IATPIKH ZXOAH
EONIKO KAl KAMNOAIZTPIAKO NMANEMIZTHMIO

ANOIMQOQAH2 ENAOKAPAITIAA

EAntida Maotpoyiavvn
NaBoAdyog-AotpwéloAoyog
ErpeAntpwa B° EZY

1 AntptAiov 2024



Opicuoé¢

N
AolpwoNcg evookapdiTida gival N Aoipwen
kKapdlayyelakwyv douwv (kapdiakeg BaABidec,
TOIXWHMATIKO £VOOKAPDI0),
cuuTtTEPIAQUBavouévnG Kal TNG EvoapTnEITIdAg
TWV NEYAAWYV EVO0OWPAKIKWY aYYEIWV (AVOIKTOC
BoTaA&10¢ TTOPOC, ATEVWON I0OUOV A0PTAC) i
EVOOKAPOIAKWY EEVWV CWUATWYV (TTPOCOETIKEG
BaABidec, BNUATOdOTN KATT).



Evbokapditida

o 3 . . .
-
E ) L] -

0 EtAola entimtwon 3-10
neputtwoelc / 100.000

0 2uxvotepa POoBAANETOL N
urtpoedne BaABida kat
akoAouBoUv N aopPTLKA KoL N
TPLYAWYLVAL.

0 EkBAdotnon: alpomnetaAla,
vwoEeC, eAdyLoTa
dayokUTTOPQ,
LLkpoopyaviopol (106-10%/gr)




[TaBoyEvera Evookapoitioog

TPOLUMOL‘CK,S;,LOQ NBTE: non bacterial thrombotic endocarditis
Evoobniiov
_|_
% >t ‘v — I1E
CLLOTETAALN \ Baxtnprotpio
_|_

VMOEG



Mechanisms of Infective Endocarditis

a Mechanical injury © o . .
° ° ° .
Bacterium —2@ o @ @ Non-activated
@ platelet ©
Monocyte o) o
. o . @, e

©  Activated

Endothelial T
platelet

cell Cytokmesa o

Subendothelial matrix

Fibrinogen—fibrin Infected and lysed

and other proteins endothelial cell
b Inflammatory endothelial lesion o ©
° @

Activated endothelial cell

Progression



Pathogenesis of Infective Endocarditis

Pathogens S Adherence toi
gain (transient) S Blood fl (injured or inﬂamed):
access to the /. ood Tlow valve surface

,e00 o bloodstream J

° . Dissemination
o o o
o o
o o o !i&«
000 ) Qe o © @ /i

x/:xr‘

Activated platelet O Bacterium ~—- Proteins (e.g. fibrin)
(9 Endothelial cell Subendothelial matrix o Cytokine




@5 [1APATONTE2 KINAYNOY
L I ———————————————

0 KAPAIOTENEIZ 0o MH KAPAIOTENEI2

0 Mponyouuevn Aotuwdng 0 Xpnon evbodAepiwv ovolwv
evdokapbitida 0 Ev&ayyelakol KaBetrpeg

0 MpooBetikn 0 AVOOOKOTOOTOAN
BaABida/Bnpatodotng 0 Mpdodatn 08ovTLOTPLKA

0 BaABlbomnaBela napéppoon

O 2Uyyevng Kapdlomabela 0 Mpoodarto xelpoupyelo

Peupoatikn kKopdlomabeLa: o cuxvn OLTLa OTLC AVOTTTUCCOUEVEC XWPEC



NMaBoyova attia avaloya HE TNV TUAN

2 TOMOTLKN) KOAGTNTOL IIH | Viridans streptococci
} Aépuot ||\‘ |Staphylococci
 mEm

} Memtiko ||H :
Enterococci
 ovporonms [l 2

Streptococcus gallolyticus




Global epidemiology of causative pathogens involved in IE.

(North America /Europe
2% 1%

0% 39,

T [[] Enterococcus [JVGS
B HACEK [1 Streptococcus bovis
] Fungal B Other streptococci

M Culture negative

B Streptococci

[0 Staphylococcus aureus
[ CoNS

[ Other

(Other

2% 1%




@8 HACEK (5-10% twv MEPUTITWOEWV €K TNC KOWOTNTAC)
e

Haemophilus
Aggregatibacter

L]
L]
o0 Cardiobacterium
o0 Eikenella

L]

Kingella



Evbokapditida o NoonAevopevouc
- J

0 Staphylococcus aureus

0 6-25% tov Baktnpoputov and S. aureus cYeTILOUEVOV
LLE KEVIPIKEC YPOUUEC EMMAEKETAL UE EVOOKAPOLTION

0 CoNS

0 Enterococci



Evbokapditida o€ xpnotec EQ Ouoclwyv
S
0 Kuplwg mpooBaAAeL Tnv TplyAwyLva
o S. aureus
0 Enmi mpooBoAng twv aplotepwyv KOWNOTATWY TO AT TWV
noBoyovwy MoLtkiAAEL
0 Gram-negative bacilli
o Bacillus cereus
O Lactobacillus
0 Corynobacterium
o Candida
0o MNoAvpkpofLakn



Evookapobitida pe apvnTKEC KAAALEPYELEC

S

0 210 5-15% twv evookapSLtidwv oL KOAALEPYELEC QLUOTOC ElvalL ApVNTIKEG
O 2to 1/3 €xeL mponynOel xopriynon avtiBLoTikwyv

Abiotrophia spc

Cutibacterium acnes

HACEK

Coxiella burnetii

Bartonella

Brucella

Legionella

Tropheryma whipplei

Mn Aowwwédn aitia (Mapavtikn evéokapdida)



O=EIA ENAOKAPAITIAA YIMNO=EIA ENAOKAPAITIAA

O 0O 0O O

S. aureus
B8-hemolytic streptococci
Pneumococci

S. lugdunensis

O

O

O

Viridans streptococci
HACEK

Coagulase (-) Staphylococci
(CoNS)

