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Toug TeAeuTaiouq priveg eppaviobnkav duo dNPooIEUOEIS Mo,
META and otaciudéTnTa NOMWY ETWV pnopel va alMd&ouv 1o Tonio
oTn Bgpaneia TG yIyavToKUTTAPIKAG apTNPITIdag. To npwTo apopd
oTnv NpooBrikn acnipivng otn Bepansia TNG yIyavTOKUTTAPIKAG Ap-
NPITIOAG, pe oond TNV NEOANYPN 10XAIPIKWY eNEICOdiwY. To OeUTEPO
apopd otn Bepaneia epoédou pe evOoPAEBIa won peBuA-npedvico-
AévNng pe okond Tnv Taxutepn Bepaneia pe Aiyétepn ouvoAikr ddon
YAUKOKOPTIKOOTEPOEIDWV.

Mpéne o1 acBeveig pe yiyavrokuTTapikn apTnpitida va
AapBdvouv avti-aiponetaliakn aywyn;

Eival yvwoTo 611 n yiyavTokuTTapiki apTnpimida unopel va éxel
00BaPES IOXAIMIKEG EMIMAOKEG, ONWG alPvidlia anwAeia épaong kal
ayyelako eykepalikd eneioddio (AEE). Or eninAokéc auTég pnopel
va oupBouv otnv apxn Tng véoou, aMd pnopel va oupfBoulv kal
otn dIdpkela napakohoudnong, étav yiveral pyeiwon Tng Oepanei-
ac pe npedvidévn'. ETol, eival xpAoIMEG SUO AVADPOUIKEG HENETEC
nou £de1&av 0TI kKaPOIONPOOTEUTIKA aonipivn PEIWVEI TOV KiVOUVO
IOXQIHIKGOV oUPBapdTwy'. Mapd Tn xprion npedvidévng, eykepalikd
IoxaIpIkG oupBduarta éyivav oe 14 ané 166 acbeveic'. Qotéoo, Ta
loxalpikd oupBduata €yivav oto 3% Twv aobeviy unéd aonipivn,
aMd oto 13% Twv aoBevwy nou dev énaipvav aonipivn (p=0,02).
lowg n dlagopd auth peTa&l Twv aoBevwy und acnipivn Kal ekeivwy
xwpic aonipivn va Atav peyaAdtepn agou ol aoBeveic nou nrav
unoé aonipivn gixav Nio NOAoUG eykePAAo-ayyeEIaKOUG NAPAYOVTEG
KIvOUvou. Mapopola JEwoN Twv I0XAIKIKWY OURPBAPATWY ot aobeveig
ME YIYaVTOKUTTOPIKA apTnNPEITIOa nou énaipvayv avri-aigoneraliakn
aywyn A avTINNKTIKA aywyr avakoivwonke npéocpomz. To yeyovog
Ot AiyéTepa 1oxalpikG oupBdpata naparnprnkav oe aoOeveig
nou €naipvav avri-aigoneTalNiakni aywyn, napd Toug auénpévoug
NapdyovTeG KIvOUVOU oTouG aoBeveic auToug, anoTeAel Ioxupd enixei-
pNHa yia Tnv NpooBrikn avTi-aiponetaliakig aywyrig otn Bepaneia
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a00evwv e YIYyavTOKUTTAPIKA apTnEiTIda.

Qo600 npénel va avapepOouv kal OpIoPEVOI Me-
plopiopoi: (a) H npoodrikn acnipivng otn Bepaneia
ME NPedVICOVN TwV KATA KUPIO AGYO NAIKIWPEVWY
aofevuv evéxel To kivouvo alpoppayiag. QoTéoo
auénpévo NoooaTd AINOPPAYIKWY CUPPBAPATWY
Sev napatnpridnke oTouc AoBevelc pe aonipivn®,
O apiBuég dpwe Twy aobeviv TNG PEAETNG eival
MIKPOG Kal Ogv pnopef va BydAel kAnolog opioTikd
oupnepdopara. () Or peAETeg auTéG eivar ava-
OPOUIKEG, Kal ONwG KABE avadpopIki PEAETN EXEl
MEIOVEKTAATA OTN OUAOYH NANPOPOPIWV.

