolfe et al., 2013). Aquesta troballa també qiiestionaria I"associacié entre la



fibromialgia i la preséncia d’alteracions neurobioldgiques ja que aquesta associacié depén
de definir la fibromialgia com una entitat discreta.

No obstant, aquestes propostes no tenen en compte que altres indicadors clinics com, per
exemple, la intensitat de la simptomatologia depressiva o ansiosa, defineixen punts de tall
que permeten diferenciar entre trastorns i presentacions subcliniques. Els estudis que
quiestionen la fibromialgia com una entitat discreta no avaluen en quin moment els
simptomes de la fibromialgia ocasionen una interferéncia significativa en la vida dels
pacients i, per tant, constitueixen un trastorn. Totes les definicions de la fibromialgia
freturen de ’avaluacié de la interferéncia vital i la incapacitat que comporta. Fins i tot
assumint que els simptomes de la fibromialgia es distribueixin d’una manera continua en la
poblacié i parcialment dependent de I’edat dels subjectes, i que I’'afectacié deguda ala
malaltia sigui lineal i sense punts d’inflexié que suggerissin la preséncia d’una entitat
discreta, els criteris diagnostics de la fibromialgia no inclouen la determinacid de quina
intensitat dels simptomes s’acompanya d’una interferéncia vital suficient com per
diagnosticar un trastorn per dolor cronic.

Els resultats dels dos estudis sobre la capacitat discriminativa del FiRST poden contribuir a
resoldre aquesta qiiestid ja que indiquen que quan ens trobem davant d’una sindrome que
cursa amb dolor i fatiga generalitzats, sensacions parestésiques, simptomes propis del
dolor neuropatic, simptomes d’altres sistemes corporals i un impacte subjectiu significatiu
en la sonila capacitat de concentracid, la fibromialgia segons criteris ACR 1990 és
distingible d’altres malalties reumatologiques de fenomenologia molt similar. Tanmateix, el
grau d’afectacié emocional, de catastrofisme sobre el dolor i d’incapacitat funcional
expliquen el 6% (poblacié exclusivament espanyola) i el 9% (poblacié espanyola i
llatinoamericana) de la proporcié d’incertesa quant a la diferenciacié entre la fibromialgia i
altres trastorns per dolor cronic.

En resum, els nostres estudis indiquen que existeix un quadre que, comparat amb altres
trastorns per dolor cronic, cursa amb una simptomatologia més variada i que ocasiona una
major afectacid emocional, incapacitat funcional, sobrevaloracid del seu potencial nociu i
ideacié d’indefensid que altres trastorns per dolor cronic. Fins al moment, aquesta
sindrome es coneix com fibromialgia. La definicid de la fibromialgia com una entitat discreta
té avantatge de facilitar la investigacio dels processos responsables de les alteracions
observades en aquesta sindrome i, sobretot, de poder contribuir al tractament precog i
especialitzat de la malaltia tenint en compte que la fibromialgia s’inicia molt abans de ser
formalment diagnosticada (Clauw, 2015) i derivada a les unitats de tractament
multidisciplinari.

Estudi 3: Diferenciar la fibromialgia de la simulac  i0.

El quiestionari SCL-90-R fou capag de diferenciar els casos de simulacid i els de fibromialgia
independentment de que aquests estiguessin en procés de sol-licitar una compensacio
econdmica.

Com ja s’ha dit, la fibromialgia pateix d’un notable desprestigi (Album & Westin, 2008) i es
segueix qliestionant la seva existéncia (Berenson, 2008). Aquestes controversies
s’acompanyen d’una molt habitual visié negativa dels pacients fins al punt que fins al 23%
dels metges de familia els qualifiquen, sense pal-liatius, de simuladors (Hayes et al., 2010).
Aquesta percepcid es pot afegir a la del pacient sobre el metge avaluant-lo com a poc
empatic (Raymond & Brown, 2000) i, per tant, contribuir a distorsionar la relacié
col-laborativa entre metge i pacient que és fonamental en el tractament de la fibromialgia.