Enterococci
Bartonella
T. whipplei
C. burnetii



& Evookapditida os mpooOetikn BaABida
S
0 Npwiun (< 12 pAvec)
o S. aureus
o Coagulase (-) Staphylococci
o Gram-negative bacilli
o Diphtheroids
o Fungi
0 Oduwn (>12 pveg)
016w maBoyova pe autd Twv ductkwyv BaABidbwv




Alpoppayieg emumepukOTWV
(2-5%)

«Kupowvopevar» puornpata

(90% véo i aAlayuévo puonua)
Kapdiakn avendpkela (40-50%)
Alatapayxeg aywylpotntag (10-20%)

Awpatoupia (60%)
OCid1a Osler (5%)

Netexewwdeg e€avOnua (40-50%)

BAABeg
Janeway

EuPoAwo enelcddlo KNZ (15%)

KnAiSeg Tou Roth ( < 5%)
MetexelwOELC aLpOpPAYIES

BAevvoyovwy & BuBou (20-30%)

Kakn uyLElvr) OTOUOTOC
IrmAnvopueyohia (30-40%)

Mepidepika Eppola (7%)

MAnktpodaktulia (10%)
YrovUxLeG yp oL LOELOELG

_ouuoppayisq (10%)




Copyright © 20035, 2004, 2000, 1995, 1990, 1985, 1979 by Elsevier Inc.



Ta olidLla tou Osler eival avwduva Kot
ayyeLako ¢alvopevo

Ta olidLa tou Osler sival emwduva Kot
QVOOOAOYLKO PpaLVOUEVO

OL BAaBec Janeway eival avwdUVEC Kall
QVOOOAOYLKO paLVOLEVO

OL BAABec Janeway eival avwduvecg kol
ayyeLako ¢alvopevo

To 2 kaL 4

Copyright © 2005, 2004, 2000, 1995, 1990, 1985, 1979 by



Kputnpla Duke yia tnv kKAwikn dtayvwon
evOokapditidog

MEIZONA KPITHPIA
0 OETKEG OLUOKOAANLEPYELEG
0 Amopovwon p.LKpOOpVC’XVLGLJ.OL') TuTikoU yla evookapditida amnod 2 SLadopeTIKEC
KOAALEPYELEG aipaTog N
O 2uvexng Baktnptatpia (>12h)

o MAsoPnodia twv atpokaAAlepyeLwV BETIKES (MpwTn KoL TEAeuTala va amexouv lwpa) |

0 Mia koaAAEpyetla Betikn yia Coxiella burnetii N Avtiowpata paong | evavtt Coxiella
burnetii > 1:800

0 MNpooPoAn evéokapdiov

1.Ynepnxoypadnua
o ExkBAdotnon
0o Anootnua, euvdoavevpuopa, dtatpnon BaABidag
o Néa avenapkela BaABidag

2. Auvénuévn mpooAnyn népL tng BaABidag oe PET/CT/SPECT/CT pe onpuaopéva Asuka
3. CT kapdbrac pe mapaBaAPidikec BAaBeg



Kpttnpla Duke yia tnv KAwikn Stayvwon
evOokapdLtLdoc

L I ———————————————
EAAZZONA KPITHPIA

O Yrokeipevn kapdiakn madnon, xprnotng EO ouvowwv, mponyoUUeEVO eMeLCOSLO
evbokapdbitidag

Mupetdc>38°C
Ayyelakd doalvopeva:

O INUTKA EUBOAQ, LUKWTLKA aveELpUOUATA, alpoppaylec emumedpukotwy, PAaBeg Janeway
0 AVOOOAOYLKEC EKONAWOELC:

O 2nelpapatovedpitida, olidia tou Osler, knAideg Tou Roth, peupatoeldng napdyoviag
0  MuwpoBloAloyikn anodelén:

O OeTkEG KAAALEPYELEC aipaTog mou dev MANPoUV ta peilova KpLTApLa 1 avILIoWUaTa
gvavtL maBoyovou cuppatou pe evdokapditida




7 MNéoa KpLTrpLa aroatouvToL yLd TV KAWVIKK

2= Suayvwon tnc Evokapditidag
S 1

1 Avo peilova

2 'Eva peilov kal tpla EAaocoova
3 Tlevte eAacoova
4

OAa ta mapanavw



Modified Duke criteria for diagnosis of infective endocarditis: Table A

Definite IE is established in the presence of any of the following:

Pathologic criteria

Pathologic lesions - Vegetation or intracardiac abscess demonstrating active endocarditis on histology, OR

Microorganism - Demonstrated by culture or histology of a vegetation or intracardiac abscess

Clinical criteria

Using specific definitions listed in Table B:
2 major clinical criteria, OR
1 major and 3 minor clinical criteria, OR

5 minor clinical criteria

Possible IE*

Presence of 1 major and 1 minor clinical criteria OR presence of 3 minor clinical criteria

Rejected IE

A firm alternate diagnosis is made, OR
Resolution of clinical manifestations occurs after =4 days of antibiotic therapy, OR

No pathologic evidence of infective endocarditis is found at surgery or autopsy after antibiotic therapy for 4 days or less

Clinical criteria for possible or definite IE not met




KAlvikn €lkova

AyyeLoka

MikpoLatpia dowvopeva

I'IpOGBON']IKOLL KukAodopouvta
KOTALoTPOdH TNG QLVOOOOUUMAEYOTOL

BaABidag

KAWVLIKEC
EKONAWOELC
evookapoLtLdac




Roth spots

Embolic stroke Pyogenic brain abscess

K

i with haemorrhagic

T conversion
=i
| - f
P s
el i,
o o ]
- ¢ 5

Septic pulmonary emboli

_<"Aortic valve leaflet
* with perforation

Peripheral infarcts Pacemaker lead with
vegetation




7 TLLOYUEL VLA TLIC KOAALEPYELEC ALPOTOC ETTL
45 KAwikNc urtogtac evdokapditidoc;

1.  Tpla Zevyn KaAALEpYELWV AlpMATOC aVIXVEUOUV TO TaBoyovo aitlo oto
90% twv evdokapdLtidwv

2.  Tompwto 24wpo mpemneL va AapBavovtal tpia (eVyn oLLOKAAALEPYELWV
o€ SLAOTAMATA TOUAAXLOTOV ULAC WPOC AVEEAPTATWE TTUPETOU

