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EVYKPLOEL a0 TIC PUOULOTIKES apPYEC.

H mopouocioon aut ekdpalel AMOKAELOTIKA TIC amOPELS Tou
OLLANTH).

OL mAnpodopiec mou meplExovtal eival akplBeic katd TN
dnuloupyia tng mapouvaciaonc.

Tuxov O6edopéva oXeTIKA pE mpolovta ta omoia §ev avrikouv
otn SOBI Baoilovtal oe dSnuooia dSltabEopeg mAnpodopiec katda
™ Snuloupyia tng mapouaciaonc.



Owoyevnc Meooyelokoc NMupeTOC: TO MPWTOTUTIO CUCTNUATLKO
AUTOPAEYHOVWOEC VOO O LE TIOLKLALOL daLVOTUTIWY
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Masters L, et al. Annu Rev Immunol. 2009; 27:621-68; Fragouli E, et al. Clin Genet. 2008; 73(2): 152-9; Papadopoulos V, et al. Ann Hum Genet. 2008; 72(Pt 6): 752-61



OMIM: n anmocadnvion tn¢ maboyEvelac ToU wWC TPOTUTIO yLo TNV
KOLTOLVONoN TWV LoVoTatiwy TS PAEYHOVAC Kol TNV MOLOOYEVELOLG
PAeypovwd WV VOoonUATWVY Kol ETILITAOKWYV
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Schnappauf O, et al. Front Immunol. 2019; 10: 1745.
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M) Check for updates

Ancient familial Mediterranean fever mutations in
human pyrin and resistance to Yersinia pestis
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Meplypappa

AlayvwoTtikn mpooTmieAaon & xpnowua KAwika onpeia (‘clinical pearls’)

O pOAOC TOU YEVETLKOU €AEYXOU: €lvall avayKaiog va yivetal Kol Ue oo LebBodo;
Doptio vOoOU Kal cuVVoCGNPOTNTEC

Oepareia Kat tapakoAoUBOnon tng KAWVLKNG aAVIOmTOKPLONG

BloAoyLKOL TOpAyOVTEG: TIOLEG OL EVOELEELG;



OMI: molkIAEC KoL LOLOTUTIEC KALVIKEC EKONAWOELG!

Figure 1. (A) A patient with scars from multiple abdominal surgeries, (B) chest X-ray showing massive pericardial effusion, (C)
chest X-ray of the same patient after treatment with anakinra.

Mupetag: Stapkela 12 wpeg €wc 4 NUEPEC. ZuvABWCE N TILo ApPXLKA
ekdNAwaon TN¢ vooou — OxL KaBoALKH N mapouciaon Tou o€ OAOUG TOUG
aoBeveic!

Opoyovitda: Stapkela 1-3 nuépeg (meptrovitida). MAevpitda (~30%,
ETEPOTAELPN, TIEPLOPLOEVN). Mepkapditida (1%).

Mupetog + opoyovitida >90% mepMTWCEWV

ApBpitda: >50% (peydAec apBpwoelc oe KATw akpa — EvOeLEn coBapng
vOoou) =2 5% eupévouaoa. Zuxva, epUONUA UTIEPKELUEVO TNC
npooPBePAnuévneg apBpwong. lepolayovitida (10%).

Mualylec. FaoTPOKVNULEC (O AOKNON) =2 £WC MOPATETAUEVN
(protracted febrile myalgia: diapkela €wg 10 eBdopadec; CPK/HMI[-],
MR: puormnepttovaiko oidénua)

| Aéppa. Erysipelas-like (meplayyetakn dtinon pe ovdetepodiia),
| mopdpUpa (AeukokuTtapokA. ayyeLitda)

Tufan A, et al. doi:10.3906/sag-2008-11; Ozdogan H, et al. Presse Med. 2019; 48: e61—e76; Padeh S, et al. Curr Opin Rheumatol. 2016, 28: 523-29



OMI: molkIAEC KoL LOLOTUTIEC KALVIKEC EKONAWOELG!

Opxitda: £we 8% TwV TALSLATPLKWY TIEPUTTWOEWVY
Aonmtn pnviyyitda: avtoneplopl{OYevn aAld kaB’ €Env enelcodia

Hnato-onAnvopeyalia: ~ 1 otoucg 3 acBeveic. NAFLD.

Meoeviépla Aepdadevitida.