85



En aquesta linia, un estudi realitzat pel nostre equip observa que fins al 13% de la variancia
del burnout dels metges de familia relacionat especificament amb el tractament de la
fibromialgia és explicat per tenir una mala impressié dels pacients (Torres & Sole, 2015).
Aquesta mala impressid inclou caracteristiques habitualment atribuides als simuladors com
explicar simptomes inconcrets, exagerar-los i mostrar-se excessivament dramatics. Per tant,
disposar d’un index que discrimini entre els casos de fibromialgia i aquells en els que hi ha
indicis de simulacié podria contribuir a reduir aquesta visié negativa i no només ajudar a que
no es malmetés la relacié entre pacient i metge, siné potser reduir el risc de que el
professional sanitari desenvolupés una sindrome de burnout relacionada amb el tractament
dels pacients amb fibromialgia.

Un altre dels motius per identificar la simulacié és la idea que la percaca de compensacions
econdmiques promou la incapacitat i, per tant, afecta negativament I’evolucid terapéutica
(Rohling et al., 1995). De fet, la propia definicié de simulacié proposada per Fishbain inclou
la cerca de compensacions economiques o el trobar-se en un litigi per a aconseguir-lesila
distorsid de les respostes en els qiiestionaris per tal de facilitar la consecucié d’aquestes
compensacions (Fishbain et al., 2004). En el nostre estudi no es van observar diferéncies
entre el grup de pacients amb fibromialgia que estaven en procés de sol-licitud de
compensacions econdmiques per incapacitat i els que no ho estaven. Es a dir, els nostres
resultats no observa que la percaca de compensacions economiques distorsionés les
respostes al SCL-90-R com si ho van fer els simuladors.

Els grups de comparacié més freqiientment utilitzats en els estudis sobre la deteccié de la
simulacié del dolor cronic estan composats per subjectes sans als que se’ls demana que
simulin un quadre de dolor cronic (Rothke et al., 2000; Arbisi & Butcher, 2004; Robinson &
Dannecker, 2004). Aquesta practica ha estat criticada perque suposadament no és capag
d’incloure les motivacions més freqiients dels subjectes que simulen, com les
compensacions economiques. Tanmateix, s’ha criticat que aquests estudis pressuposen
I’existencia d’un perfil “normal” de resposta que permet diferenciar als simuladors sobre la
base de I'allunyament d’aquest perfil. En primer lloc cal destacar que és metodologicament
poc viable triar altres grups de comparacié més adients com, per exemple, veritables
simuladors que estiguessin disposats a participar en una investigacié amb I’objectiu
d’identificar-los amb precisid. Tanmateix, si bé és cert que no existeix cap estudi que hagi
definit de manera inequivoca el patré “normal” de resposta al SCL-90-R dels pacients amb
dolor cronic, en el nostre estudi es va observar un perfil comu entre els dos grups de
pacients amb FM, els que buscaven una compensacié econdmica i els que no. La
coincidencia en el perfil d’aquests dos grups i les diferencies amb el grup de simuladors
reforcen per una banda la idea de I’existencia d’un perfil habitual de resposta al SCL-90-R
dels pacients amb fibromialgia, que és diferent dels subjectes que pretenen patir-la i
contradiu la idea que la percaca de compensacions econdmiques s’acompanya
necessariament de I’exageracié de les respostes a aquest qliestionari.

Obtenir un index que permeti diferenciar la fibromialgia de la simulacié pot contribuir a
reduir les limitacions de les eines que actualment s’utilitzen amb aquest propositia
disminuir una de les principals causes d’estigmatitzacié i baix prestigi d’aquesta malaltia.
Per tant, també pot contribuir a millorar la relacié entre els pacients i els professionals
sanitaris. Tanmateix, la diferenciacié entre la fibromialgia i la simulacid pot contribuir a la
correcta adjudicacié dels recursos sanitaris, facilitant la derivacié dels casos sospitosos de
simulacié al professional sanitari adient.
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Estudi 4: Avaluar I'existencia d'un perfil especifi c de personalitat en
la fibromialgia, la possible agrupacio dels pacient s sobre la base del
seu perfil de personalitat i la influéncia d'aquest s perfils en la
resposta al tractament multidisciplinari.