3. Edv ol apXLlKEC KAAALEPYELEC ELvVaL APVNTIKEC LETA OO 48-72 WPEC
enwaonc, Aappavovtal 2-3 ennA€ov (eVyn KOAALEPYELWV

4.  Ye apoduvaplkd otabepolc aoBeveic, v avapov) TwV
QLUOKAAALEPYELWV OEV aPXL{OULE EUTTELPLKA AVTLULKPOPLAKI aywyN

To 1, 2 kot 3

6. OAa ta moapamnavw



@Esc—




Edv 2/2 KaAAIEPYEIEG AiIPATOC ATV BETIKEG YIA
Streptococcus gallolyticus (bovis) TTO1£G ECETACEIG

Oa TrpoypappaTIi(aTE;
I

1. Aloloodayelo uTtEPNXO KapdLAC
2. Afovikn Topoypadla KotAlog
3. KoAovookomnon

4. To1lkoaL3



Clinical suspicion of IE

Indications for - -

trans-oesophageal

o o Clinical suspicion
echocardiography in of IE
suspected infective

/-
Ea m

If initial TOE is negative but high suspicion for IE remains,
repeat TTE and/or TOE within 5-7 days




( Repeat blood cultures if negative or doubtful W
® Repeat TTE/TOE within 5-7 days
® Cardiac CTA to diagnose valvular lesions

(Class I) ‘
® Add minor criteria: brain or whole-body
imaging (MRI, CT, PET/CT, WBC SPECT)
to detect distant lesions
L \Q (Class lla) 7,

\ @ESc



& Mepltwon AcBevoug
- J
0 Nuvaika 72 €TwV ELOAYETOL OTO VOOOKOUELO LLE TTUPETO

arno 15uEpovu
0 Quowkn E€staon:

o 0=37.8°C,

0 OAoouOoTOAWKO dUoNUa OTNV E0TIA AKPOAONC TNC

urtpostdouc.

o Ao e€€taon kb

0 KaAALEpyeleg ailpatoc ¥ =2 E. coli,

0 Awowocodayeto ECHO kapdLag: avenapkelo ptpoetdouc,
KLVNTO popPpwuo cupBato pe ekBAaotnon



» Baoel twv kpLtnpiwv Duke £xeL

1= evdokapditido;
- J

1. Nat

2. Oyt



Kputnpta Duke yia tnv KAwiki

dtayvwon esvdokapditidoc
S

MEIZONA KPITHPIA EAAZZIONA KPITHPIA
0 OETKEG LUOKAAALEPYELEG 0 Ymokeipevn kapdlakn ntabnon, xpnotng EO
O  Amopdvwon UIKPoOopYaviopoU TUTTKoU yLa OUGLWV, TIPONYOULEVO EMELOOOLO
evSokapSitida amd 2 S1adopETIKES evdokapditidag

KOAALEPYELEC QULUATOC 0 Mupetoc>38°C

o Emuévouoa PBaktnplatpia , .
" , Paktnpia , , 0o Ayyelaka pavopeva:
m  Turukol pkpoopyaviopol: 22 Betikég AMK pe o . ,
Sladopa >12 wpeg O INMTKA EUPOAA, LUKWTLKA aVEUPUOUATA,
= AMot pkpoopyaviopot: 3 i n mhetodndia alpoppayieg emunedpukotwy, BAaPeg Janeway
ano =4 AMK nou eAi¢pbnoav oe dlaotnua 0 AVOGOMOYLKEC EKSNAWOELC:
Touldxtotov 1 wpag } ) )
o Inewpapoatovedppitida, olidla tou Osler, kNAideg

o 1 AMK(+) ywa Coxiella burnetii ) Avtiowpoata T0U Roth, pEUVOTOELSAC MOy WY

¢daong | évavtl Coxiella burnetii > 1:800 , '
0 MpooBold evBokapsiou o MuwpoBLoAoyikn amodeién:

O  OEeTKEG KAAALEPYELEC aipaTog Tou dev TAnpoUV
o Oetwkd unz—:pnxoxap&ovpacbnua EkpAdotnon, Ta uei(qova Kpl‘tpr']vplaqr'] asuodq)uata e’vavunp
ggfgfsnotha i anokoAAnon mpooBetikng naBoyovou cupBatou pe evéokapditidba

0o Néa avendpkela BaABidag



7 w% S
S :? &
.‘.} |

= Mepimtwon (ouvexewa)

S

0 H aoBevnc t€Bnke o€ aprkiAAivn 2 g g 4h. Tnv 5n
NUEPQA TNC VOoNnAeLlag TNC apartoveLtal ylo aAyocg
deélol KAaTw AKpou.

0 Ex tnc e€etaoewc dlamotwvetol Puxpo AKPO AVEU
UnAadntwv opuéewv TNC pnpLaiog.

0 H aoBevnc odnyeital oto Xelpoupyelo Kal
adatlpeitol eBpuntoc BpopBoc ek Ttnc unplatiac. H
KaAALEpyELa Tou BpopuPou avemntuée E. coli




MAnpetl ta kprtnpLa tng evéokapbditidog;

2. Oyt



TLLOXVEL YA T EPBOALKA EMELTOOLL

S
.. NMapatnpouvtal oto 20 - 50% TwV TEPLTTWOEWV

>, ZUMPatlvouv TIO cuyxva oTtov EYKEPAAO KalL TO
omtAnva

3. EAattwvovtal peTa tnv mpwtn fdopada amo tnv
gvapén TNC avTLULkpoBLaknc Beparmeiog

2. 2upBatvouv To ovyva o€ ekPAaotnoelc >10mm



{, NpopAAuaTa oTnV AVTINIKPORIAKT)

