lpwipn avooconapepBaocn kKal KapoIayyEIAKOG
KIVOUVOG OE A0OEVEIC HE PEUHATOEION apOpPITIOA

ABavaciog N Newpyiadonc
IatpoG PeupaTtoAoyog



PeupaTosionc apOpirioa (1)

OpICHOG
» 2UOTNUATIKG VOOOG, MOoU XapaktnpiCeral amo Xpovid

PAeyovh Tou apBpikou Upeva
»>'Opyavo oToX0oC TNG VOOOU €ival 0 apbpikoCc UMEVAC TV
OlIaPBPWOEWY

v DAeyov Tou apBpikou upeva

v AlaBpwon Tou apBpikou XOVOPOoU Kdl TOU UROYOVOPIOU 00TOU

v KataoTpo®n ThG apBpwonc



PA — SUOTNHATIKEC EKONAWOEIG

> 2UXVEC EEWAPOPIKEC EKONAWOEIC

> Xpovid (PAEYMOVWONG OlEpyacia-auénuevn BvnrornTa
kal BvnoipoTNTa GE OXEON UE TO Yeviko MAnBuopo (3-18
£TN)

> Kapolayyeiaka kal ayyeiaka eyke@alika EMEICO0IA

> Emmayuvopevn abnpookAnpuveon



Survival in rheumatoid arthritis:
a population-based analysis
of trends over 40 years

Gabriel SE, Crowson CS, Kremers HM, Doran ME
Juresson C, O'Fallon M, Matteson EL

Arthritis Rheum 2003;48:54-8



Cardiovascular disease
The silent killer in rheumatoid arthritis

Kumar N, Armstrong DJ et al.

Clin Med. 2008 Aug;8(4):384-7



EmBioon orn PA

Tpeic peraavaAuoeig

— Enintwon Bavarngopou epppaypatoc 13.3/1000 acBeveic-eTn. OR yia 2N (1.63
[IC95%=1.34-2.00])

— EninTwon Bavatngopac ayyeioeyke@aAikng vooou 4.5/1000 aoBeveic-eTn. OR
yia AEE 1.14 [IC95%=0.86-1.51])

Lévy L et al. Clin Exp Rheumatol. 2008;26:673-79

— Kivduvocg kapdiayyeiakou Bavatou otn PA, meta-SMR 1.50 (95% C.I. 1.39 —
1.61), ano >N meta-SMR 1.59 (95% CI 1.46—1.73), ano AEE meta-SMR 1.52
(95% CI 1.40-1.67)

Avina-Zubieta JA. Arthritis Rheum. 2008;59:1690-1697

— SMR 1.2 — 1.3 o€ inception cohorts kai SMR 1.6 — 1.7 o€ non-inception cohorts

H avaAoyia kapdiayyeiakwv BavaTwv PeTaél acBevwv Pe PA Oev gival onuavTtika uwnAoTepn
ano Tou Yevikou nAnBucopou, aAa ol acBeveic neBaivouv o€ PIKPOTEPN NAIKIA, KAl ENOPEVWG
n PA pnopei va BswpnBei we napaywyv Kivouvou yia npwiun kapdiayyeiakn vooo kal 6avaro.

Sokka T et al. Clin Exp Rheumatol. 2008;26:S35-561



lNNapayovTeG kapodiayyEiaKkoUu KIVOUVOU

KAaoiKoi napayovTEeG

«» MeyaAn nAikia

% AVOPEG

% [Nayuoapkia

< YmepTaon

% Kanviopa

*» OIKOYEVEIAKO IOTOPIKO MPWINNG aBnPooKANPUVGNHG
< AUCAINIOAINia

» ANoucia aoknong

% 2aKXapwone o1apnTne




Explaining the cardiovascular risk
associated with rheumatoid arthritis:
traditional risk factors versus markers of
rheumatoid arthritis severity

Solomon DH, Kremer J, Curtis JR, et al

Ann Rheum Dis. 2010 Nov;69(11):1920-5



Levels of C-reactive protein associated with
high and very high cardiovascular risk are
prevalent in patients with rheumatoid
arthritis

Graf J, Scherzer R, Grunfeld C, Imboden J, et al

PLoS One. 2009 Jul 16;4(7):e6242



AAAOI NAPAYOVTEG KIVOUVOU

> H C—avriopwoa mpwteivy (CRP), e€ival OEIKTNG
MAEYUOVNG KAl OsiKTNG auénuevou  Kapolayyelakou
KIVOUVOU

>H xpovia @Aeyuovi) MPOKAAEI GCUOTHUATIKEG Kal
LETABOAIKEC OlATAPAXEG

»>0O0nyel o€ olaTapayn Tou AImOalUikou RPOo®iA Kal

auénon Tou kapolayyeiakou Kivouvou



KuTTapokIVEG Kal (PAEYHOVN

IRteEretkin=6

B/ WS

EibRRGEER ( i

C-reactive: protein i

led 1999;340:448-454.



CRP

OWwVIVoTToiNon TG AUEnon TV Evepyonoinon EuaiocBnronoinon
LDL MCP. ka1 CAM Tou C ToUu £vOooOnAiou

m

AiInBnon TOV Evepyonoinon Tou
OVOKUTTAPW gvooOnAiou
ZXNHATIOHOG APPWOWV
KUTTAPWYV

ZUOCTPATEUON KUTTAPWV

BAapn Tou
gvdoOnAiou

DAEY



PA ka1 @Aeypovn (1)

Xpovia pAEYHOV®ING
vOOO0G

w\ /

w —w e Tpononoinon TnG LDL

AucAsiToupyia Tou
evdoOnAiou

__NoipiEeic

)

AucAimidaipia

}

ABnpoyevveon

)

Kapoiayyeiaki Vooog



PA kai Aeypovn (II)

ANAGINITXAVIGIO] 2EA

YwnAou Babpou pAsypovi PA
1

Zaky. d1apnTng

XapnAou Pabjiou pAsyjovi M. oUvdpopo

KAacikoi napayovTeg KivoUuvou FEvikoG :
nAnucpog




PA kai aBnpookAnpuvon

>H PA ®C OAeyUOVWOEC AUTOAVOOO  VOOhUd,
ouoxeTiCeTal Ue TNV, ABNPOCKANPUVON Kal Opa LE TOUC
KAQOIKOUCG MapayovTeC KIVOUVOU:
v AveEapTnTa

N
v 2UVEPYIKA

> EninpooBera, oxemifeTal e UNEPMNKTIKN KATACGTAON



PA kai anpookAnpuvoen

Risk Factor Model

ATHETOSCIETOSIS!

draditional ‘
Risk’Eactors
DySTipidemia »
Infiammatory.
Marker .