El qliestionari de personalitat NEO-FFI-R no fou capac de diferenciar els casos de
fibromialgia d’altres trastorns per dolor cronic i dels casos d’epilépsia resistent al
tractament farmacologic com a exemple de malaltia cronica no dolorosa. No obstant, el
perfil de personalitat dels pacients va permetre la definicié de dos subgrups sobre la base
de les puntuacions en les dimensions de neuroticisme i extraversid, que van mostrar
diferencies en la resposta al tractament multidisciplinari.

L’avaluacié del perfil de personalitat dels pacients amb fibromialgia mitjang¢ant un
instrument derivat d’un model teoric solid i tenint en compte I’efecte de les variables de
confusié pot contribuir a corregir les limitacions que pateixen els estudis descrits
anteriorment que han investigat aquesta qiliestid fins al moment. Aixi doncs, els resultats
d’aquest estudi podrien contribuir a reduir la sobreestimacié del paper de la personalitat en
I’estat clinic dels pacients i la seva evolucid, que allunya el focus de la intervencié d’altres
aspectes com |’estat psicopatologic o el patré de conducta, que semblen més rellevants.
Estudis posteriors també han observat que malgrat les persones amb fibromialgia semblen
compartir algunes caracteristiques de personalitat, les diferéncies amb els grups control es
deuen principalment a la gravetat de la simptomatologia depressiva (Taymur et al., 2015).

El dolor cronic constitueix un esdeveniment estressant que I'individu experimenta segons la
seva capacitat i estil d’afrontament, els recursos interns i externs de que disposa i de les
seves caracteristiques personals entre les que s’inclou la personalitat. El neuroticisme, per
exemple, s’ha relacionat de manera negativa amb la salut fins i tot controlant I'efecte dels
estats depressius i altres factors com el recolzament social (Russo et al., 1997; Bouhuys et
al., 2004), aixi com amb el curs de malalties com la diabetis (Brickman et al., 1996), les
malalties cardiovasculars (Murberg & Furze, 2004), la insuficiencia renal (Christensen et al.,
2002) o el cancer (Nakaya et al., 2006).

En quant al dolor cronic, el neuroticisme s’ha associat a una major utilitzacié de conductes
passives d’afrontament i una major intensitat del dolor (Ramirez-Maestre et al., 2004). En el
nostre estudi el neuroticisme va influir en I’avaluacié subjectiva de la milloria del dolor. En
estudis previs ja s’havia observat que els subjectes amb puntuacions elevades en
neuroticisme consideren que el seu dolor actual és pitjor que el passat encara que el dolor
no hagi variat segons en els registres continus amb diaris informatitzats del dolor (Raselli &
Broderick, 2007). Es possible que la tendéncia d’aquest subgrup de pacients a destacar les
experiencies negatives (Costa, Jr. & McCrae, 1987; Larsen, 1992) contribueixi a explicar els
resultats obtinguts.

Aixi mateix, el neuroticisme s’ha relacionat amb un descens de la probabilitat d’adquisicid i
manteniment de les conductes saludables. Una de les explicacions a aquesta relacid es basa
en els models d’autorregulacid. En concret, I’efecte negatiu del neuroticisme podria estar
mediat per la preséncia o abséncia de recursos d’autorregulacié capagos de produir un
desequilibri emocional cap al predomini de ’emotivitat negativa. Aixo justificaria que el
perfil caracteritzat no només pel neuroticisme siné també per una baixa extroversié (que és
el tret associat a la propensid a I’emotivitat positiva) fos "associat a una pitjor percepcié de
milloria (Zautra et al., 2005). La combinacid entre una elevada emotivitat i estrategies de
regulacié emocional basades en I’evitacid i la inhibicid social per por al rebuig o0 a la
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desaprovacié social sembla ser comuna en la fibromialgia (van Middendorp et al., 2008).
Aquesta combinacid predisposa al malestar afectiu sostingut en general (Denollet, 2005) i
s’ha relacionat amb una pitjor salut mental i fisica en la fibromialgia (van Middendorp et al.,
2010b; van Middendorp et al., 2013).