Figure 1. (A) A patient with scars from multiple abdominal surgeries, (B) chest X-ray showing massive pericardial effusion, (C)
chest X-ray of the same patient after treatment with anakinra.

Mn-£161kn koAitida («IBD-like»).

KoxAtakn mpoaoPBoAn — Bapnkola (kploelg)

Tufan A, et al. doi:10.3906/sag-2008-11; Ozdogan H, et al. Presse Med. 2019; 48: e61—e76; Maggio MC, et al. Ital J Pediatr. 2020; 46(1):7;



OMI: ekbnAwoelc og aoBeveic otnv EAMAGda

Table 2

Clinical manifestations and their cumulative incidence in FMF patients from
mainland Greece (n = 152) and Crete (n = 71) (data from refs 29, 30).

Manifestation

Mainland Crete
Greece

Prevalence (%)

Fever

Abdominal pain
Monoarthritis

Thoracic pain

Serositis

Myalgia
Henoch-Schonlein purpura
Amyloidosis

Proteinuria

Erysipelas-like erythema

88.2 76
87.5 80
21.1 38
12.5 21
11.8 NA
5.9 NA
2.6 NA
2.6 NA
2.6 5.6"
2 11

? The patients declined renal biopsy, NA; Not Available.

Skendros P, et al. J Autoimmun. 2019; 104: 102305



«Kploelc» (attacks) OMIM ko ‘mpodpopn paon’

* MNowAla w¢ mpog T cuxvotTnTa Kat th Bapvtnta

Stress

Epinephrine 1 Adenylate cyclase

Norepinephrine T
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* EkAutikoi mapayovteg ?? (ddapuoka, YUxog, .......
Aolpweéelg, Toélveg, stress, opUOVEC)

/ o,
* «[podpoun» cupuntwpatoloyia: ~50% Twv acOevwy  rxa
(Alyeg wpeg mpLv TNV MANRpN «E€apan») C

* Avopetia, evepedlototnTa, AlPWSIEC AKPpWY
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* 16lwc avopec aobeveic

o

 Auvatdtntaa  ywa  €ykapn  aviyveuon Kot
OLVTLULETWTILON EMEPXOUEVNC KPLONG

Tufan A, et al. doi:10.3906/sag-2008-11; Korkmaz C, et al. Rheumatology. 2020; 59: 3611-21; Gezgin Yildirim D, et al. J Clin Rheumatol. 2020. doi: 10.1097/RHU.0000000000001637



EruntAokég tou OMIM kat «dpoptio vooou»

* Apuvloeidbwon (AA): 2—8% (vedpol, yaotpevtepLKO)

U Awpatoupla, mpwteivoupla =2 2-13 €tn: €€€AEn mpocg XNN kot
VEDPLKN VOOO TeAKOU otadiou

L «Dawotunoc 2» (2%): apuvlosidbwon nén kata tn dtayvwon

* Yrnotporalouoeg epLToViTIOEC: CUMPUOELC HETAEL EAlKWV 1} AAAWV

evOOoKOoLALaKWY SopwV (ELAEOC, uTtoyovIpHaTNTO)

Mapayovteg Kvduvou apUAOELOWONG

Characteristics Fold risk increase
Male sex 1.7-4

Arthritis 23-24

Very frequent attacks >20 per year 2.0

Family history of AA amyloidosis 2.0

Chronic inflammation 3.59-13

M694V homozygosity 2.6-4.3

SAAT a/a genotype 3-6.9

Living in Turkey, Middle East, Armenia vs. Europe 1.5-3.2

Tufan A, et al. doi:10.3906/sag-2008-11; Ozen S. Curr Opin Rheumatol. 2021; 33: 398—-402; Kriegshaeuser G, et al. Rheumatology. 2021; 60: 441—4; Sotskiy P, et al. J Rheumatol. 2020



EruntAokég tov OMIN kat «dpoptio vooou»

e JUVVOONPOTNTEC

L Peupatoloyikég (Henoch-Schonlein purpura/IgAV, olwdnc moAvaptnpitida, Adapavtiadn-Behcet’s,
ontovbuloapBpitida, IGEN, NIA, mtoAAarmAn okAnpuvon)

U loxopikn puokapdionadsia (oxetikog kivbuvocg 1.33)
 KataBAwpn (oxet. kivbuvocg 1.26), ayxwdng dratapaxn (oxet. kivbuvog 1.46)
U Kakn mototnta {wng