YupnepaopaTikd, moTeUope 0TI, €AV OV UNAPXEI
avtévoelén, npénel va npootibetar aonmpivn 80
mg/nuépa otn Bepaneia TNG yIyavTOKUTTAPIKAG
apTnPITIdag.

Mpénel o1 aoBevei¢ pe yiyavrokutrapikn
apTnpimida va naipvouv Bepaneia epédou pe
evOOPAEBIa won peBUuA-npedvi{oAdvng;

lMa noA\G €1n n kAaooikn Bgpaneia TnG yiyavTo-
KUTTaPIKAG apTnpimidag eival npedvioAdvn and
10 0TOHG o€ 06on 1 mg/Kg BX. EvdopAéBia won
HEOUA-npedviCoAbvNG xopnyeiTal og Evapén Tng yi-
YOVTOKUTTAPIKAG apTNPITIOAC PE aIpvidia anwheia
TG 6paong. Twpa pia Nnpéo@atn dINAR-TUPAR,
TUXaIONOINPEVN HEAETN® GUYKpIvel evOOPAEBIa hon
epddOoU pebUA-NPedVICOAGVNG e kKhaooikr Bepaneia.
To BewpnTikd UNGPRABPO yia TNV NPOCEYyIoN AUTA
eival OTI eV Ol YeVIKOl OEIKTEG PAeYHOVIAG ENavEépxo-
vTarypriyopa, n GAeypovh oTnv aptnpia Napapével
Y10 APKETEG EBOOUAOEC (Kl AyvwoTo yia NGo0) PETE
TNV évapén Tng khaolkric Bepaneiag. Auté éxel KIvOU-
vouG 0oBapwv Ioxalpikwy englcodiwv. H Bepaneia
ePOOOU PE eVOOPAEPIa ton pebul-npedviCoAdvngyia
3 ouvexOUEVEG NUEPEC Eixe WG anoTEAeOa AiyOTeEPOI
aoBeveic va naipvouv npedvi(oAdvn <5 mg/np. Tnv
36" eBOOPAdA OE OXE0N E TOUG AODEVEIG e KAAOIKT
Bepaneia. H extiunon tnv 78" eBdoudda €deiEe 61
0 apIOUOC TWV UNOTPONWY ATAV PIKPOTEPOG OTNV
opdda Tng Bepaneiag epOdOU O€ OXEoN PE TNV
opGoa pe Tnv khaoikn Bepaneia (21 oe 14 aoBe-
Vei¢ og oxéon pe 37 oe 13 aobeveic). Q¢ unotponn
opiCetal av&non deiktn gpAeypovri¢ (TKE i CRP)
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ME A xwpi¢ KAIVIKG oupntwpata. H ouvolikr ddon
npedviCoAévng ritav eniong Aiyétepn otnv opdda e
Tn Bepaneia epddouU 0 0xEoN [E TOUG A0OEVEIG e
khaoiki Bepaneia. O napevépyeleg NTav iOIEG OTIG
SUO OpAEdEC AoBevV. And Tn UEMETN auTr’ paiveTal
eAkuoTIKA N Bepaneia epddou pe evOOPAEPIa won
MEBUA-npedviCoAdvNnG. QoTdoo npénel va Bupioope
o1 Oev eival xwpic napevépyeleg. AouvriBelc nape-
VEPYEIEG TNG eVOOPAEBIaG wonG HEBUA-NPedVICOAS-
vng eivar Bavatnpopog kapdiakn appubuia Adyw
unokaAiaipiag, o&gia Yuxwon, kal NIBAvVWG IoXaIYIKA
00TEOVEKPWON. ITN PEAETN’® Sev avapépdnkay nape-
VEPYEIEG, aMd BEBaia o apiBpdg Twy aobevwy gival
MIKPOG. Aicel Aoindv va yivel MOAUKEVTPIKA PEAETN
Me peydAo apiBud aobevidv.