Tant estudis previs (van Koulil et al., 2010b) com les nostres dades suggereixen la necessitat
de subagrupar els casos de fibromialgia per tal de dissenyar intervencions més especifiques
i justificarien la utilitzacid de les estrategies terapéutiques de regulacié emocional basades
en la modificacié de I’evitacié experiencial (inclosa la desaprovacié social), aixi com la re-
valoracid de I"ladequacid de les intervencions en grup d’aquells pacients amb puntuacions
elevades en neuroticisme i inhibicié social valorant-ne, per exemple, el grau de satisfaccid,
participacid i implicacid. Algunes de les intervencions alternatives que potser serien més
adequades en aquest subgrup de pacients inclouen aquelles que promouen I’expressié
emocional (Geenen et al., 2012), que semblen funcionar millor en persones amb tendéncia a
la inhibicié i ja han mostrat una certa eficacia en la fibromialgia (Gillis et al., 2006).
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Limitacions, preguntes no respostes i projectes de recerca en el
futur

Una de les limitacions comunes als tres estudis és la composicid de la mostra. En la nostra
unitat multidisciplinaria es tracten casos per definicid resistents al tractament i per tant la
generalitzacid dels resultats pot resultar compromesa.

Igualment comuna és la limitacié deguda a no haver aplicat mesures objectives (per
exemple, de capacitat funcional). De fet, totes les mesures emprades han estat
autoadministrades i, per tant, dependents de la visié subjectiva dels pacients sobre el seu
estat. En I’estudi sobre la influéncia de la personalitat en I’estat dels pacients i la resposta
terapéutica es podrien haver observat discrepancies entre I’estat objectiu i subjectiu del
pacient, com ja s’ha descrit en les mesures analogico-visuals del dolor valorades pel propi
pacient vers les avaluades pel professional sanitari, especialment quan les puntuacions es
troben en la franja des del dolor greu fins al insuportable (Bafios et al., 1989). Les mesures
emprades han demostrat, no obstant, una elevada validesa. Per exemple, el McGill Pain
Questionnaire sembla capag de diferenciar la presentacid i la intensitat del dolor post-
quirdrgic sobre la base del tipus de cirurgia i del tipus de farmac analgésic administrat
(Lazaro et al., 2003). En qualsevol cas, no sabem del cert quina hauria estat la influéncia de
les variables de personalitat en les mesures més objectives de I’estat clinic dels pacients.

Una altra limitacid és I’especificitat dels resultats obtinguts en I’estudi de la personalitat.
Moltes de les caracteristiques atribuides a la fibromialgia com la predominanca en el génere
femeni, els antecedents familiars de dolor cronic, els antecedents personals d’altres
simptomes mediats pel sistema nervids central (alteracions de la son, fatiga, alteracions de
la capacitat d’atencid i concentracio), el descens del llindar dolords pels estimuls
nociceptius, la menor capacitat inhibitoria descendent o un estil cognitiu caracteritzat pel
catastrofisme, sén comuns a altres trastorns per dolor cronic i prediuen la cronificacié dels
episodis de dolor agut. Una possible explicacid seria que aquestes caracteristiques no fossin
especifiques de la fibromialgia siné que configuressin un fenotip general amb propensid a
desenvolupar trastorns per dolor. No obstant, tant els nostres estudis com els que s’han
realitzat fins al moment avaluen la fibromialgia un cop diagnosticada i, sovint, després de
varis anys d’evolucié. Manquen, doncs, més estudis prospectius que ens permetin
confirmar el perfil de risc de desenvolupar trastorns de dolor cronic i respondre a per qué
I’expressié fenomenologica d’aquesta propensid és diferent entre individus.