L Mewwpévn mapaywylkotnta

\— _/
V

MeTd atrd y.o. 22 £€1n vooou, 1o 57% eixe
BAGBN opyavwy (deiktng ADDI:
autoinflammatory disease damage index)

2¢ aoBeveic OMIT pyéong nAikiag 29 €1n, 10
22% cixe Charlson Comorbidity Score =1

Tufan A, et al. doi:10.3906/sag-2008-11; Ozen S. Curr Opin Rheumatol. 2021; 33: 398—-402; Gendelman O, et al. Int J Clin Pract. 2020; 74(5) :€13473; Ayaz N, et al. Rheumatol Int. 2021; 41: 113-
10; Bouomrani S, et al. Reumatologia. 2020; 58, 3: 150-154; Lidor I, et al. J Affect Disord. 2021; 292: 695-9; Mortensen SB, et al. Scand J Rheumatol. 2020; 49(6): 489-497; Babaoglu H, et al. Clin
Exp Rheumatol. 2020;38 Suppl 127(5):42-48



H dtayvwon tou OMI siva kKAwikn!

* Méon kaBuotepnon amo 3 €wg 11 €tn!

* Xpewaletal xopnAn ouvdog umoyiag oe evONULKEG
TLEPLOXEC, BETIKO OLKOYEVELOKO LOTOPLKO

* Awayvwotikad kpttipua (Tel Hashomer, Livneh,
nadlatpLka). Xpnowua 16(we o MEPLOYEC QUENUEVNC
ouyvotnta¢ t¢ vooou. AEN eivat mpoUmodeon to
anmotéAeoua yovidlakou eAgyyou!

* Kpuipwa ta§lvopnong Eurofever/PRINTO
(mpoUToBETOUV ATTOTEAECUO YOVIOLOKOU €EAEYXOUL).
2TEpouvTal EMOPKOUC emaAndsuonc o€ SLOPOPETIKES
AnBuouLlakeG opuadeC

Meiova kpiTApIa

YmorpomaddovTta @ Aeypovwdn emeicodia (2 3 6poia), pikpng didpkelag (12 wpeg— 3
nuépeg), (Oepy. opboU > 38 °C) +

1. MepitoviTida

2. MAeupiTida (eTepoTAeupn) A TEPIKAPSiTIOA
3. Movoap8iTida (10xio, yovaro, TTodoKvnMIKNA)
4. MupeTog

5. Mn Tumkn KolAIoKN Kpion (Xwpig onueia ePITOVITISAG | EVTOMOMEVO KOIAIOKO dAyog )

EAdoocova KpiThpla

Ymorpomdlovta eNTIUPETA £TEICODIA ( Bep. puoioloyikn A< 380C, didpkela Kpiong
2 6 wpwv £ 1 gBOouGda) +

1. Atumm cuppeToxn O Wwpaka

2. Atumm mipoofoAn apBpwoewv

3. AAyog UETA doKnon

4. OepATEUTIKA ATIAVTNON OTNV KOAXIKivn].

Aldvvwon: 2 1 HSiCOV r'] 2 2 gAdooova oUu@wva pe Toug Livneh et al, Arthritis Rheum. 1997

Oct;40(10):1879-85.

Ozen S. Curr Opin Rheumatol. 2021; 33: 398—-402; Mortensen SB, et al. Scand J Rheumatol. 2020; 49(6): 489-497; Erdogan M, et al. Clin Exp Rheumatol. 2019; 37 Suppl 121(6): 119-124




Fevetikog EAeyxoc o€ (umtoPia yia) Owkoyevl Meooyelako NMupeto

* O YEVETLIKOG EAEYXOC TIPETIEL VAL ETULOLWKETOLL:
1. BonBa otnv tekpnpiwon tng vooou (= pakpoxpovia Bepareia)
2. Avixveuon petalAagewv mou oxetilovtal pe Baputepn vooo n/katl avénuevo kivbuvo apuviosibwong (M694V
N AAAeC petalAdtelc e€oviou 10, eTepolUYWTEC VS. OOIUYWTEC)

3. e apdifolec neputtwoelg (= taxvtepn Stayvwon)

Recommendations for genetic diagnosis of FMF [33]