YupnepaopaTikd, kal otnpi{épevol og BewpnTi-
ki Bdon CuyiCovtag éperoc-niBavi napevepyelq,
niotevope 611 N Bgpaneia epddoU pe PEOUA-MPEDVI-
(oh6évn 500 mg/np eni 3 ouvexeig NpEPeG anoTeAel
pia dikalohoynpévn BepaneuTikhi NPOCEyyion oTn
YIYavTOKUTTapIKA apTnpiTida. ‘Eva dAAo pelovekTn-
Ma, N VOOOKOMEIOKN VOONAEia nou analiTeital yia Tnv
evOoPAEBIa xopriynon peBuA-npedviCoAédvng pnopel
va peTplacBel pe Tn xpnoipgonoinon Movdadwy
Huepriolag NoonAeiag.

Exel To infliximab 8¢on oTtn Bepaneia Tng
YIYOVTOKUTTAPIKAG apTnpimdag;

To infliximab (Remicade) 0¢ qaiverar va éxel
0¢on otn Oepaneia TNG KPOTAPIKAG APTNPITIOAG. €
MIa pikpr Tuxalonoinpévn geAérn, To infliximab wg
Oepaneia ouvTipnong oTn yIyavToKUTTapIKA apTnpi-
TIda Sev eixe anotéAeopa’. NMapopoiwe ot pia pikpnA
TUXalonoINpEVN PEAETN, N npooBrikn Tou infliximab
otnv nNpedvi¢dvn de paiveral va €xel anoTéAeopa
oTh Bepaneia TG PEUPATIKAC NoAupUalyiac’.

ABSTRACT
New developments in the treatment of
giant cell arteritis

Lazaros I. Sakkas, MD, PhD (London)
Editor

Recent studies may change the therapeutic field
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of giant cell arteritis (GCA). In two restrospective
studies, cardioprotective doses of aspirin reduced
the incidence of ischaemic events in patients with
GCA. Another small randomized, double blind study
showed that induction treatment of GCA with IV
pulse of methyl-prednisolone allowed more rapid
tapering glucocorticosteroids and better rate of
remission after discontinuation of glucocorticosteroid
treatment. Infliximab appeared to be of no benefit as
maintenance treatment of GCA in a small randomized
trial. Similarly, the addition of infliximab appeared
to be of no benefitin the treatment of polymyalgia
rheumatica in a small randomized trial.

Hellenic Rheumatology 2007; 18(2):125-129

Key words: giant cell arteritis, methyl-prednisolone,
infliximab.
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O1 acOevei¢ pe ylyavrokutTapikn aprnpi-
T10a pnopei va wPpeAolvral andé Tnv avri-
aigoneraAiakn aywyn

Lee MS, Smith SD, Galor A, Hoffman GS.
Antiplatelet and anticoagulant therapy in pa-
tients with giant cell arteritis
Arthritis Rheum 2006, 54:3306-9

OBJECTIVE: Vision loss and cerebrovascular ac-
cidents often complicate giant cell arteritis (GCA).
The authors sought to determine whether anti-
platelet or anticoagulant therapy reduces ischemic
complications in patients with GCA.

METHODS: A retrospective chart review for
patients with GCA was conducted. Included pa-
tients fulfilled modified 1990 American College
of Rheumatology criteria for GCA. Collected in-
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formation included demographic data, dates of
antiplatelet or anticoagulant use, vision loss or
stroke, and presence of bleeding complications
and cerebrovascular risk factors.

RESULTS: A total of 143 patients were included
with a mean follow-up period of 4 years. The co-
hort included 109 women (76%) and 34 men
(24%) with a mean age of 71.8 years. A total of
104 patients (73%) had a biopsy-proven diagnosis.
Eighty-six patients (60.1%) had received long-term
anti-platelet or anticoagulant therapy, including 18
(12.6%) who started therapy after an ischemic event.
Anti-platelet agents or anticoagulants were not used
in 57 patients (39.9%). Overall, 11 of 68 patients
(16.2%) had an ischemic event while receiving
anti-platelet or anticoagulant therapy, compared
with 36 of 75 patients (48.0%) not receiving such
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therapy (P < 0.0005). Univariate analysis failed to
show a statistical difference between groups in
regard to cerebrovascular risk factors, age, sex, or
biopsy-proven diagnosis. Bleeding complications
occurred in 2 patients receiving aspirin, 1 patient
receiving warfarin, and 5 patients who receiving
prednisone alone.