No sabem si en el nostre estudi els efectes de la combinacié d’un elevat neuroticisme i una
baixa extraversié en el resultat del tractament son additius o sinérgics (la preséncia dels dos
trets és més negativa que I’efecte dels dos trets per separat). Un estudi recent (van
Middendorp et al., 2015) observa que I'efecte d’aquest perfil de personalitat és additiu i no
sinergic. Tanmateix, el principal efecte negatiu es deu, tal com s’ha observat en altres
patologies (Vall et al., 2015), a la facilitat per a ’emotivitat negativa i es relaciona sobretot
amb la salut mental. Especialment interessant és I'observacié que la inhibicié social
Unicament es relaciona amb una pitjor salut mental quan es combina amb I’afectivitat
negativa, el que suggereix que en la fibromialgia el neuroticisme predisposa al malestar
afectiu i la inhibicid social podria reflectir la utilitzacié preferent d’estratégies de regulacié
emocional basades en ’evitacié (Turk et al., 2004; van Middendorp et al., 2008).

No hem observat un efecte rellevant d’altres dimensions de personalitat que, com la
responsabilitat, s’havien relacionat anteriorment amb la salut (Brickman et al., 1996;
Christensen et al., 2002). L’efecte de la responsabilitat (i especialment de la faceta
autodisciplina) en la salut sembla explicar-se pel seu efecte en la promocié de les conductes
de salut (promocié de conductes saludables i prevencié d’accidents en general i de transit
en particular) (Hagger-Johnson & Whiteman, 2007). En el nostre estudi no hem avaluat les
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conductes de salut sind la resposta dels simptomes. Actualment esta en curs un estudi que
avaluara la relacié entre la milloria clinica i el patrd d’activitat mesurat mitjancant actigrafia.

No hem avaluat altres variables de personalitat potencialment rellevants per la fibromialgia
com el perfeccionisme. Un estudi a la nostra unitat observa, no obstant, que els pacients
amb fibromialgia no sén tan perfeccionistes com seria d’esperar, i que el perfeccionisme no
és excessivament rellevant ni per a I’estat clinic transversal ni per a la resposta al
tractament multidisciplinari (Torres, 2011). Tanmateix, altres variables d’ordre inferior com,
per exemple, determinats estils cognitius poden ser responsables de patrons de conducta
rellevants en la fibromialgia com el de la persisténcia excessiva en I'activitat. Els resultats
preliminars d’un estudi que actualment es duu a terme a la nostra unitat observa que els
determinants d’aquest patré de conducta podrien estar relacionats amb variables com
I’autoexigencia o la intolerancia de la desaprovacid social (Torres et al., 2013). No sabem
encara en quina mesura la personalitat determina la preponderancia i rigidesa d’aquests
tipus de cognicions.

Tampoc hem estudiat si les dificultats adaptatives, les conductes poc saludables i els
trastorns mentals més relacionats amb el neuroticisme tenen un paper mediador entre Ia
personalitat i I’estat de salut. Per exemple, les fases inicials de la resposta d’estrés, els
estats depressiu i algunes conductes com el sedentarisme es poden acompanyar de
’augment de I’alliberament de citoquines pro-inflamatories (Robles et al., 2005; Valdés,
2016) que pot relacionar-se amb el deteriorament de la funcionalitat fisica (per exemple,
augmentant la vulnerabilitat i la incapacitat funcional fis i tot controlant I’efecte dels nivells
de colesterol, la hipertensié o 'obesitat) (Ferrucci et al., 1999). Aquesta mancanga ens
impedeix definir amb solvéncia si el procés que explica la relacié entre el neuroticismeila
introversié amb la resposta al tractament esta relacionat amb el tipus de resposta
emocional predominant, un estil cognitiu particular o un patré de conducta concret, el que
dificulta la traduccid dels resultats a practiques cliniques terapeutiques concretes.