XnueloBepatreia TnG evOokapdiTIdOOC
N

1. 2TNV eKBAGOoTNON OEV UTTAPXOUV ayyEia Kal Ta
avTIBIOTIKA pOBAvouV JECW OIaXUOEWG

2. 2TNV EKBAAOTNON UTTAPXOUV EAQXIOTA PAYOKUTTAPO

5. O apIBuodC TV HIKPOOPYAVIOHWYV gival peyaAog (106 —
10°/ gr)

4. Ta yIkpoRia dev TToAAaTTAacialovTtal Kal gival
METABOAIKG adpavr)



& Nepimtwon (cuvéxewa)
FEEE

0 H aoBevnc ocuveyilel aywyn He apmikiAAivn 2 g q
4h kat nipootiBetal gentamicin 1 mg/kg q 8 h.

0 O MUPETOC EMLUEVEL 15 nUEPEC PETA TNV EVaPEN
NG AYWYng.



Tl MPOTEIVETE;
N
1. KaAALEPYELEC ALUOTOC KOL VEO UTTEPNXO KOPOLACQ
2. AAN\ayn TNG QVTLULKPOBLOKAC Aywyng o€
meropenem + YEVTAULKIVN
3. ATELKOVIOTIKO €Agyyo yLd Bavn evtomnion tng
Aoilpwénc og aAlo opyavo

4. To 1l ko3



25
e

i éﬁ"

/ \.

= Nepintwon (ouvéxetal)

0 YmepNXo KapOLAc:
emdelvwon NG avenapKELaq
NG uttpoeuSouq O€ oUYKpPLON
LLE TO TTPONYOUUEVO

0 KaAALepyeleg ailpatog X 2
OPVNTIKEC

0 CT kolAlac avedelée

UTTOTTUKVI TLEPLOXN OTOV
oTAnva.




5 OEPOTEVTIKN OLVTILLETWTILON;
L I ———————————————
1. NapoxETEVON ATIOCTHLATOC UTTO AEOVLKO
Topoypado
2. 2TANVEKTOUN
3. ZuvexLon NG WbLag avTikpoBLakng aywyng

4. Avtikotaotaon prepoetdouc BaABidoc Ko
OTIANVEKTOUN

5. TolkoL3



i
P
Al

@’: »

S5

N

= Mepimtwon (ocuvexewa)

S

0 To ammooTNUO TIOPOXETEVTNKE, Ol KAAAEPYELEC
avemntuéav E. coli kal n acBevng amupeTnoe.

0 Tnv tpitn efdopada TNG aAVTLULKPOBLAKAC aywyNnc N
acBevnc alpvidbilwc epdavilel Suomnvola, Taxvkapodia,
Sdtaomapta dSinBnupata otnv aktwoypadio Owpakoc
Ko ttwon ¢ AM (90 mmHg).

0 Neo umepnyo kapdac deixvel pnén tevovtiwv xopdwv
ortoBioc yAwyivoc kot emidelviwon TG AVETTAPKELAC
NG ptpoetdoulg




& Tumpotelvets;
S

1. ZuvexLon TNC AVTLULKPORLAKAC OYyWYNC

2. AVTIUETWTILON TOU MVEUUOVLIKOU OLONMATOC

3. Apeon KopOLOXELPOUPYLKN EKTLUNON VLA
avtikataotoon BaABidocg

4. To 1 ko 2

5. OAa ta mopanavw



Mote evdeikvuTal XELPOUPYLKNA

OLVTLULETWTILON;
- J

1. Kapdlakn avemapkela

2. Mn gheyyopevn Aolpwén (empévovoa faktnploLpia Kol
ETUMEVWYV TIUPETOC TTAPA TNV KATAAANAN aVTLULKPOBLaKA
aywyn)

3. MwKpoopyoviopol pun ovtomoKpLVOEVOL OTNV
avTiulkpoBLlakn aywyn (HLokntee, P. aeruginosa, Brucella, C.
burnetii)

2. MeyaAn ekBAaotnon (>15mm)



Indications and timing of surgery in left-sided valve infective endocarditis

Indications for surgery

Timing®

Class® Level® Ref.d

1. Heart failure

Aortic or mitral NVE or PVE with severe acute regurgitation, obstruction or fistula causing refractory
pulmonary oedema or cardiogenic shock

Emergency

111,115,
213,216

Aortic or mitral NVE or PVE with severe regurgitation or obstruction causing symptoms of HF or
echocardiographic signs of poor haemodynamic tolerance

Urgent

37,115,
209,216,
220,221

2. Uncontrolled infection

Locally uncontrolled infection (abscess, false aneurysm, fistula, enlarging vegetation)

Urgent

Infection caused by fungi or multiresistant organisms

Urgent/
elective

Persisting positive blood cultures despite appropriate antibiotic therapy and adequate control of
septic metastatic foci

Urgent

PVE caused by staphylococci or non-HACEK gram-negative bacteria

Urgent/
elective

3. Prevention of embolism

Aortic or mitral NVE or PVE with persistent vegetations >10 mm after one or more embolic
episode despite appropriate antibiotic therapy

Urgent

9,58,72,
113,222

Aortic or mitral NVE with vegetations >10 mm, associated with severe valve stenosis or Urgent lla
regurgitation, and low operative risk

Aortic or mitral NVE or PVE with isolated very large vegetations (>30 mm) Urgent lla
Aortic or mitral NVE or PVE with isolated large vegetations (>15 mm) and no other indication for| Urgent b
surgery®




£ Mpoyvwon

N

0 HAWlo, utokeipeva voonuata, Aotpwén oe
npooBetikn BaABida, Aoipwén amo S. aureus, P.
aeruginosa, N avOektika naBoyova oxeti{ovtol pe
KOKN Ttpoyvwon.

0 H emPBlwon oe aacBeveic pe evéokapditda oe

duokn BaABida amo viridans streptococci, HACEK,
N Enterococci avépyetoal og 85-90%.