PA kai dSucAimidaipia (I)

AINIOAINIKO MPOMIA:

> EAGTTWON 1 PUGIOAOYIKEC TINEG TwV. TRG kal LDL
> EAattwon tnc HDL kai TC

»>AUEnon napaywyne Tne Lp (a)

»>Auénon Tne VLDL

Situnayake DR, Kitas G. Ann Rheum Dis 1997;56:341-2



PA kai SucAimidaipia (II)

AIMIOAIUIKO NPOMIA:
> 'E&apon 16 vooou
> Tpononoinon (oEeidwaon) TwV. AINONPWTEIVWY.

> Napouacia IL-1 kar TNFa (eAartwon Tne LPL)

Situnayake DR, Kitas G. Ann Rheum Dis 1997;56:341-2



EnnpooBETOI NaPaYOVTEG KIVOUVOU K. VOoOU oTh PA

Mn kAdoikoi NaPAYOVTEG KIVOUVOU

< JuoTnuamikn @Aeypovn (CRP, TKE, >WBC, IL-6)

< BaputnTa 1nc vooou (apBpikn KaTacTpodr), akTiIVOAOYIKEC AAAOIWGEIC,
£CWAPOPIKEC EKONAWOEIC

% AIdPKEIA TNG VOOOU

< Avannpia (HAQ-DI)

< [Napouacia RF n/kar anti-CCP

» OEPAMEUTIKN NAPENPACH PE MEYAAEG OOGEIC KOPTIKOOTEPOEIOWY,

NISTAV DS @74




AvTippeuparika pappaka (DMARD's) kai
OuCsAInIoaIpia

> KopTikoomeposion > 10 mg/day — auénon 1nc TC

> Kukhoomopivn — eknTwon VEPPIKNG Asimoupyiac, AY, auénon
TG TCHO, TG

>NSAIDs - ekmTwon VEPPIKNG Aeimoupyiac, AY, Karakpdtnon
VaTpiou

> MeBoTpetarn — YnepouokuaTEIvalpia

> YOPOEUXYAOPWKIV — UROAIMIOAIMIKG OpACH Kal EAATT®WON TNG
(PAEYHOVIG

»>/\epAouvopion — AY, auvénon tnc TCHO, HDL.

Atzeni E Turiel M. Auteimmun Rev. 2010 Oct;9(12):835-9. Epub 2010 Jul 30.



Kapdiayyesiakn voooc kal PA o€ d1a(popouc

nAnGuopoug

e AlanioTwOnke OUOXETION
e€wapOpIKWV €KONAWOEWV Kal
EUPPAYLATOC TOU HUoKapdiou

e [Mapaterapevn xpnon MTX,
LFN, SSZ, GC, avti-TNFa
OXETIOTNKE ME MEIWON TNC
kapdlayyelaknc voonpoTNTAC

Naranjo A. Arthritis Res Ther. 2008;10:R30

FaMAia
ApyevTiviy
IpAavdia
Toupkia
Zoundia
ITaAia
ZepBia
Katw Xwpeg
Aavia
Ionavia
HB
divAavdia
HMNA
NoAwvia
Meppavia

ZUvoAo

3,60%
3,66%
6,67%
6,80%
8,47%
8,93%
9%
9,46%
9,97%
9,97%
10,32%
11,18%
11,56%
11,84%
17,78%
9,31%
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2KOMNOG TNG HEAETNC

>KOMOG EIvdl Va OIEPEUVNCOUNE TO AIMIOAINIKO MPOPIA Kal
TNV TPOMOMOINGN TOU META AMO avooomapeupacn, O€
acBeveic pe MPA



YAIko — peBodoi (1)
AGBEVEIG
» 58 acBeveic e MPA (44 yuvaikec, 14 avopec)
»>'ONol oI aobBeveic mAnpoucav. TA TPOMOMOINUEVA
KpITAPIa katataénc Tou ACR 1987 via 1n PA
»63 uyleic eBelovrec aipoodoTec (43 yuvaikeg, 20

AVOPEC)



YAiIkO — pEBodoi (II)

KpITrpia 10000V 0T HEAETN

v [MAnpwon kpirnpiowy. ACR yia Thv katatagn tne PA.

v pwiun voooc (OldpKela VOOOU WMIKPOTEPN TOU EVOC ETOUC, XWPIC
NPONYOUNEVN Anwn aywync pe DMARD ) GTEPOEION).

v’ HAIkia peyaAuTepn Twv: 18 enwv.

vV ANWN QAapUAKEUTIKNG aywync ouppwva MPe TO BepameuTiko
NPWTOKOAAO.

v [lapakoAoubnon kaTa TakTd XPoVIKa oldoTnuand.

v 2uykarabeon acbevouc



YAIkO — pEBodoi (IIT)

KpiTiipia anokA€IGHOU

>Kanvioua

> 2. 01aBNTNG

> YNoBUPEOEIDIGHOG

> NoonuaTa Tou NAATOG Kal T@WV. VEPPY.

> 2Uvopopo Cushing

> Mayuoapkia (AM2 > 30)

> O1KOYEVVNG OUGAIAIOaINIA

> ®apuaka (umoAimdaipikd, B-anokAEIoTES, AVTIGUAANATIKA,

0IOTPOYOVA, MpoyeoTePOvn, Bupo&ivn kail Birauivn E)



YAIkO — peEBodoi (1V)

ZUAAoyn OSIYHATWV — EPYACTNPIAKOG EAEYXOG
> ANwn aipgaToc PeTa ano 12 wpec vnoTeia, GTHV. EVApEN Kal JETA AMO VA

{0]0)Y/0)
> 1C, TRG kal n HDL-C npooodiopicbnkav. N evCUMIKR HEBOOO

>H LDL-C pe 1n peboodo 1ou Friedewald
> Ta enineda TG CETP. oro mAAcpa, Ta emnineda tnc ApoB kal TnG ApoA-I

OTOV. OPO MNPOCOIoPIcONKay: Ue TN PEBODO TG VEPEAOLETPIAC
»>H Non-HDL-C, ue anAn agaipson 1nc HDL-C ano v TC
>H CRP kai o RF, e 1 uEB000 VEQPEAOUETPIAC KAl

»>H TKE, pe tnv Tpornonoinuevn HeBodo Westegren



YAIkO — peBodoi (V)

ZUAAoyn OSIYHATWV — EPYACTNPIAKOG EAEYXOG
> [evikn aipamos, TUNOG
> FAuko(n opou

> A\EIKTEC NNATIKNG Kal VEPPIKNG AEITOUPYIAc

> [EvIKn oUpwy



YAiIkO — peBodoi (VI)
ZXEDIAOHOG TNG HEAETNG
< O1 aoBeveic akohouBnoav Bepaneia Ye:
> MeBotpe&amn (0.2 mg/Kg/week)
> [pedvicovn (7.5 mg/day)
> ®. 0EU (2.5 mg/week)
< Evepyornra vooou (DAS-28)

< KAvikn anokpion (ACR 50% KkpIThpia anokpiong)



2TATIOTIKN avaAuon

>0l OEIKTEGC (PAEYMOVNG Kal EVEPYOTNTAG TNG VOOOU Kal TO AIMIOAIMIKO
NPOMIA CUYKPIBNKAV UE TRV OPAdA EAEYXOU, TOCO OTNV. APXN TNG MEAETNG
000 Kal OTO TEAOC AUTNG.