CONCLUSION: Anti-platelet or anticoagulant
therapy may reduce the risk of ischemic events
in patients with GCA. An increased incidence of
bleeding complications was not observed.

H Ogpansia epodou pe evioPAEBia cion peBuA-
nPedvi{oAGvn¢ oTn yIyaviokuTTapikn aprnpimda
QaivETal va PHEIKVEI TIC UNOTPONECG

Mazlumzadeh M, Hunder GG, Easley KA, Calamia
KT, Matteson EL, Griffin L, Young BR, Weyand CM,
Goronzy |J.

Treatment of giant cell arteritis using induction
therapy with high-dose glucocorticosteroids
Arthritis Rheum 2006, 54:3310-18

OBJECTIVE: Glucocorticoid (GC) therapy for
giant cell arteritis (GCA) is effective but requires
prolonged administration, resulting in adverse side
effects. The goal of the current study was to test the
hypothesis that induction treatment with high-dose
pulse intravenous (1V) methylprednisolone permits
a shorter course of therapy.

METHODS: Twenty-seven patients with biop-
sy-proven GCA were enrolled in a randomized,
double-blind, placebo-controlled study to receive
IV methylprednisolone (15 mg/kg of ideal body
weight/day) or IV saline for 3 consecutive days. All
patients were started on 40 mg/day prednisone
and followed the same tapering schedule as long
as disease activity was controlled. The numbers
of patients with disease in remission after 36, 52,
and 78 weeks of treatment and taking 5 mg/day
prednisone were compared. Cumulative predni-
sone dose, number of relapses, and development
of adverse GC effects were assessed.

RESULTS: Ten of the 14 IV GC-treated patients,
but only 2 of 13 control patients, were taking < 5
mg/day prednisone at 36 weeks (P =0.003). This
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difference was maintained. There was a higher
number of sustained remissions after discontinua-
tion of treatmentin the IV GC-treated group and a
lower median daily dose of prednisone at 78 weeks
(P=0.0004). The median cumulative dose of oral
prednisone, excluding the IV GC dose, was 5.636
mg in the IV GC-treated group compared with
7.860 mgin the IV saline-treated group (P =0.001).
Adverse effects were similar in both groups.

CONCLUSION: Initial treatment of GCA with IV
GC pulses allowed for more rapid tapering of oral
GCs and had long-term benefits, with a higher
frequency of patients experiencing sustained re-
mission of their disease after discontinuation of
treatment.

To Infliximab (Remicade) w¢ 8gpaneia cu-
VIRPNONG oTN YIYavIOKUTTAPIKA apTnpitida
n w¢ Oepansgia TNG PpEUHATIKAG NOAUpUaAyiag
O¢ qaiveral va éxel anotéAecpa

Salvarani C, Macchioni P, Manzini C, Paolazzi
G, Trotta A, Manganelli P, Cimmino M, Gerli R,
Catanoso MG, Bolardi L, Cantini F, Klersy C, Hunder
GG.

Infliximabplus prednisone or placebo plus pred-
nisone for the initial treatment of polymyalgia
rheumatica. A randomized trial.

Ann Intern Med 2007; 146:631-39

BACKGROUND: A reliable alternative to steroids
for treating polymyalgia rheumatica has not yet
been identified. Although infliximab has been used
occasionally in steroid-resistant cases, its efficacy has
not been demonstrated in a controlled study.

OBJECTIVE: To compare the efficacy of prednisone
plus infliximab with that of prednisone plus placebo
in patients with newly diagnosed polymyalgia rheu-
matica. DESIGN: Randomized, placebo-controlled
trial. Seven rheumatology clinics in Italy. Fifty one
patients with newly diagnosed polymyalgia rheu-
matica. Patients with associated giant cell arteritis
and those who had been previously treated with
steroids or biological orimmunosuppressive agents
were excluded. Initial therapy with oral prednisone
tapered from 15 mg/d to O mg/d over 16 weeks
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according to a standard protocol, plus infusions of
placebo or infliximab, 3 mg/kg of body weight,
at weeks 0, 2, 6, 14, and 22. The primary efficacy
end point was the proportion of patients without
relapse or recurrence through week 52. Secondary
outcomes were the proportion of patients no longer
taking prednisone, the number of relapses and
recurrences, the duration of prednisone therapy,
and the cumulative prednisone dose.