Table I5 Predictors of poor outcome in patients with
infective endocarditis

Patient characteristics

* Older age

* Prosthetic valve |E

+ Diabetes mellitus

+ Comorbidity (e.g.. frailty,immunosuppression, renal or pulmonary
disease)

Clinical complications of IE

* Heart failure

« Renal failure

* >Moderate area of ischaemic stroke
* Brain haemorrhage

* Septic shock

Microorganism

+ Staphylococcus aureus

+ Fungi

* Non-HACEK Gram-negative bacilli

Echocardiographic findings

* Periannular complications

+ Severe left-sided valve regurgitation

* Low left ventricular ejection fraction

* Pulmonary hypertension

* Large vegetations

* Severe prosthetic valve dysfunction

* Premature mitral valve closure and other signs of elevated diastolic
pressures




= [1pOyvwon oTadpUAOKOKKIKAG

& evbokapbitbag
-1

0 Quowkn BaABida
o EmBiwon 80%

0 MpooBetikn BaABida
o Mpwiun, emBiwon 50-60%
o OYun, emtBiwon 80%




X KapSiakn avendpkeila Ko evdokapditida
I

0 H entmtwon tng emavalolpwénc the veac

BaABidac tval 2-3%

0 H Bvntotnta tng Aotpwdouc evbokapditidac pe
oudopnTKA KapSLOKN AVETAPKELO XWPLC
XELpoUpYLKN emepBaon eivat 50%




MNpooBetikn) BaABida omolodrmote eiboug

MPOoCOETIKA UALKA YLOL ATTOKATAOTOON
BaABidag

Mponyoupevo enelcodlo evbokapditidag

Mn amokataoctafeioa KUAVWTLKA CUYYEVNG
kapSlomabeLa

Anokataotabeioa ouyyevic kapdlomabela
HE UTtoAemopevn dtaduyn A avemapKeLa
BaABidac

Mpoodatn (<6 UAVeC) pn Xewpoupyikn (ue
KABETNPA) AMOKATACTACGN CUYYEVOUG

kapSlomabeLag
Aopikn avernapkela BaABidag oe
HUETAUOOXEVMEVN KapSLa

Enepfatikn mpaén

O

O8oVTLaTPLKEG EpYaCLeC TTOU
nepAapBavouv Tov LoTo Twv oUAwVY, AUon
TOU oTopaTikoU BAevvoyovou A To
akpoppillo (my odovTikog KaBapLopog)

EnepBaoelg Tou avanveuoTtikol mou
nept)\auBavouv Statoun n Boyia tou
avarnveuoTkol BAevvoyovou

EnepBAOELC OTO YOOTPEVTEPLKO 1) TO
OUpPOYEVVNTLKO o€ aoBeveic pe Aotpwén
YOOTPEVTIEPLKOU I} OUPOYEVVNTIKOU
EnepBaoelc oe poAuopévo Séppan
LUOOKEAETLKO

XELPOUPYLKEC eEMEUPAOELG YLa TOTIOBETNON
npocBetikAc BaABidac R mpooOeTikwy
evOAYYELOKWVY UALKWV



& XnpewonpoduAadn
N
0 Amoxicillin 2g, 1 h tpwv amo tnv emepfoon

0 Emit aAAepylac otnv meVIKIAALYN

o Clindamycin 600 mg, 1 h tpwv anod tnv enepBaon

o Azithromycin i Clarithromycin 500 mg, 1 h tpwv amno
NV enMepfoon



Epwtnon

Ik I

0 Aceevnq npoogpxetal ota TEM Aoyw gpnupetou £we 38 °C amno

O

O

10nuE€pou. Katd tnv KAWLKNA e&eraon SLATILOTWVETOL GUCGTOALKO
duonua pLItpoeldoug Kal aro To unepnxovpacbnua KapSLAC
Slarmiotwvetal ekBAAoTnon Kol avenapkela ptpostdbouc PaiBidac.
O aoBevnc eivat apoduvapulkd otabepoc. TL eival cwoTo;

1. ZEKLWVATE AUECA EUTTELPLKA QVTLULKPORBLOKA aywyn.

2. Maipvete atpokaAAepyeleg (3 (euyn) pe pecodiaotnpa 30 min
KOlL EEKLVALTE EUTIELPLKN OVTLUMLKPOBLaKA aywyn.

3. Maipvete atpokaAAEpYELEC (3 (evyn) Kal mapokoAouBeite oteva
OlVOLLLEVOVTOC TO ATTOTEAECHATA XWPLC QVTLMLKPOBLaKA aywyn.

4. To 2 kat To 3 amnmoteAoUV amodeKTEC ETLAOYEC.



- PEUMOTLKOC TTUPETOG



I Peupatikdg NMUpeTodg

N

0 MoAvouotnUATIK) VOOOC

0 ALtLo: B-alMOAUTLKOC OTPETTOKOKKOC TNC opadoc A
(pevpatoyovol M-opoturmot 1, 3, 5, kAm)

0 MpooBalAel kuplwc madla 5-15 etwv

o Emtinmtwon 0.5/100.000 (lvéiec 15-150/100.000)



[EVIKA oTOLXEL

S
0 O 0&UC pEVMATIKOC TTUPETOC ival pa oPLun, LN dtarmunTtiki
eTtAokn Aolpwéng amo Streptococcus opadac A (B-atploAUTIKOC
OTPEMTOKOKKOC NG opadac A — GAS -peupatoyovol M-opoturol 1,
3, 5, KAn)
0 OLTEPLOCOTEPEC TEPLTTWOELS adopoUV rtatdld nAtkiag 5-15 etwv.
0 Emimtwon 0.5/100.000
0 Elvol cuxvOTEPOC O€ AVATTTUCCOUEVEC XWPEC

o MAnBuopot xapnAou Kwvduvou:

m Enimtwon pevpatikol mupetol <2/100,000 matdid oxoALKARG nAKLaG avad €Tog A
B ErmumoAacpdg pevpatikig kapdlomabetag [RHD] <1/1000 dtopa