» 1. FMF is a clinical diagnosis, which can be supported but not excluded by genetic testing B
2. Consider patients homozygous for M694V at risk of developing, with very high probability, a severe phenotype B
3. FMF patients carrying two of the common mutated alleles (homozygotes or compound heterozygotes), especially for B
M694V mutation or mutations at position 680 to 694 on exon 10, must be considered at risk of having a more severe
disease
4. The E148Q variant is common, of unknown pathogenic significance and, as the only MEFV variant, does not support B
the diagnosis of FMF
5. Patients homozygous for M694V mutation are at risk of early onset disease C
6. Individuals homozygous for M694V who are not reporting symptoms should be evaluated and followed closely in A

order to consider therapy

7. For individuals with two pathogenic mutations for FMF who do not report symptoms, if there are risk factors for AA B
amyloidosis (such as the country, family history and persistently elevated inflammatory markers, particularly serum
amyloid A protein), close follow-up should be started and treatment considered

8. Consultation with an autoinflammatory disease specialist may be helpful in order to aid in the indication and C
interpretation of the genetic testing and diagnosis

Giancane G, et al. Ann Rheum Dis. 2015; 74(4): 635-41; Tezcan ME, et al. Int J Rheum Dis. 2018; 21(7): 1452-7
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Moteg petaAAaelc mpeEmeL va EAEYEW Kol TOLA N EPHNVELA TWV OLTTOTEAECUATWV;

Fourteen sequence variants recommended for screening for the
genetic diagnosis of FMF [39]

pm——————— Rathogenic ;@{iants Unknown significance
Exons 10 M694V" \\ K695R
V726AT |
M68OI' |
meoal' |
R761H :
A7ass |
\ 1692del ¢
Exons 2 E167D E148Q"
1267
Exons 3 P369S
Exons 5 F479L
Exons 9 15911

"The most common gene mutations.

Table 1

Mutations in the MEVF gene, allele frequencies and total number of mutations
per patient detected in FMF patients from mainland Greece (n = 152) and Crete

{n = 71) (data from refs 29, 30).

Mutations Mainland Crete

Greece

Number of alleles of patients (%)
ME94Y B0 (26.3) 39 (27.5)
M&801 39 (12.8) L ()]
V726A 21 (6.9) 7 (4.9)
E1480 19 (6.3) 20 (14.1)
E230K 9(3) L ()]
K695R 401.3) 1 (0.7}
M&941 B(2.6) 10 (7)
AT7445 3(1) 1 (0.7}
E148V 2(0.7) L ()]
T2671 2(0.7) L ()]
E167D 2(0.7) L ()]
MES0L 1(0.3) L ()]
R761H 1(0.3) 1 (0.7}
F479L 0oy 2 (1.4)
S702C 0 (0] 1 (0.7
Number of mutated alleles per patient Number of patients (%)
2 65 (42.8) 24 (33.8)
1 62 (40.8) 35 (49.3)
0 25 (16.4) 12 {16.9)

v’ Aev gival OAeC oL « peToAAaYEC» €iloou
naboyovec (ny, E148Q)

v’ AV KOl «QUTOOWULKY) UTTOAELTTOUEVN »
VOOOC, OE QPKETEC TIEPLTTTWOELG
aveupioketat 1 () ko kavéva..)
petaAAaypevo aAAnALo!

v YTtdpyeL «2° yovidLo» ektdC TNC upivng
urnevBOuvo yLa tov OMMN?

v/ Enti «apvntikol amoteAéopOTOC», SEV
EXEL TEKUNPLWOEL N KALVLKA XpNnoLuotnTa
NG aAAnAouxnonc DNA

v 'EAeyx0C TwV YOVEWV EVEEIKVUTOL OF
ELOLKEC LOVO TIEPLITTWOELG

JE TIEPUTTWOELC LOXUPNC KALVIKNC UTTOYIOC, KOO KOl «ATUTTOC» YOVIOLOKOG
eleyyxoc (rmy, E148Q, R202Q) uropel va ouvuroAoytotel otn dtayvwon tou OMII

Skendros P, et al. J Autoimmun. 2019; 104: 102305; Ozen S. Curr Opin Rheumatol. 2021; 33: 398-402; Ozdogan H, et al. Presse Med. 2019; 48: e61-e76; Sgouropoulou V, et al. Rheumatol Int. 2021. doi:
10.1007/s00296-021-04913-4; Tirosh I, et al. Rheumatology (Oxford). 2021; doi: 10.1093/rheumatology/keab128.