Tanmateix, no hem avaluat la influéncia del nivell cultural dels pacients en la resposta al
tractament multidisciplinari i, per tant, la potencial mediacié en I’efecte de les variables de
personalitat en la resposta terapeutica. La influéncia del nivell educatiu en I’eficacia de la
terapia cognitiu-conductual s’ha estudiat poc malgrat ha estat suggerida per a varis
trastorns, inclosa la fibromialgia, i els programes multidisciplinaris que inclouen la terapia
cognitiu-conductual adaptada a un menor nivell educatiu han demostrat ser eficacos per a
la fibromialgia (Castel et al., 2013). Tenint en compte que en el nostre estudi, el 35% dels
pacients amb fibromialgia havia cursat un nivell primari d’estudis sembla fonamental tenir
en compte aquesta variable en propers estudis.

El neuroticisme prediu els canvis en "autoeficacia sobre el control del dolor. En un estudi
anterior vam observar que les idees d’indefensié sobre el dolor eren capaces de predir
quins pacients amb fibromialgia tornarien i mantindrien la seva activitat laboral després del
tractament multidisciplinari (Torres et al., 2009). No hem avaluat si les variacions en les
creences sobre el control del dolor tenen un paper de mediacié en la relacié entre el
neroticisme/extroversid i la resposta al tractament multidisciplinari.

El neuroticisme, I’obertura a I’experiéncia i I’lamabilitat prediuen la satisfaccié amb el
tractament cognitiu-conductual (Green et al., 2008) i la satisfaccié amb el tractament prediu
la resposta terapeutica en el dolor cronic (Turk, 2003). No hem avaluat si la satisfaccié amb
el tractament modula la relacid entre la personalitat i la resposta terapeutica.

Algunes de les intervencions alternatives que podrien ser més eficaces en el grup de
pacients amb puntuacions elevades en neuroticisme i introversié necessiten de major
investigacié perque, per exemple, mostren efectes inicialment negatius que només milloren
després de tres mesos de practica continuada. El mateix succeeix amb les estratégies de
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regulacié basades en el mindfulness per a la reduccid de 'estrés (Schmidt et al., 2011). Es
probable que la causa d’aquests resultats no sigui el tipus de técnica emprada sind I’objecte
de la intervencid que sembla que hauria d’estar centrada en la persisténcia dirigida a la
finalitzacié de tasques amb I’objectiu d’assolir fites funcionalment valuoses (vigilant, no
obstant, de no adoptar un patrd de persisténcia excessiva (van Koulil et al., 2011)) alhora
reconeixent que I’evitacid i el control sén estrategies poc utils pel maneig del dolor cronic.
Potser per aix0 mateix, altres estratégies d’autcontrol emocional, com la relaxacid, es
relacionen amb un empitjorament dels simptomes i una pitjor capacitat fisica (Rodero et al.,
2011).
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CONCLUSIONS

La fibromialgia es pot diferenciar d’altres casos de dolor cronic amb una elevada
sensibilitat sobre la base de la simptomatologia fisica i afectiva, el grau de
catastrofisme i la incapacitat funcional.

La fibromialgia es pot diferenciar de la simulacié amb una elevada sensibilitat i
especificitat sobre la base del perfil obtingut en el qliestionari SCL-90-R, tant si el
pacient es troba en procés de sol-licitud de compensacié econdmica per malaltia
com si no es troba en aquesta situacid.

Les persones amb fibromialgia no presenten un perfil especific de personalitat
normal segons el model dels cinc factors de Costa i McRae un cop controlada la
confusié deguda a la cronicitat i la psicopatologia.

La personalitat defineix dos subgrups de persones amb fibromialgia.

Cada subgrup de persones amb fibromialgia definit sobre la base de les seves
caracteristiques de personalitat presenta una resposta terapéutica diferent al
tractament multidisciplinari.
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