OL avOOOAOYLKEG EMUITAOKEG (OXL OL SLATTUNTLKEG) TNG OTPEMTOKOKKIKNG papuyyitidag

NPOAQBAVOVTOL AKOMO KOL OV 1) XOPYNOoN aVTILBLOTIKWY KaBUOTEPHOEL MEXPL KOl 9 NUEPEG




Change in age-
standardized prevalence
of RHD (1990-2013)

B >20% decrease

B 10-20% decrease

I 5-10% decrease

<5% decrease

<5% increase

5-10% increase
10-20% increase

>20% increase

No data available

Number of prevalent
cases of RHD (2013)
e <50,000
e <100,000
@® <500,000

@ <1.000,000
@ <2.500,000
@ <5.000,000
@ -5.000,000

. >8,000,000




Enintwon EnutAokwv
doapuyyoapuvydalAitidac

- —
Kivéuvog peupatikol ntupetol aveu Bepaneiog 5/10.000

Kivéuvog peupatikol mupeTou HETA oo Bepareia 1.5/10.000
Kivbuvoc meplapuySaAikol amooTrUaTtog AVEU 24/1.000
Bepaneiag

Kivéuvog meplapuydaAikol amootipatog uro 4/1.000
Beparmeia

Kivéuvog adulaktikng avtidbpaonc LeTa ano 1/10.000

XOpPNyNonN MEVIKIAALYNG



2Xvoyétion Pevpoatikov Ivpetov ko Xpnong IevikiAiiving
T

100 - Rheumatic fever _ 800

—®— Penicillin
- 700 =
80 - 3
@ L 600 < O
(7)) ) D
2 L 500 @ o
(&) _
S ° =
B o)
5 400 S 3
] =]
= =
= - 200 S
20 -
- 100
0 T T T 0
1970 1975 1980 1985
Year

Reproduced with permission from Arguedas A, Mohs E. J Pediatr. 1992;121:569-72. Published by the Journal of Pediatrics,
Mosby Inc, Harcourt Health Sciences Company, Orlando, USA.



£ MaBoyévela

S

0 AVTLOWUOTO. EVOVTL OTPEMTOKOKKLKWY OVILYOVWV
avayvwpil{ouv TTaPOUOLOUC AVILYOVLIKOUC EMLTOTIOUC
(antigenic mimicry) og evéokapdilo, LuokapoLo,
nEPLKAPOLO, apBpwoelg,eykedalo kal SEpua

0 MpokAnon dAeypoving

0 lotoAoyikn BAABN: 0loL tou Aschoff (ylyavtokuttopa
neplPardopeva ano pakpodaya kat T Aspudokuttopa)



GAS adhesion

and invasion GAS %} %:‘:f {:}

Pharyngeal
epithelium

GAS antigen processing o

and presentation to K¢/
M and T cells BCR—
Generation of a "' @

cross-reactive l

Macrophage

MHC class Il
Immune response Generation of

cross-reactive Activated cross@
° B and T cells reactive B cell
in ARF.

Activated cross-
Cross-reactive Hr @ reactive T cell
antibody
I -~ ¥ |

Tissue and organ-
specific manifestations

! ' ! !

Heart Brain Joints Skin
(chorea) (arthritis)  (erythema marginatum and
subcutaneous nodules)






Kapditidba

S
0 Mavkapditda

o Evbokapblo, puokapdio, meptkapdio

0 XuvnbBgotepn n mpoofoln Tou evbokapdilou = dAsypovn
BoaABidwv (HLTPOELONC KAl OLOPTLKA)
O AVETIAPKELO LTPOELOOUC

0o Ouonua Carey-Coombs: SLAOTOALKO puonua, EVOELKTLKO LETPLAC —
ooBapnc avendpkelac prrpostdouc. Odeiletal os avénuévn pon
SlapEoou tnG ptpoetdolc BaABidac katd tnv MARPWON TG APLOTEPNG
KolAlog

0 Nepwkapditda: oto 10% twv acBevwy, ouvnBwc padl ue pAsypovn
Twv BaABidwv

0 HKT: mapataon PR



! |
Group A =\ Cross-reactive /\ Infiltration of |
carbohydrate-specific T cell immune cells
antibody ,IL kf into the valve 1

(endocardium) ‘

| LT Ll LT
i & |
i Valvular endothelium TVCAMT - - ) - ) |

N Phd
N -
~ P L
N

7 e Tissue damage and lesion formation
,/’/ a o (o  a»
aBoyEveo ===
Aortic Left e . Monocyte or
valve //’

4 Right )
kapditdbag
valve
) ) Chordae
Tricuspid tendineae
valve
Septum
Right Left
ventricle

ventricle

Valve damage and remodelling

* Elongation and fusion of e Valvular thickening and calcification
chordae tendinae * Valve immobility

e Dilation of annularrings Collagen release

1

Left ventricle
. Regurgitation of Restricted flow of === [ aminin and glycoproteins —\CAM1
| blood back into the blood from left atrium of the valve surface and )
| left atrium to left ventricle basement membrane J— Integrin a4f1




E€wkapOLaKEC EKONAWOELC

Ervthema
marginalum

.-'.‘.-.
3 .
.
_ I i - .-f | r
II\ 'm_:_‘-/;j;;‘/ &
=5

Migratory anhritis

Sydenham’s chorea: spontaneous unoosdinated
movements demonstrated by electric penligh
held in patien't hand

subcutaneous nodules



ApOpitida

O

2uvnOwc eival n mpwipotepn ekdnAwon (~21 NUEPEC LETA TNV
doapuyyitda)

YUXVOTEPN KOl EVTOVOTEPN o€ epriBouc Kal eVAALKEC O CUYKPLON UE T
riadLa

Metavaoteutikn apBpitida: npooBailovtal Stadoxlkd apBpwoelc yLa
Aiveg nuePEG (24 wpeg — 7 NUEPEG)

0 HmpooBoAn Tne pag apBpwong EMIKAAUTITETOL E TNE EMOUEVNC
YUXVOTEPN MIPOOBOoAN yovaTwy, TOoOOKVNULKWY, OYKWVWV Kol
TUNXEOKOLPTILKWV.