RESULTS: Four patients (3 in the infliximab group
and 1 in the placebo group) did not complete the
trial. The proportion of patients who were free of
relapse and recurrence at 52 weeks did not differ
between groups (6 of 20 patients [30%] in the
infliximab group vs. 10 of 27 patients [37%] in the
placebo group; adjusted risk difference, -3 percent-
age points [95% Cl, -31 to 24 percentage points]; P
=0.80). In a sensitivity analysis that included drop-
outs, the best-case scenario yielded a difference of 5
percentage points (Cl, -21 to 31 percentage points)
between the groups. The secondary outcomes at
weeks 22 and 52 did not differ between the groups.
The study had a small sample and a short follow-
up. A low dosage of infliximab was used, and the
prednisone dosage was rapidly tapered.

CONCLUSIONS: Although too small to be defini-
tive, the trial provides evidence that adding inflix-
imab to prednisone for treating newly diagnosed
polymyalgia rheumatica is of no benefit and may
be harmful. If there is benefit, it is unlikely to be
large.

Xpnon Tou Infliximab oTn diariipnon Tng
U@PEONG TNG YIYAVTOKUTTAPIKAG apTtnpimidag
ENayopevng and YAUKOKOPTIKOGTEPOEIDN

Hoffman GS, Cid MC, Rendt-Zagar KE, Merkel
PA, Weyand CM, Stone JH, Salvarani C, Xu W,
Visvanathan S, Rahnan MU.

Infliximab for maintenance of glucocorticosteroid-
induced remission of giant cell arteritis.
Ann Intern Med 2007; 146:621-30

BACKGROUND:Tumor necrosis factor-alpha is
present in arteries in giant cell arteritis.
OBJECTIVE: To evaluate the efficacy of infliximab,
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an anti-tumor necrosis factor-alpha agent, in giant
cell arteritis.

METHODS: Randomized, controlled trial,
multicentricin 22 sites in the USA, UK, Belgium, Italy,
and Spain. Forty four patients with newly diagnosed
giant cell arteritis that was in glucocorticosteroid-
induced remission. Participants were randomly
assigned in a 2:1 ratio to receive infliximab (5 mg/kg
of body weight) or placebo. Sixteen patients were
assigned to glucocorticosteroid plus placebo, and
28 patients to glucocorticosteroid plus infliximab.
End points were measured through week 22, when
an interim analysis resulted in early stopping of the
planned 54-week trial. Primary end points were the
number of patients who remained free of relapse
through week 22 and adverse events. Secondary
end points were time to first relapse, biomarkers,
cumulative glucocorticosteroid dose, and the
number of patients who remained relapse-free
while the glucocorticosteroid dosage was tapered
to 10 mg/d.

RESULTS: Infliximab therapy did notincrease the
proportion of patients without relapse at week 22
compared with placebo (43% vs. 50%, respectively;
difference, -7 percentage points [95% Cl, -38 to 23
percentage points; P=0.65), nor did itincrease the
proportion of patients whose glucocorticosteroid
dosages were tapered to 10 mg/d without relapse
(61% vs. 75%, respectively; difference, -14 percentage
points [Cl, -42 to 14 percentage points]; P=0.31).
The incidence of infection was 71% with infliximab
and 56% with placebo (difference, 15 percentage
points [Cl, -14 to 45 percentage points]). However,
the sample was too small to rule out modest effects
of infliximab and included only patients with a new
diagnosis. Only one dose of infliximab was evaluated,
and the study was terminated early.

CONCLUSIONS: This trial was too small to draw
definitive conclusions, but it provides evidence
that using infliximab as maintenance therapy in
patients in glucocorticoid-induced remission of
newly diagnosed giant cell arteritis is of no benefit
and may be harmful. If infliximab has benefit, it is
unlikely to be great.
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