> H ouykpion METAEU TV OUAdWY. EVIVE E TH XPNoN Tou t-test.

>H ouoxemion peTatu Twy MPETABANTWV EKTIMNONKE HE TO OUVTEAEGTN
OUGYETIONG Pearson.

>la Tnv. avaAucn TwV O00UEV@WY. XPNOCIMNOMOINBNKE TO OTATIOTIKO
npoypappa STATISTICA 5.1.

»H T1pn Tou p<0.05 BewpPnBNKE WC OTATIOTIKA GNUAVTIKN.



AnoteAeopara (I)
———
I —

o 7 KanvioTeg

e 2 3. d1aBnNTN

e 4 AY (Ann nponpavoAoAnG
Kal O10UPNTIK®OV)

‘ ' o 1 YNoBupco£IOIGHOG

14 aoBeveic anokAgioBnkay




AnoTteAeopara (II)

ACR-KpITNHpIa AOKPIONG
‘Eva xpovo HeETA TN OepaTtreia
20%

94.8%
81% 20%

NoocooT1o amokpiong (%)

ACR



KAIVIKA XapaKTNPIOTIKA Kal AInIOAIHIKO NPOoMiA
TV acBevwv P MNPA kal ToV UyloVv EBEAovToV

®ulo (A/T)
HAikia, xp-

AMZ (Kg/m?)

PNl (+/-)

TC (mg/dl)

LDL-C (mg/dl)

TRG (mg/dl)

Non-HDL-C (mg/dl)

Apo B (mg/dl)

TC/HDL-C

LDL-C/HDL-C

*p< 0.001, *p< 0.01 o= ouykpion HE TOUG Controls

{

AoBevEiG
(n=58)

14/44
53.6+15.3

25.5+3.3
45/13

216.5+50.3*

141.6+42.3*

133.0+£58.2*

170.2 +46.3*

93 £19*
4.9 +1.3*

3.0 £1.0*

Controls
(GELE))

20/43
58.4117.7

25.8+17.7

0/0
190.4-33.9
126.5£31.3

51.1+7.4

97.11£28.3
139.3 £30.2
144 £23
103 £28
3.7 £0.9

2.5 0.8



AIMIOAIHIKO NPOMIA HETA TN BEpansia Kal OEIKTEG

(PAEYHOVNG OTOUG aoBeveic pe MNMPA

DAS-28

TKE (mm/h)

CRP (mg/dl)

TC (mg/dl)

LDL-C (mg/dl)
HDL-C (mg/dl)
Non-HDL-C (mg/dl)
TRG (mg/dl)

Apo A1 (mg/dl)

Apo B (mg/dl)

*p<0.001, **p<0.0001 $p<0.05

‘Evapén
(n=58)

5.810.9

48.0£19.6
28.1+20.7
216.4150.3
141.6:42.2
47.5£11.8
186.9+ 46.3
133.0+£58.2
127+27
103128

4,9+1.3

3.0+1.0

MeTa Tn Ogpancia

(n=58)
2.68+1*

14.648.7*

4.614.2*

228.1+42.1°
140.4:32.4
60.6+13.3**

167.4+37.3

131.4+65.1

152+22%*

105+30



Zupnepipopa Tne CETP
Cholesterol ester transfer protein
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Posttreatment

Controls Patients

*p<0.001, #p<0.05



ZuoxeTion HETa&U TNG diapopac TG CRP pe Tn
o1apopa Tnc TC ka1 HDL-C

- 3
3 5
(=]
E g
] £
c Q
[} £
[ 4 Q
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'.0_- -.E
o Q
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= =)
I

CRP difference mg/dl CRP difference mg/dlI

(r=-0.54, p <0.0001) (r=-0.59, p <0.0001)



ZuoxeTion HeTa&u TnG diagpopac TnG TKE pe N
o1apopa Tn¢ TC ka1 HDL-C

<

= >
2 £
2 @
% 2
] [
3 1]
= ]
b Q
Q ]
a

e b

40 60 80
ESR difference mg/dl

40 60 80
ESR difference mg/dl

(r = - 0.28, p < 0.04) (r = - 0.30, p < 0.03)



ZUHNEPACHA

O1 aoBeveic pe [IPA  Tmrapoucialouyv  OIOTAPAYUEVO

NITTIOQIUIKO TTPOMIA OE OXEOHN UE TAV OUOOO EAEYXOU

Kara 1tn oiayvwon n HDL-C kar n TC mapoucialouy.
eEAATTWUEVA EMIMEOA OTOV. OPO

BeATiowon Tou AInidalgikou APo®IiA JeETA Th Bepaneia

O EAeyXOC TNG EVEPYOTNTAGC TNG VOOOU WE TNV, MNPWIUN &€vapén Tne
BepameuTIKNG aywyne, BeATIOVE! TO AIMIOAINIKO APOPIA Twy acBevwv WE
[PA, XWPIC TN XPNon UROAIMIOAINIK®Y. PAPUAK®Y.



YnokAIvikn afnpoparmon

The New England Journal of Medicine

CAROTID-ARTERY INTIMA AND MEDIA THICKNESS AS A RISK FACTOR
FOR MYOCARDIAL INFARCTION AND STROKE IN OLDER ADULTS
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KaBe 0.20 mm augnon tou IMT oxeTiotav ue 35-44% aucnon Tou
Kivduvou yia EM i\ AEE




ARTHRITIS & RHEUMATISM

Vol, 48, Na. 7, July 2003, pp 18331840
DOT 10, 10027t 1 1078

© 2003, American College of Rheumatology

Association Between Carotid Atherosclerosis and Markers of
Inflammation in Rheumatoid Arthritis Patients
and Healthy Subjects

Inmaculada del Rincon,' Ken Williams,' Michael P. Stern,' Gregory L. Freeman,'
. L] 7 ’
L . O’Leary,” and Agustin Escalante
Daniel H. O'Leary,” and Agustin Escalante’



ARTHRITIS & RHEUMATISM

Vol. 46, No. 7, July 2002, pp 1714-1719
DOT 10.1002/art. 10359

© 2002, Amencan College of Rheumatalogy

Atherosclerosis in Rheumatoid Arthritis
Morphologic Evidence Obtained by Carotid Ultrasound

Yong-Beom Park,' Chul-Woo Ahn,* Hyon K. Choi,* Seung-Hoon Lee,' Byung-Hyun In,'
Hyun-Chul Lee,” Chung-Mo Nam,” and Soo-Kon Lee'



ARTHRITIS & RHEUMATISM

Val. 46, No. 6, June 2002, pp 14891497
DOT 10,1002 art. 10269

0 2002, American College of Rheumatology

Increased Thickness of the Arterial Intima-Media Detected by
Ultrasonography in Patients With Rheumatoid Arthritis

Yasuro Kumeda,' Masaaki Inaba,' Hitoshi Goto,! Mayumi Nagata," Yasuko Henmi,'
. 2 vue . . . . Wy e
Yutaka Furumitsu,” Eiji Ishimura,' Kentaro Inui,' Yasutaka Yutani,' Takami Miki,'
Tetsuo Shoji," and Yoshiki Nishizawa'



YHOKAIVIKI) aOnpwHATWOoN € ACOEVEIC ME
NPWIHN PEVUHATOEION apBpiTIoa



2KOMNOG TNG HEAETNC

>KOMOG TNG WEAETNG nNTAV. va OIEPEUVNOOULE TNV
UROKAIVIKI) aBnpwpatwon o acBeveic Ye MPA HETPWVTAG
TIC IMTS TV KOIVOV: KAPWTIOWV.