0 ZuvnOwc oL apBPwWOELS TWV KATW AKPWV TIPooBAANOVTAL TIPWTEC

2YXETLKA ULKPH TTooOTNTA apBpLlkol uypou

ApBpomnadBetla Jaccoud: OPLun, un pAeypovwdng enumAokn



Bone

Cartilage| |

Joint‘
cavity

Immune
complex

Recruitment of
inflammatory cells

Bone

Articular
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. Synovial
Synovial membrane
membrane

Immune complex
— Articular

capsule .-~

Joint cavity
containing
synovial fluid

Recruitment of
inflammatory cells




0 Xopeia tou Sydenham chorea ("St. Vitus dance"): veupoAoywki
Slatopayn mou XopaKINELETAL QIO AMOTOHES, N PUBLUKES

QKOUOLEG KLV OELG, LULKA aduvapia Kol cuvalocOnuatikn
Sdlatapaxn.

0 Epdavidetol ogpa: 1-8 pnvec peta tnv Aoipwén GAS
O JUXVOTEPN O€ Kopitola

0 Mrmopel va amoteAel pepOVWUEVO EVPNHLA TOU PEULLATLKOU
TIUPETOU

0 KaAn mpoyvwon: oxebov 0Aol oL acBeveic avavAmtouy
0 MTmopel va UTTOTPOTILACEL LETA OTTO £TN: TTX KATA TNV EYKULOOUVN
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Putamen
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i AEPHUOTIKEG EKONAWOELG
S
0 AAKTUALOELOEC EpLBNUA

O Evtormiletal oTov KOPUO N Kol 0T AKPO — OTIAVLOL OTO KEPAAL

O uvnOwc ocuvumap)eL He TNV kapditida

o OL BAaPeg enekteivovtal mepidpepika kat «kabapilouvy» oto
KEVTPO =2 OAKTUALOC

0 Yrnodopla olibla

o Avwduvec BAaBec, peyEBouc pExpL 2 ecm

0 JuvnBwce SLapkouv AlyoTepPO Ao £va LRva

0 JUMMETPLKNA EVIOTILON, TIAVW OTTO 00TA, OCTIKEC TIPOEEOXEC N
TEVOVTEC






MNaBoyeveon daktuAloeldoulg
epUONMOTOC

Erythema marginatum:

cross-reactivity of group A
carbohydrate-specific
antibodies with keratin

Epidermis 4~

Dermis

w

Subcutanous

l Subcutaneous nodules:
ayer

granulomatous lesion
similar to Aschoff bodies




Kpttnpia Jones

LT,

MEIZONA KPITHPIA EAA22ONA KPITHPIA

O
O
O
O
O

Kapditdba 0 Mupetog

ApBpitda 0 ApBpalylec

Xopeia o TKE, CRP

Yriobopla olibLa 0 MNapatoon PR oto EKG
AOKTUALOELOEC EpLONUA 0 Mponyoupevo eneLcodLo

PEVUUATLKOU TIUPETOU

Anattouvton Vo peifova N Eva peifov Kat Vo eEAdcoova Kot vol

UTtAPXOUV EVOELEELC MPOoNynOeicog OTPEMTOKOKKLKAG AOipwéNG




> Evoeigeis MNponynOeicag

I ITpemToKOKKIKAG AoluwENG
-1 ________________________________________________________________

0 KaAAepyela papuyylkou emyplopatoc

0 Avixveuon OTPEMTOKOKKIKOU QVTILYOVOU
0 Auénon tithou avitiowpatwyv (ASTO, Dnase)



Table 2 | The Jones Criteria 2015 for the diagnosis of rheumatic fever

Criteria

Major

Minor

Patient population*

Low risk*

Moderate and high risk

Low risk¥

Moderate and high risk

Manifestations

* Carditis® (clinicaland/or subclinical®)
* Arthritis (polyarthritis only)

® Chorea

* Erythema marginatum

* Subcutaneous nodules

* Carditis (clinical and/or subclinical)

* Arthritis (including monoarthritis, polyarthritis
or polyarthralgiall

* Chorea

* Erythema marginatum

* Subcutaneous nodules

* Polyarthralgia

* Fever (=38.5°C)

* An ESR of 260mm per hour and/or CRP
of =3.0mg perdL"

* Prolonged PR interval, after accounting for age
variability (unless carditis is a major criterion)

* Monoarthralgia

* Fever (=38°C)

* An ESR of 230mm per hr and/or CRP
of 23.0mg perdL"

* Prolonged PR interval, after accounting for age
variability (unless carditis is a major criterion)




i Mepimtwon acBevoug
N
0 Avépac 22 eTwv
0 Mpokapdlo aAyoc arno 2nNUEPOU ME avTavakAaon
oTNV APLOTEPN WHOTIAATN, TIOU ETMLTELVETAL UE TLC
OVOTIVEUOTLKEC KLVIOELG KOIL OTNV KOTAKEKALUEVN
Ocon kat vdletal oe 0pBLa Beon,.
0 Mpo 2 eBdopadwv epmupeto wc 38,5 °C,
Katappon kat Bnxoc.



KAwvikn gé€taon

O
O

[eVLKN KaTAoTtaon KaAn.

Oepuokpaocio=37,22 C, AM: 130/70 mmHg, opueic: 90/min,
avarnvoec: 24/min. Mopadofoc oduyuocg dev StamotwOnKe.
KepaAn-tpaxnAoc: Zdayitidec dtatetapeveg, onpeio Kussmaul
OLPVNTLKO.

Kapdia: S1, S2 k.., S3 un akovotog. Quonpata 6ev akouoTNKAV.