2toxol tn¢G Oepameiac otov OMIN

Melwon «Kploswv»
Artoduyn opuloeidwonc

Meilwon dAeypovwdwv EMUTAOKWY

BeAtiwon mowotntog (wN¢ Twv acBevwv



Apxkn Bepareia kat tapakoAovBnon acBsvwv pe OMI

* AvTlPETWTILON KPLOEWV {e u I a r LoE/GoOR = 1b/A]

e KoAyikivn (1 éwc 3 mg/nuépa)

0 60-65% mApnG KAWLKA avtamnokpion, 30-35% HepLkn avtanokpLon
O 5-10% amotuyia, 5-10% £xouv y/e dSuoaveia

0 Mevikwg KaAd avekTo, OXL OTIAVLEC OL TIOPEVEPYELEC 1] AAANAETUOPACELG UE AAAQ PpapaKDL

* Epyaotnplakoi deiktec dpAeyuovnc (TKE, CRP, SAA)
U Napopoia aéia otnv mapokolovdnon
U Entimeda SAA <10mg/Il = eAdyiotog kivbuvog avantuéng apulosidwong
O Eppévouvoa dpAsypovn) (Hetay twv Kpioswv): 13—35%
s Avdpec, M694V, LUOOKEAETIKEC EKONAWOELG, OVTLOTOON O KOAXLKLVN, PEVHMOTIKEC CUVVOOTNPOTNTES

* AuiAeyouevn n kAwikn onuooia (0xL anapaitnta Eévoelén evtatikonoinong tng Bepameiog) **

* MNpoAnYPn/oVILHETWTILON EMUTAOKWV-CUVVOCNPOTNTWVY

U Etiowa pétpnon aABoupvoupiag/mpwteivouplag 20vBetoL deikteg (ry, FMFs,) bev exouv

EMOPKWC EMOANBeUTEL

Demirkaya E, et al. Rheumatol Int. 2016; 36: 325—-331; Erer B, et al. Rheumatol Int. 2016; 36: 483—7; Tufan A, et al. doi:10.3906/sag-2008-11; Ozen S, et al. Ann Rheum Dis. 2014; 73: 897-901;
Ozen S, et al. Ann Rheum Dis. 2016; 75; 644-51.



Avtiotaon otnv KoAxwkivn (aotoyia Bepareiag)

[TpdTaON opopwyviag (consensus-based approach)

«For a patient receiving the maximum tolerated dose of colchicine, resistance to
colchicine is defined as ongoing disease activity [as reflected by either recurrent
clinical attacks (average one or more attacks per month over a 3-month period) or
persistently elevated CRP or SAA in between attacks in the absence of any other
plausible explanation»

???

Ozen S, et al. Rheumatology. 2021; 60: 3799-3808; Ozen S, et al. Semin Arthritis Rheum. 2017; 47(1):115-120.



Evdeitelc Bepametlac pe Blohoylkouc mapayovtec (avaoTtoAeic IL-1)

* Avoaveio | avtevoeifelc otn XopRynon KOAXLKivng
* Avtiotaon otnv KOAxtkivn | LEPLKN OVTATOKPLON

* KAwikéG ekbnAwoeLg mou dev avtanokpivovtatl otnv KoAxwkivn (exertional leg pain, protracted
myositis or arthritis, vasculitis)

* Eykateotnpévn apuAosidwon

* Eppévouca pAeypovi o€ acBevi PE KAKOUG TPOYVWOTLKOUG SEIKTEC yia apuAosidwon

Ozdogan H, et al. Presse Med. 2019; 48: e61-e76



Oeparnevutikn ovaotoAn tn¢ IL-1 otov OMI

" * Aedopéva Ao TUXOLOTIOLNMEVEG MEAETEG (ULKPOC aplOpog
nakinra Canakinumab / e aoe
- (IL1Ra) (anti-IL15) acBevwv) Ko registries

* AmnoteAeopatikotnta 75-85% (Leiwon cuyxvotntog Kploswv
Kot 50—-70%)

* BeAtiwon oeg mowotnta {wng (SF36) kat mopoywylkotnto Twv
aoBevwv

.) J .()

MBavo odelog oe apuloeidbwon (peiwon mpwTteivouplag
50%, otaBepormnoinon GFR oto 80% twv acBevwv)