YAIko — peBodoi (1)
AcBeveiG
2.€ OUVEYXEIO TNG TIPONYOUUEVNG MEAETNG
>40 aoBeveic ue MPA (30 yuvaikee, 10 avopec)
»>'ONol o1 acBeveic mAnpoucav. TA TPOMOMOINUEVA
KpITAPIa katataénc Tou ACR 1987 via tn PA
>45 uvyieic e€Belovrec aipoooTec (30 yuvaikeg, 15

AVOPEC)



YAiIkO — pEBodoi (II)

KpITripia 10000V OTH HEAETN

v [MAnpwon kpirnpiowy. ACR yia Thv katatagn tne PA.

v Ipwiun voooG (AIOpKEId VOOOU WMIKPOTEPR TOU EVOC ETOUC, XWPIG
NPONYOUNEVN Anwn aywync pe DMARD ) GTEPOEION).

v’ HAIkia peyaAuTepn Twv: 18 enwv.

vV ANWN QAapUAKEUTIKNG aywync ouppwva MPe TO BepameuTiko
NPWTOKOAAO.

v [lapakoAoubnon kaTa TakTd XPoVIKa oldoTnuand.

v 2uykarabeon acbevouc



YAIkO — pEBodoi (IIT)

ZUAAoyn OSIYHATWV — EPYACTNPIAKOG EAEYXOG
> AnNwn aipaToc JETa ano 12 wpec vnoTeia, oTnV evapén Kal JETA ano eva

{010)Y/0)

> [pocolopicBnkayv:

v/ Ta enineda TG TC, TRG, HDL-C, LDL-C kai tn¢ non-HDL-C.

v/ Ta emineda tnc CETP oto mAacpa, tnc ApoB, Tnc ApoA-I kal TnG Lp(a)
OTOV. 0PO.

v" H CRP kai o RF kai n TKE.

> EkTiun@nkav n yevikn aiparoc-tunoc, YAUKOCN 0pouU, OEIKTEC NNATIKAG

Kal VEQPIKNG AEITOUPYIAG KAl i YEVIKN OUPwY



YAiIkO — pEBodoi (IV)

KpITfipia anokA€IGHOU

>Kanvioua

> 2. 01aBNTNG

> YNoBUPEOEIDIGHOG

> NoonuaTa Tou NAATOG Kal T@WV. VEPPY.

> 2Uvopopo Cushing

> Mayuoapkia (AM2 > 30)

> O1KOYEVVNG OUGAIAIOaINIA

> ®apuaka (umoAimdaipikd, B-anokAEIoTES, AVTIGUAANATIKA,

0IOTPOYOVA, MpoyeoTePOvn, Bupo&ivn kail Birauivn E)



YAiko — peBodoi (V)
ZXEDIAOHOG TNG HEAETNG
< O1 aoBeveic akohouBnoav Bepaneia Ye:
> MeBotpe&amn (0.2 mg/Kg/week)
> [pedvicovn (7.5 mg/day)
> ®. 0EU (2.5 mg/week)
< Evepyornra vooou (DAS-28)

< KAvikn anokpion (ACR 50% KkpIThpia anokpiong)



YAiIko — pEBodoi (VI)

AKTIVOAOYIKOG EAEYXOG
> YHepnXoTopoypa®nua UWRARG avaAuonc OIFANG olactacnc (7 MHz Acuzon

Phillips).

> Karaypa@pnke n AAxuven ToU €0 — JEGOU XITwVa oTh OEIa KAl apIGTEPH KOIVH
KAPWTIOd.

> A€loAoynBnKe n PEGH TIMN OTIG KOIVEG KAPWTIOEG, GTO OIXACHO AUTWVY. KAl i HEGN
TIUN TOV E00 KAPWTIOWV. 2E OAEC TIGC UETPNOEIC EANMORGAV. 3 TOUEG O KABE TUAUA
MoU £EETAGONKE.

> Ol UETPNOEIC OlEVEPYNBNKAV. MO TOV. 010 EEETAGTN O UNTIa BE0N TWV. AGBEVWV.
KAl TNG OMAOAG EAEYXOU.

> Karaypagpnkav Ta onueia ora onoida n eomiakn BAABn nrav = 2.00 mm.

> H e€eTaon eyive XwpIG va YWwpilel 0 EEETAGTNG T BAcKn VOoOo, OUTE TN

BapuTtnTa auTnc.



2TATIOTIKN avaAuon

> H oUykpion METAELU TWV OUAOWY. EVIVE UE TH XPNON Tou t-test.
>H ouoyetion PeTaU TWV. PETABANTWV EKTINNBNKE WE TO GUVTEAEDTN

OUGYETIONG Pearson.

> Epapuoobnke n  moAAamAn  maAivopopn avaAuon pe  e&apTnuevn
UETABANTA YIA TH CUCXETION TWV. IMTS TV KAPWTIOWV

>la Tnv. avaAucn TwV OO00UEV@WY. XPNOINOMOINBNKE TO OTATIOTIKO
npoypappa STATISTICA 5.1.

> H Tipn Tou p<0.05 Bewpnbnke WC OTATIOTIKA GNUAVTIKN.



Anpoypa@IiKa-KAIVIKOEPYAOTHNPIAKA XAPAKTNPIOTIKA Kal
IMTs TwVv acBevmy pe INPA kdl T®V UYIWV EBEAOVTWOV

AcBeveic (n=40) Controls (n=45) P
HAIkia (xpovia) 53.1+13.4 52.2411.3 NS
A\Y/e]o}la i0) 15 NS
[FUVAIKEC 30 30 NS
TKE (mm/h) 6.1+£3.1 <0.001
CRP (mg/dl) 3.1£2.3 <0.001
DAS-28 : :
IMT (A) mm 0.57£0.11 <0.0001

IMT (A) mm 0.56%0.15 <0.0001



KAIvikoEpyaoTnpiaka xapaktnpiotika kai IMTs twv
acBevwv pe NMPA o010 TEAOG THG HEAETNG

AcBeveic oTnVv AcBevEic 01O

evapen (n=40) TENOG (n=40) o)
HAIkia (xpovia) 53.1+13.4 53.9£14.1 NS
A\Y/e]o}la i0) 0] NS
[FUVAIKEC 30 30 NS
TKE (mm/h) 11.6+£5.7 <0.001
CRP (mg/dl) 5.6£5.2 <0.001
DAS-28 2.8%£1.1 <0.001
IMT (A) mm 0.64+0.15 <0.0001
IMT (A) mm 0.61+£0.16 <0.0001



NMoAAanAn naAivopopn avaAuon. EEapTnpevn HETABANTN: HETABOAN TWV
IMTs T@WV KOIV@WV KapWTIOmWV AVANESA OTNV EVAPEN KAl TO TEAOG TNG HEAETNG

[layuvon TV KOIVWY. KApWTIOwY.

