A broken heart

Avootacioc Kapapovakog

Yyohocopnog: Katepiva Xatinotovouciov




AoBevnc,

yuvalka 55
ETWV

Advvopia-KataBoAn arto unvog

RF+, anti-CCP+ Pevpuatociong ApOpitioa armd 6etiac v1mo
TTpedviLoAOvn Smg ko pebotpecdtn arrd 9unvov

Ca pootov pe oyketoun, XMO kot AK® a11o 10etiog
Xepovpynbeica kuotn ®obNKNC TTpo 20eTiag
KotdOiyn

Kamvietpua (45p.v.)

Avonpia pe Ht:28% e otadiaxn oo 1o tedevtaio 3unvo
(84->28)

AMuyn evAlkov + fe + Articlox armd punvog



Apoduvapikd otafepn Kot aTTOPETN, ATTIGYVACUEVT
KAwvum e€étaon:

[TavoeAnvoeldég TTpocwTTeio

ApOpitda dxpov yepav kot yovorog (AE)
Ownuoata Ao Kato dxpov un Lopmon
Atgpevvnon

DRE(-) yw aipo-pérova

HKI: RBBB , troponin: 235 (kp<14)

U/S xaporwig : (AP) + (AE) xotMa lcvcmaorucémw, gKwnoio
Bacukov pécov MKA, eopeyédne pale otmicBiov torydpatog kot
uikpotepeg kopvenc kot MKA ot (AE) kothia

(AP) koo @UGLOAOYIKOV JOGTAGEMY LE OLAYLTN VITOKIVI|Gia,
KOTATEPOL Kot 0TMicOov Toryopatoc, K.E: 35%, morhamiég palec
(>5) og xopven (ap) xotriag

(AE) dwatetapévn pe KoAn cuoTTastikOTnTa, VKV Al pe picyo
MKA

Métprov BaBpov avermapKelo TPIYADYIVAG KOl LIKPT) COPTIKTG Kol
LLTPOELDOVG

PASP : 40mmHg



Epyaotnplokoc EAeyxoc

T'ENIKH AIMATOX HITATIKH BIOXHMETA & ENZYMA

Hct 27,6 Bil/ 0,8/0,54

Hb 8,4 SGOT/PT 53/53

RBC 3500 ALP/yGT 121/74

MCV 78,9 Albumin 34,9

MCH 24 UA 9,3

MCHC 30,4 LDH 315

WBC 9250 P:6300 CPK 36
L:2310 HbAlc 5,1

PLT 308.000

AEK 24.000



Epyaotnplokoc EAeyxoc

IOAOT'IKOYX EAEI'XOX
HbsAg -
Anti-Hbs +
AEIKTEY PAEIT'MONHX
Anti- Hbc -
TKE 25 (k@<20)
HCV abs -
CRP 36 (kp<b)
HIV abs -
EBV -

CMV -



[MpoBAnpoTa

AcBevouc
AA

= Avoipio vTToypouUn WMKPOKVLTTOPIKT — GLOT|POTTEVIKN
= Hrmiog avEnuéva nimatkd eviovua

= Ewova pookapotomadetog pe paleg evtoc (AP) kot (AE)

KOG

Evepydc Pevpatociong ApOpitoa (compliance?)

Il

1) Avéykn ammoxieiopod 0ykov pe d0evtePoTTadeic VIOTIOEIC
2) loyopio

3) Mvoxkopditido 10yevode ortioloyiog

4) Xvomuatikn apvlogidmon (devtepoTTadng)

5) Pevpatikr pookopditido pe pgoportikd olidia



'Evapén aywyng

= Kapdtloknec ovETTAPKELOC

o ®ovpoocenion 40mg, 1x1
o KapPedhoin 6,25mg, 1/2x2

o Popurtpiin 2,5mg, 1x1

" AVTUITINKTIKN OY®YN

o Evo&amtapivn Bepartevticd 0,6x2

- LEYPL
OTMOKAELGNOY
Opoppov




ATIELKOVLOTLKOC ‘EAeyxOC

I'aoTpooKoOTIon: YOPic LOKPOGKOTTIKES PAEVVOYOVIKEC OALOIMGELS

Ko0A0vooKOTM61): EKKOATTOUATMOGCT] GLYLOEIOOVC OTOTL0L KOl UIKPOOLmON
OLLUOPPMGCT — KOMTIO0 TVPAOD, AVIOVTOC KOl EYKAPGIOV KOAOD BIOYIEX
CT 0mpaxoc, (ivco-Kd‘rMag: LIKPT TTOCOTNTO MAEVPITIKNAG GVALOYTS AU,
utkpn olmwong aAroimwon (AP) kdtm Aofol, nTTatopeyaiio, LE OVOLLOLOYEVELD (G

ETTL KapO10Ko NTTATOG, AOUTA Opyava K@ Y®pic TTaBoA0YUKOVS AEPUOEVEC

CTPA: (-) yio IL.E., Oaupn varog ave (AE) ko payloiov Tunuatov TIvevuovey
AULP®



MRI kapoLac

(AP) koMo avEnueEVMV O106TAGEMV, GOPapa ETTNPEAGUEVT
GUGTOMKN Agttovpyia, AémTuven-okivioio pécov MKA,
LTTOKIVN GO LTTOAOITT®V TUNUATOV