® ® ATIOTEAECUOTIKOTNTA  KOL OE€  OLUOKAOopOpeEVoUC N
METANOOXEVUEVOUC oOEVELG

No signal No signal

—
O
—

F A N
[ ]

Ugurlu S, et al. Rheumatology. 2020; 59: 3892-99; Suticen E, et al. Clin Rheumatol. 2021; 40: 2865-71; Atas N, et al. Clin Exp Rheumatol. 2021 (PMID: 34251317); Malcova H, et al. Front
Immunol. 2021; 11: 619257; Fayand A, et al. Eur J Intern Med. 2021; 84: 109-111; Ozdogan H, et al. Presse Med. 2019; 48: e61—-e76



Oepamevutikn avaotoAn tng IL-1 otov OMN

T s | Canaknumay

BioAoyikj dpdon AvaoTtoAn IL-1a & IL-13 AvaoToAn IL-13
Xpovog nuioeiag (WG 4—6 WPEC 26 NUEPES
150 mg ava 4-8 eBdopadeg (300 mg o€

AoocoAoyiké oxua 100 mg/nuépa LEPIKA QVTATTOKPION)
Tuxaiotroinuéva dedopéva T ++ (ueAéTn CLUSTER)
Real world data ++ +/++
++ ++
ATTOTEAEOUATIKOTNTA (Kal o€ TTEPITITWOEIC PN AVTATIOKPIONG (Kal o€ TTEPITITWOEIC MM AVTATIOKPIONG
oTo canakinumab) oT0 anakinra)
AGOGA ++ ++
gpansla (injection site reactions) (? ATTIEC AOIMWEEIC AVATTVEUOTIKOU)
Makpoxpovia dedopéva +/++ +/++
KéoTog Oepartreiag + +++

Ugurlu S, et al. Rheumatology. 2020; 59: 3892-99; Suticen E, et al. Clin Rheumatol. 2021; 40: 2865-71; Atas N, et al. Clin Exp Rheumatol. 2021 (PMID: 34251317); Malcova H, et al. Front
Immunol. 2021; 11: 619257; Fayand A, et al. Eur J Intern Med. 2021; 84: 109-111; Ozdogan H, et al. Presse Med. 2019; 48: e61—-e76



«DappakoKvnTika» nAeoveKTRota Tou anakinra

Taxeiot amtoBoAn tou dapudkou o eVOEXOUEVN TIAPEVEPYELD, AolUwEN KATT.

Xpnowotnta o€ alpokaBalpopevouc (xopriynon HeTa amnod kabe cuvedpia)

* Auvatotnta ylo «Bepameutiko trial» mpoc¢ emiPePfaiwon tng Oldyvwong (my, o€ ATUTEC
eKONAWOELC)

e Auvatotnta yla «tpoAnmtikn» xopnynon (on demand) ywa mpoAnyn kpioewv

» e o0o0Beveic HE TUTUKA TIPOOPOUN OCUUMTWHATOAOYIOL A HE LOXUPH OUOCXETION HE
OUYKEKPLUEVO EKAUTLKO TtapAyovTa

» ? [la TO00 XPOVLIKO dlaotnua

Tufan A, et al. doi:10.3906/sag-2008-11; Babaoglou H, et al. Clin Rheumatol. 2019; 38(2): 577-581



JUUTIEpACOTO

O OMI eilval pio ToOAvopyaviK, cuoTNUATK PAEypovwdNG vOOOC UE ONUOVTIKO KAWVIKO dopTtio
KOlL LOLKPOXPOVLA TIOPELDL

NowiAia pawvotintwy Kal cofapotntag tng vooou

OxtL ouxvn aAA& oUTe omavia voooc! XaunAn dtayvwoTtikr) oudog

H didyvwon eivat KAwIKN Kat emBeBatwveTal e TO YOVIOLAKO EAEY)XO

[MpoooxH OTLC CUVVOCNPOTNTEG

2xebov 7-10% twv acOevwv Oa xpelaotouv Bepaneia pe avactoAn tng IL-1

Avanavinta epwtApata: gival £@LKTO To tapering twv BloAoyikwv mopoyoviwy, Tt Baduou

avaotoAn tc¢ IL-1 eivat emBuuntn (benefit/risk ratio); lMoto¢ o poAo¢ aAAwv BioAoyikwv
rtopayoviwy (anti-IL6R, anti-TNF)