(A) K Kapwmioa  (A) K KapwTida

AVEEAPTNTEC UETABANTEG B (n=40) B (n=40)
HAIkia (xpovia) 0.32% 0.19
®UAO -0.06 0.31*
DAS-28 4 -0.16
LC; &D -3.60
0.32 0.04
HDL 1707 1.05
LDL 3.04
TC/HDL 4.37
LDL/HDL 4.0
ApoAI -0.02 0.06
ApoB 0.07 -0.08
Wol(c)) 0.29 0.13
TKE 0.28
CRP 0.46 0.36
RF -0.05 -0.07

*p<0,05, ¥*p<0,08, Tp<0,02, +p<0,01



ZUHNEPACHA

Kara Ttn olayvwon, o1l acBeveic pe PA mapoucialouV
MAYUVON TOU E0W- JECOU XITWVA, TOU TOIXWUATOGC TWV. KOIVWV
KAPWTIOWV. GE OXEON ME TNV OJAOA EAEYXOU.

H mpwiun avoconapeufacn Kdl 0 €AEYXOG TNG VOOOU
BeATIOWVEI TNV MAXUVOR TOU EO0W-PECOU XITWVA TOU
TOIXWUATOG TWV. KOIVWV. KApWTIowV. AnAaorn, eAaxICTOMOIEI
TV mBavoTnTa EUPAavicnc kapolayyelakne VOoou



Early treatment reduces the cardiovascular
risk factors in nhewly diagnosed rheumatoid
arthritis patients.

Georgiadis AN, Voulgari PV, Argyropoulou MI, Alamanos Y,
Elisaf M, Tselepis AD, Drosos AA.

Semin Arthritis Rheum. 2008;38(1):13-9



PA - npwipn adnpwparwon - CVD

KUTTAPOKIVOV 1L- / ——

TNFa, IL-6 AvVTICOPAaTa evavri
1 T Lp(a) Aindiwv
T , YnepHOKUOTEIVAIHia |
Ivwdoyovou
Tip(a) | ™Sk
a1 B o S —
deises b el anasstanida gvdoBniiov | :
1 TV AyysiwVv LG, OnLDL
Alarapayzeg
y|  mnéng l
EAaTTwon mg Mpaipn CVD
LPL adnpwparuon
tCcrRP 4 : |

T Xuhopikpwy
‘ TLDL VDL |——| Avohnidawpia | «—— | TRG,VLDL |



Ennpsadei n Bepansia TnG PA Tov kapoiayyEIaKo
KIVOUVO?

> EMi0opacn omouc AoInouc MapayovTeC KiVOUVOU
BEATI®ON THG IKAVOTATAG MPOG PUGIKN AOKNGN

» Eniopaocn aneuBeiac oTov. kapolayyeIako KivOUVo



Enidpaocn tnGc MTX orn BvnrornTa

Mortality hazard ratio (MHR) oe agOeveic pe PA uno MTX

Amieeavérou | MHR | 9s%er

O | o4 | 0208
Kopdayveowés | 03 | 0207

AcoOeveic: 0Ao1 1240, MTX 588, nébavav 191

A)\)\a 0U|JBCITIKCI DMARDs (SSZ, HCQ, D-Pen, xpucog) OV
giyav. onuavrikn emdpacn omn BvnToTnTa

Choi HK et al. Lancet. 2002;359:1173-7



MeTa-avaAuon TnG enidpaonc Tng MTX oTnv
kKapdlayyEIakn voonpoTnTa kai vnrornra

o 18 peAeTeC
e H ypnon Tnc MTX £xel OXETIOOE PE:
— Meiwon Tn¢ kapdiayyeiakng BvnToTnTac
— Meiwon TnNc kapdiayyeIaknc VoonpPOTNTAC €V VEVEI.
Evdexouevwc To OPeAOC auTo gugavi(eTal JE TNV
npwiun Bepaneia, wc povobepansia n o€ cuvduacouo.
— Evdexopevn peiwon Tou Kivouvou EM

— Aev unapyouv snapkr 6edopeva 0oov apopd TovV
kivbuvo AEE, uneptaonc, abnpockAnpwaong Kai yia
Tnv enidpaon oTa enineda Aindiwv
Westlake SL. Rheumatology. 2010;,49.:295-307



Enidpaon Twv DMARDs oTnv kapdiayy&iakn
voonpoTnTd

Years of exposure to disease-modifying antirheumatic drugs and cardiovascular morbidity in patients with rheumatoid arthritis in

the QUEST-RA study

HRa(959% CI) CV all types

HRP (959% CI) CV all types

HRe (959% Cl)

CV all types

Myocardial infarction

Stroke

Methotrexate
Glucocorticoids
Antimalarials
Sulfasalazine
Gold
Leflunomide

TNF-a blockers

0.82 (0.79-0.86)d
0.94 (0.92-0.97)
0.94 (0.91-0.98)
0.91 (0.87-0.96)
0.96 (0.92-1.00)°
0.52 (0.38-0.72)d
0.67 (0.53-0.85)"

0.84 (0.80-0.87)d
0.95 (0.93-0.97)
0.95 (0.91-0.99)f
0.92 (0.88-0.97)
0.96 (0.92-1.00)°
0.55 (0.41-0.75)4
0.71 (0.56-0.89)f

0.85 (0.81-0.89)d
0.95 (0.92-0.98)¢
0.98 (0.94-1.02)
0.92 (0.87-0.98)"
0.99 (0.95-1.03)
0.59 (0.43-0.79)"
0.64 (0.49-0.83)"

0.82 (0.74-0.91)d
0.96 (0.91-1.00)
0.94 (0.85-1.03)
0.82 (0.69-0.98)¢
1.04 (0.98-1.10)
0.52 (0.26-1.06)
0.42 (0.21-0.81)

0.89 (0.82-0.98)e
0.98 (0.93-1.03)
0.87 (0.76-1.01)
0.90 (0.79-1.03)
0.98 (0.89-1.07)
0.91 (0.65-1.28)
0.64 (0.39-1.05)

Naranjo A. Arthritis Res Ther. 2008;10:R30



BioAoyIkeG Bspaneiec kal SOUGAIMIOAIHIa

> Anti-TNFa, IL-1, IL-6 ...
> MeTpiac kal coBapnc popdnc PA

> EANGTTOON TOU (PAEYLOVWOOUC (POopPTIou, BEATIWON
TNG VOOOU

> EVOEIEEIC BEATIOONG TOU AIMIOAINIKOU RNPOMIA

> Anti-TNFa — eAarTwon @Aeypovnc, emppacuvon n
avaoTpo®n TNE evooBnAiaknc BAApNG ?