(AE) xo1Aio eAopp®OC AVENUEVOV OLUGTAGE®V, ETINPEAGUEVN
GULGTOAIKT) AELTOVPYiQ

= Kwnra uoppawuato (AP) kai (AE) xoidiog wc emmi Opopupmv
= Metd TN yop1ynon TToPOLLOYVITIKTG OVGIOG QVENUEVT EVTOON
I GTULOTOG GTO OKIVNTIKO TUNUA TOV uEGov MKA
"Tvoyon un 6oL UIKNS QLTIOAOYLOG



[Moplopa MRI kapdLac

m) PDleypovoddnc pvokapditida pne mopovsia Opopupov f olidiov ota
UKV TIKA-VTTOKIVI|TIKO TUTNUOTO TOV KEPOLEK®OV KOLAOTTOV

PEVNOTIKG ollona,

Ka

I PEVNOTIKT] KOpOolomadeln

H axpinic eOon kot tavtoTmoinon tomv
BraPov empPBarret

Proyio pookapoiov



POooBoAN
LUOKOPOLOU

Cardiac manifestations of RA include pericarditis,
myocarditis, and coronary vasculitis

Reduction in life expectancy in RA patients is primarily
due to an increase of cardiovascular events associated with
both ischemic heart disease and congestive heart failure

Postmortem studies document much higher rates of
cardiac involvement than are observed clinically. While
30%-50% of patients with RA have postmortem evidence of
pericarditis, pericarditis as a clinical manifestation of RA
occurs in less than 10% of patients.

Cardiac magnetic resonance imaging studies also suggest
that subclinical myocardial abnormalities are not
uncommon in RA patients.

Voskuyl AE. The heart and cardiovascular manifestations in rheumatoid arthritis. Rheumatology. 2006;45(Suppl 4):iv4-iv7.

Hurd ER. Extraarticular manifestations of rheumatoid arthritis. Semin Arthritis Rheum. 1979;8(3):151-176.

KobayashiY, Giles JT, Hirano M, et al. Assessment of myocardial abnormalities in rheumatoid arthritis using a comprehensive cardiac magnetic resonanc



1. micro- and macrovascular coronary ischemia
myocardial inflammation (myocarditis)

Mnxowviopotl

Myocardial fibrosis

LUOKOPOLOKNG S
B)\dBI’]q . Amyloidosis
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a) b)
d) e)

Pattern of delayed enhancement. (a) Linear enhancement in the
subendocardial layer. (b) Linear enhancement in the middle layer. (c) Linear
enhancement in in the subepicardial layer. (d) Nodular enhancement in the
middle layer. (e) Patchy enhancement in the middle layer.

Cardiac MRl

Contrast-enhanced cardiac magnetic resonance imaging (MRI) is a
non-invasive tool for the diagnosis of ischemic and non-ischemic
heart diseases.

When the myocardial tissue is damaged, the resorption rate of
contrast will be diminished. Specifically, delayed myocardial
enhancement (delayed enhancement: DE), particularly when there
is a delay in contrast washout within the tissue can indicate
myocardial inflammation, fibrosis or myocardial infarction (IMI)

Adding pharmacological stress can identify myocardial perfusion
impairment in various forms of cardiomyopathy as well as ischemic
heart disease. Areas of reduced perfusion within the myocardium
(perfusion defects: PD) when pharmacologic stress is applied
indicate vascular impairment. Segmental PDs (that is,
corresponding to the distribution territory of an epicardial
coronary artery) suggest macrovascular involvement, while diffuse
or non-segmental PDs are highly suggestive of microvascular
impairment.

Combining contrast enhanced MRI with pharmacologic stress can
aid in identifying underlying pathophysiological features more
accurately than each approach alone.



Oedema

lmaging




= Myopericarditis with atypical presentation, diagnosed by

Myopericarditis, as CMR in RA under remission - may precede the
the ﬁrst Si N Of development of RA relapse.

rheumatoid arthritis
relase evaluated y = In l-year follow-up RA patients with history of

CMR myocarditis have a higher frequency of disease relapse

and may develop HE.

Mavrogeni S et al. Inflam Allergy DT 2013



Exclude infections

& primary or
metastatic tumor
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= H pevpatoctong apOpitida ival pio cuoTUATIKY VOGO

= To kopotayyelakd cvoTNU TIPOSPAALETAL TTOAD GLYVA

= Treat-to-target!!! Axopo kot yopunAng evepyotnta vocog
(evepyOc pAegyuovn) ocvoyetiletan pe avénuévo Kivouvo

KOPOLyYELUKOV cVUBOUATOV Kol AAAOV eE@apOpIKOV
Ta ke h ome ekonAwcenyv =2 TTOXOX YOEXH!!

m essa geS * H MRI kopdidg =2 e&étaon eKA0YNG, DITOKAVIKY QAEYLOoVT, AA
1GYOL0G KAl QAEYLOVIG

= H xoptildévn AEN cuvietd armd povn g Oeparteio. DMARD!!!

Conventional synthetic Biological Targeted synthetic

Anti-TNF JAK inhibitors (tofacitinib,
Rituximab, abatacept, baricitinib)

tocilizumab

Methotrexate, leflunomide,
sulfasalazine