Choy E, Sattar N. Ann Rheum Dis 2009;68:460-9.



BioAoyikec Ospaneiec (anti-TNFa) kai

SucAimidaipia
Treatment dwation <8 months _
Popa™ Prospective, single-Centre, CONSeCutive 3 mgkg infliamab, weeks 0, 2; DMARDs and oral TG (mmol Ak T.7|5.55,* mean A1.07 mmold (mean
patient study corticosteroids were allowed (prednisone <10 mg/day)y values)
The Netherdands 2 weeks [n="67 patients with RA) HOL (mmal): 1:f 1.37,* mean A1.08 mmol! (mean
values)
LOL (mmolle: 1.1 3.54,* mean A1.08 mmoll (mean
\yalues) J

TG (mmold): «; 1.50% (mean valug)
e TC/HOL: ++; 4.19% (mean value)
LOLHOL: e, 272% (mean value)

Allanore™ Prospective, consecutive patient study 3 migg infliximab, weeks 0, 2 and & + 7.5<20 mg MTX,
France weely't weeks (n =59 patients with RA)

TG (mmalAy: T,7(5.0,* 5.95 (mesan values)
HOL (mmold): T, 1.3 145 [mean values)
LOL {mmolly: 1.5 3.0,% 3.65 (mean values)
TG = [mean value)
TEHOL: = [mean value)
= | DLHDL: ¢ (mean value)
CRP (mgAL | 29.8,* 7.6 (mean values)
ESR (mm): |;F 30.7.* 1B.1% (mean values)

Vig* Prospective, single-centre, ConSecutive 4 migyg infliximab, weeks 0, 2 and 6/6 weeks (n =63 TC (mmalAl: TF 5.17.* 5528
patient study patients with RA) HOL (mmol): P;+ 1.47,* 1.59%

The Nethedands == TCHOL: ¢ (mean value)

Peters™ Prospective, single-centre, CoNSecutive 3 mykq infliamab, weeks 0, 2and 6; MTX (15 mg/week) and | TC (mmold): T.F 479" 5068 (median values)
patient study prﬂﬂniwm.wem allowed (<10 mo/day 6 weeks (n= B0 HOL (mmolf): 1|:7 1.46 mmelA* 1615 (mean values|
The Netherands patignts with RA) .

} /7 1.26 mmold ,* 1.398 (median values)
% TCHOL: | ;# 3.42,* 3.208 (median value)



BioAoyikec Ospaneiec (anti-TNFa) kai

Treatment duration <26 months

Soubrier™ Prospective, single centre, study

France

3

Tam Prospective, single-centre, consecutive

patient study
China

Dahlgvist™  Prospective, single-centre, consecutive

patient study
sweden

SucAimidaipia

40 rr[g adalimumab, Exrer} other week or 3 mg'kg infliximab, TC {mmol/l): ;7 5.65"
weeks 0, 2, 6 and 8 or 25 mg etanercept, twice weekly'  Hp[ (mmol): <+ 1.92"
14 weeks (n= 29 patients with RA] LOL {mmolf): e+ 3.41*

TG (mmoll); ;1 1.40"
TCHOL: &+ 3.13"

3 mg'kg infloamab, weeks 0, 2, 6 and 14; NSAIDs, MTX and
prednisolone (< 10 mg/day) could be continued'14 weeks
(n =13 female patients with RA)

TC (mmolf): 7;+|4.62," 5.225 (mean values)

HOL (mmol/): 7% 1.52," 1.675 {mean values)

LOL (mmold): 7,1 2.68," 3.08 (mean values)

2 170937 1,228 (mean values)

TCHOL: ;1 3.25" (mean value)

=—> [ DLHOL: « 7 2.0* {mean value)

CRP (mg/): o7 16.3," 3.75 (median values)

ESR (mmvh): ;7 69" 365 (median values)

3 mg'kg infloamab, weeks 0, 2, 6 and then every 8 weeks;
continuation of DMARDSs and corticosteraids allowed/
3 months (n= 52 patients with RA)

—p [GHOL: 79
LOLHOL: 79



BioAoyikec Ospaneiec (anti-TNFa) kai

Treatment duration =6 months

Kiortsis™ Single-centre, consecutive patient study
Greece

Seriolo™ Prospective, single-centre, consecutive
patient study
Italy

Spanakis® Prospective, single-centre, consecutive
patient study

Greece

SucAimidaipia

3 mg'kg inflamab, week 0, 2, 6 and then every 8 weeks +
MTX or cyclosporine A and prednisone (5 mg/day)/e months

(n =82 patients with RA)

3 mg'kg inflamab, week 0, 2, 6 and then every 8 weeks or
25 mg etanercept, twice weekly or adalimumab, 40 mg every

-

other week; 10 mg MTX, weekly (permitted) + <10 mg
prednisone (daily) (permitted)/& months (n= 34 female

patients with RA)

3 mg'kg inflamab, week 0, 2, 6 and then every 8 weeks +
ongoing stable DMARDs and corticosteroids (<210 mg/day)/
6 months (n= B0 patients with RA, ankylosing spondylitis or

psoriatic arthritis)

—

e

TC img/dl): &+ 211"

HOL (mg/dl): &1 53"

LOL (mg/dl): <7 134"

TG (mgdl). 7.+ 113" 1265
TC/HDL: &+

TC (mg/dl): 7,7 168" 1975 (mean values)
HOL (mg/dl): 7.7 34, 385 (mean values)
1G (mg/dl): «;1 126" (mean value)

Lpla) (mg/dl): ;7 31" (mean value)
TC/HDL: ;7 3.9" imean valug)

TC (mg/dl): «;+ 203" 2115 (mean values)
HOL (mg/dl): 7.7 49, 528 (mean values)
LOL {mg/dl): <=7 132" (mean values)

TG (mg/dl): <=, 109" (mean values)
TCHDOL: ;7 4.4" {mean values)

LOLHDOL: ;7 2.9% (mean values)

CRP {mg/dl): ;7 2.38" (mean values)
ESR (mm/h): L5 41" 305 (mean value)



BioAoyikec Ospaneiec (anti-TNFa) kai

v
oucAimoaipia
Treatment duration =6 months
Saiki® Retrospective, single-centre study Infliximab, week 0, 2, 6 and then every 8 weeks + 5 mg TC (mgedl): T, 167," 2148
Japan prednisolone, daily (patients with active RA) + 6 mg/m* MTX, 1 (mg/dl): 1;92* 2075

weekly/6 months (n =32 patients with RA| CRP (ma/dl: | ; 4.5 0.38

Allanore’ As above 3 mg'kg infliimab, weeks 0, 2, 6 and then every 8 weeks + | TC (mmold). T,;7)5.0," 6.08 {mean values)

1.5-20 mg MTX, weekly/30 weeks (n =59 patients with RAJ | HDL (mmol/): 1 1.3,* 1.55 (mean values]
LOL {mmold): 7.5 3.0,% 3.55 imean values)
TG: <1 1.6" (mean valug)
TC/HOL: &7 4.3"

> ;

LDL/HDL: ;1 2.6
CRP {mg): | ;7 29.8," 6.45 (mean values)
ESR (mmdh): o+ 30,7, 16.58 (mean values)



BioAoyikec Ospaneiec (anti-TNFa) kai
SucAimidaipia

Treatment duration =6 months

Garcés® Consecutive patient stud Infliximab or etanercept (doses not reported)/1 year (n="65 | TC (mo/dl): 7+ 180," 1985 (mean values)
P Y p P ¥ g
patients; 30 with RA, 23 with ankylosing spondylitis and & | HpL (mg/d); <1 57,* 608 {mean values]
with psariatic artritis) LOL {mg/di): *;+/105,* 1238 (mean values|
TG (mg/dl): ;7 102," 1125 {mean values)
TC/HOL: ;7 3.4, 3.58
LOLHDOL: 7,7 1.9," 2.25

TC (mmal1): ;7555 A1.09 (mean values)
HOL {mmal/): <7 1.37" (mean value)
LOL {mmol/1): ;5 3.54" {mean valug)

TG (mmolf1): |+ 150" A1.28 (mean values)
—_> TGHDL: 7,7 419" A1.04 (mean values)
LOLHDL: &; 2.72% (mean value)

Popa™ As above 3 mg'kg inflamab, weeks 0, 2, 6 and then every 8 weeks;
DMARDs and oral corticosteroids were allowed (<10 mg/
day)/12 months (n =31 patients with RA

Peters® As above 3 mg'kg infliximab, weeks 0, 2, 6 and 14 weeks and, TC (mmol/l): <= 4.79" (median value)
thereafter, every 8 weeks; MTX (15 mg/week) and predmisone  HOL (mmol/l): ;1 1.46" {mean value)
were allowed (<210 mg/day)/48 weeks (n =80 patients RA) TG (mmoll): «;7 1.26" (median value)

= TC/HOL: ;7 3.42"* (median value)



BioAoyikeG Oepaneiec (Tocilizumab) kai
SucAimidaipia

Nishimoto® Multicentre, double-blind, 4 mgkg or 8 mgkg tociliumab every 4 weeks/ TC (mg/dl): T T with both doses tocilizumab; at
placebo-controlled study 12 weeks (n =109 patients with RA) 4 mg/kg, 185,75, A14.1%;5 at 8 mg/kg, 185,78
Japan A28.6%5 (mean values)

HOL (mg/dl): 1+ with both doses tocilizumab; at
4 mg/kg, 57,78 A17.5%;% at 8 mg/kg, 58,78
A24.1%35 (mean values)

TG (mg/dl): T 1 with both doses tocilizumab; at
4 mg/kg, 86,75 A22.1%;5 at 8 mg/kg, 89,75
A34.8%8 (mean values)

CRP (mg/dl): | + with both doses tocilizumab; at
4 mg/kg, 5.1,758 A-51.0%5 at 8 mgkg, 4.9,75
A-T79.6%5 (mean values)

ESR (mm/h): | 1 with both doses tocilizumab; at
4 mg/kg, 71,78 A-38.0%;% at 8 mg/kg, 71,78
A-T71.8%8 (mean values)

Maini® Multicentre, double-blind, 2 mg/kg, 4 mg/kg or 8 mg/kg tocilizumab every  TC: T with tocilizumabj
placebo-controlled, 4 weeks either as monotherapy or in combination RDL: | with tocilizumab
randomised study with oral MTX once weekly, or a control of MTX TG: | with tocilizumab
Furope once weekly plus placebo for 16 weeks ===»TCHDL: | + with 8 mg/kg tocilizumab; <+ with

(efficacy)/20 weeks (safety) (n= 359 patients 2 mg/kg or 4 mg/kg tocilizumab

with RA) CRP: | § with 8 mg/kg tociliumab; ] with
2 mg/kg or 4 mg/kg tocilizumab
ESR: | 1 with 4 mgkg or 8 mg/kg tocilizumab; <
with 2 mg/kg tocillizumab



BioAoyikeG Oepaneiec (anti-IL-6) kai
SucAimidaipia

Smolen® Multicentre, double-blind, 4 mg/kg or 8 mg/kg tocilizumab every 4 weeks or  With both doses tocilizumab
controlled, randomised,  placebo with MTX at stable pre-study doses TC (mmel/l): 7% at 8 mg/kg: 5.11,7 A0.9; at
Phase Il study (10-25 mo/week)/24 weeks (n=622 patients 4 mg/kg: 5.08," A0.9] (mean values)
International with RA) HOL (mmol): 1,7 at 8 mg/kg: 1.47,7 AQ.1;; at
4 mo/ka: 1.49,% AO.1§ (mean values)
LOL (mmol/): 1+ at 8 mgkg: 2.93,* A0.6;] at
4 mo/kg: 3.02,7 A0.5] (mean values)
—> TCHDL < or | in 92% patients with 4 mg/kg
tocilizuman ¥
& or | in 83.1% patients with 8 mgkg
tocilzumab
CRP (mg/dl): | 1 at 8 mgkg tocilizumab; 2.6% with
4 mo/kg tocllizumab; 2.87
ESR: pattern similar to CRP changes

Nishimoto” Multicentre, controlled, 8 mg tocilizumab every 4 weeks/52 weeks TC: anomalously 1 in 38% of patients
randomised, study {n =134 patients with RA) HOL: 1 to above normal levels in 24% of patients

Japan LOL: anomalously | in 26% of patients

TG: anomalously T in 17% of patients

= TCHOIL &



BioAoyikec Ospaneiec (anti-TNFa) kai
OUCAINIOAIYIa ~-ZUHNEPACHA

Ta anoteAéopata Oeixvouv  OTl n  anti-TNF-a  Bepanegia  yevika
odnyei oe auv&non Twv emNEdWV TWV KUKAOPOPOUVTWV KAAOWATWV TWV
AInidiwv

>Au&énon Tng TCHO pexp1 28%

>Au&non Tng HDL-C pexp1 79%

>Au&non Twv TRG pexp! kai 125%.

MeplopIOPEVEC HENETEG HIKPNC OIAPKEIAC,

Ynapxel avaykn yia PEYAAUTEPEC, MEAETEC yia TNV KAAUTEpN kataypagpn o€
npaydaTikn KAigaka Twv aAAaywv oTa €nineda Twv AINdiwv O€ OXeoN HUE ThV
akoAouBoupevn avTi-TNF Oepaneia, n Xpovikn Mopeia autwv Twv alAaywv
Kal, KupiwC, O avTikTunoGC TwV aAAQywVv auTwVv OXETIKA HE Tov KivOuvo
kapdlayyelakng Vooou.

Map' ONd auTa, Ot APKETEC anoO TIC AVWTEPW MEAETEC, UNAPXEI CNUAVTIKN
OUOXETION OTIG HETABOAEC TwV AIMIdiwV O€ OXEON HE TN PAEYHOVN



BIOAOVYIKEC Oepaneiec -(pAeyovn Kal HETABOAN
TOU AIMIOAIHIKOU NPOoPIA

1. Pre-RA 3. Treated RA with biologics
¢ Tcholesterol  Tcholesterol
o Ttriglycerides e Ttriglycerides
e |HDL-C e THDL-C
e CRP normal e LICRP

2. Active untreated RA (in general)
« lcholesterol
e J|triglyceride
e JIHDL-C
« TTTCRP



BIOAOVYIKEC Oepaneiec -(pAeyovn Kal HETABOAN
TOU AIMIOAIHIKOU NPOoPIA

CRP (or inflammation)

Baseline — S ad
S
Lipid levels
| | | g
Pre-RA Untreated RA RA treated

with biologic



BioAoyIkEG Oepaneiec - ouoAimoaipia /CVD
ZUpNEpAcHara

>0 KIVOUVOC EUPPAYUATOC TOU [UOKApdiou eAaTTwBnke o€ aOBeveIC mou
avranokpibnkav os avTi-TNF Bepaneia.

>H eAatTwon TnG evepyoTnTac TnG vooou WPe avTl-TNFa Bepancia @aiveral OTI
avéavel Tnv HDL-C kai LDL-C, oupBaAlovrac oTn MEIWOn TOU Kapdlayyelakou
KIVOUVOU.

>EninpooBera, eAaTTwveETal TO (PAEYMOVWOEC POPTIO, Ta €MiNedd TwV
KUTTAPOKIVWV, OpouBo@IAikol napayovTec, OEEIOWTIKO OTPEC, BeATiwon TNG
ayyeIaknG AEIToupyiac, HIKPOTEPN AVTIOTACN GTNV IVOOUAIVN.

>Mapa Tnv avénon Twv ouvoAhikwyv eninedwv TCHO o Aoyoc TCHO/HDL-C dev
peraBaiAeral aiobnTa pe avti-TNF Bepaneia.

>H au&non tng LDL-C pera ano Bepaneia pe anti-TNFa npenel va cuvunoAoyIGHEi
Kal JE AAAOUC OUVUMNAPXOVTEC aBnpoyovouc NapayovTeC.



2uoTtaoeic EULAR yia Tnv kapolayysiakn
VOOO OTH PEUHATOEION apBpiTidd Kal TIG
aAAEC apOPITIOEC

Ann Rheum Dis 2010. 69: 325-331



2uortaon 1

H PA Ba nmpemnel va Bewpeital karadotnacn n omoid
oXeTieTal e PEYAAUTEPO KIVOUVO Yid Kapolayyeiakn
vVOoo. To 010 Ba mpenel emionG va BewpeiTal, via Thy.
A> kai Tnv. WA, av kal Unapyouyv. KON MEPIOPICUEVEC
evOEeiEelc. O au&énuevoc KIVOUVOCG (palvETAl VA OMEINETAl
Kal o710 MEYAAUTEPO EMINOAAGNO TWV. KAGGIKWV.
NAPAYOVIWY. KIVOUVOU' Kal OTo AUERMEVO (PAEYLOVWOEG
(POPTIO.



>UoTaocn 2

O €eAeyxoC TNG EvVEPYOTNTAGC TNG VOOOU Elvdal
anapaitntog yia va PeEiwBel 0 KIVOUVOG
kapolayyeIaknG BvnoiuoTnNTAc.



2uotaocn 3

>UVIOTATAl EKTIUNCN TOU KapolayyeIakou KivOUVOU
UE TN XPnon KateuBuvinpiwy. 0onyiwv Yyia OAOUC
TOUC aobBeveic pe PA kal Ba mpemel va yiveral
ETNOIWG Via OAOUC TOuC acBeveic pe A n WA. H
EKTIUNON  TOU  KIVOUVOU Ba  npenel  va
enavahapBaveral orayv. PeraBalAeral n Bepaneia.



2uoTtaon 4

Ta povieAd EKTINNONG TOU KiVOUvVou Ba mpenel va
npooappolovral yia acBeveic ue PA Pe ThV EI0Aywyn
guvteAeoTn npocavénonc 1.5. O cuvreleoTnc Ba
NPEMEl VA XpNOoIUOMoIEiTal, oTayv. 0 aocBevnc pe PA
EXEl TOUAAYIOTO 2 ano Ta akoAouBa 3 kpiTnpia:

— Aidpkela vooou > 10 €1n
— RE (+) n avri-CCP
— [lapouacia eEwapBpIkwyV. EKONAWOEWY.



2uoraocn 5

O abnpwparikoc Aoyoc TCHO/HDL-C Ba npemel va
AduBaveTal unown, OTav. XPNOoIUONOIEITAl TO HMOVTEAO
BaBuovopnonc (SCORE).



2uoTaon 6

MNapepBacelc Ba npenel va yivovral cUPNP®va JE TIG
OIEBVEIC KATEUBUVTIPIEC OONYIEC



>uoTaon 7

O1 orvarivec, ol a-MEA kai/np ol ATII anokA€IoTEC
€lvVal Ol MPOTIUWUEVEC BEPANEUTIKEC EMIAOYEC, XapNn
OTIC AVTIPAEYUOVWOEIC IDIOTNTEC TOUC.



2uotaon 8

O pohoc Twv COX-2 avaoToAewv Kdl TV
nepiocoTepwy. NSAID'S orov kapdiayyeEIaKo KivOUVO
OEV. €lval EMAPKWC TEKUNPIWPEVOC Kal Ypelalemnal
NEPAITEPW EPEUVA.

©a mpenel va eipacTe MOAU MPOCEKTIKOI KATA TN
XOpnynon TOuC, Ot acBeveIC ME TEKUNPIWUEVA
KapoIayyEIaKn VOoOo Kal/f napoucia kapolayyelakwy
NApAyovIwyV. KIVOUVOU.



zuoTtaon 9

XPNOIJOMOIOUNE TdA KOPTIKOGTEPOEION OTIG
XAMNAOTEPEC OUVATEC OOTEIC,



zuotaon 10

>UOTHOTE OIAKOMN TOU KANVIGATOC



ZUMNEPAcHa

Mpwiyn olayvwon TG PA kal dpecn avocomnapelpach,
KaTtaoTeAAEl T PAsyUOvV@WOn OlEpyaAcia Kal npoAapBavel Tic

EMIMAOKEC TNG

O anoTeEAECUATIKOG eAEYXOGC TNG PA @aiveral va BeATIOVE
70 AMOAIUIKO MAPOPIA Kal va €EAATTWVElI TOV. KiVOUVO

KapOIAYVEIaKWY. ENEICODIWY.
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