‘Hxoc¢ TpPc mapaoTEPVLIKO OPLOTEPA, TILO EVTOVOC KATA TNV EKTIVON.

Kowa: Hmap, omtAnv 6ev nAadwvral.
Akpa: Asv utapyouv oldrpata.
Nounn e€€taon K.



1.

2.

3.

X Mowec e€etdioelc Oswpeite anapaitntec;
-1

HAektpokapdloypadnua

Yriepnyxoypadpnuo kapdog
E¢staoelc atpatoc yia delktec pAeypovng Ko
LuokapoLaka evivuo

Aktwvoypadia Bwpakog
Atovikn topoypadio Bwpakog
To 1,2,3,4

OAa ta mopamavw



0 Ht: 37%, WBC: 9.000/mm3, TUTTOC ASUKWV Kol
aLpometaAla K.¢., XoAepuBpivn, TpOvVoALLVACEC,
oupla, kpeatwivn: ductoroyka, ANA (-),
Peupatoeldnc napayovtog (-). Fevikn ovpwv: K.d.

0 TKE 70 mm/h, CRP 90 mg/I.

0 Tpomovivn opov: 0,1 pg/l









& MOavn éuayvwon;
S



Mepkapditidba
S

|6LonaBnc

Nolpwdn (lot, BaktiRpla, LUKNTEC)
NeomAaopata

Oupoatuia

METATPAUUATLKY, LETAKTLVLKN
Metepudpaypoatikn, covdépopo Dressler
Dappoka (INH, mpokaivauidn, vdpaialivn)
Avtodvooa voonpata

O O O O O O O O



Oteia Mepkapditida
- J

o Mpokapdlo alyoc
o Emubeilvwon: Ye TNV €LOTIVON, O€ KATAKEKALLEVN BEon.
- BeAtiwon oe kaBlotn B€on pe kKAlon MPoc¢ Ta EUMPOC.
o 'Hyoc mepkapdioknc tpPnc
o Mepkapdlakn oculdoyn
o HKI aAAowwoelc



ALoyVWOTIKA KpLTtipla
- J

Diagnostic criteria for acute pericarditis and myopericarditis in the
clinical setting

Acute pericarditis (at least two criteria of four should be present)*:
1. Typical chest pain
2. Pericardial friction rub
3. Suggestive ECG changes (typically widespread ST segment elevation)
4. New or worsening pericardial effusion
Myopericarditis:
1. Definite diagnosis of acute pericarditis, PLUS

2. Suggestive symptoms (dyspnea, palpitations, or chest pain) and ECG abnormalities beyond
normal variants, not documented previously (ST/T abnormalities, supraventricular or
ventricular tachycardia or frequent ectopy, atrioventricular block), OR focal or diffuse
depressed LV function of uncertain age by an imaging study

3. Absence of evidence of any other cause

4. One of the following features: Evidence of elevated cardiac enzymes (creatine kinase-MB
fraction, or troponin I or T), OR new onset of focal or diffuse depressed LV function by an
imaging study, OR abnormal imaging consistent with myocarditis (MRI with gadolinium,
gallium-67 scanning, anti-myosin antibody scanning)



AKpoaocn MEPLKAPSLAKOU YOV TPLBNC

F

Cardiac auscultation supine and leaning forward

MNepkapdLakog nxoc TpLRNG:
Tpldpaotkdg AXOG

AkouyeTal KaAUTEpPQ
QPLOTEPA TTIOPACTEPVLKA
2TO TENOC TNG EKTIVONG

Auscultation of the pericardium: To elicit pericardial rubs, the patient is
invited to lean forward (A) or rest on elbows and knees (B). Both physical
maneuvers increase the contact of visceral and parietal pericardium.



I aVR V1 V4
Avaomoon ST peE To

11 aVL V2 5 KoiAo mpog ta dvw

111 afF V3 Vé

Mepkapdlakn cuAdoyn




HKT-otadia mepikopditidog
S

O

Stage 1 — widespread ST elevation and PR depression with
reciprocal changes in aVR (occurs during the first two weeks)

Stage 2 — normalisation of ST changes; generalised T wave
flattening (1 to 3 weeks)

Stage 3 — flattened T waves become inverted (3 to several
weeks)

Stage 4 — ECG returns to normal (several weeks onwards)

Less than 50% of patients progress through all four classical
stages and evolution of changes may not follow this typical
pattern.



NMwc Oa cuvexioete tn diepevvnon;
S

O

Elvall amapattntn n neptkapdlokevtnon wote va AndOei
TEPLKAPOLAKO LYPO yio avaluon woTte va BpeBel n awtia;

— KatevuBuvopevn dilepevvnon Le BAcon To LOTOPLKO KoL
KALVIKOL onUELlO KOl GUUTITTWHLOTAL TTY.

o€ a.cBevn amno xywpa pe vPnAo enmoAacuo
TB—>8lepevvnon yia TB.

o€ vEo aoBevn xwplic mapayovtec kivduvou/ocadn otolyeia
QIO TO LOTOPLKO—> AVTLUETWTILON WC ETTL
LSlontaBouc/loyevouc epkapditidac kot dtepevvnon i
LN QVTATTIOKPLONCG.



AttioAoyia oésiac mepkapditidac
S

Acute pericarditis etiologies: Data from published clinical studies with
unselected populations

Western Europe Africa
(2007-2012)[11 (1995-2001)[2]
Idiopathic* 516 (55.0%) 32 (13.7%)
Specific etiology 417 (46.0%) 201 (86.3%)
» Neoplastic¥ 85 (8.9%) 22 (9.4%)
= Tuberculosis" 4 (<1.0%) 161 (69.5%)
= Autoimmune 25 (2.6%)% 12 (5.2%)
etiologies
x Purulent” 29 (3.0%) 5 (2.1%)

* Most idiopathic cases are likely viral.
9 As a fraction of the entire sample.

A Autoimmune pericarditis can be caused by autoimmune disease or as a complication of
myocardial infarction (MI) or cardiac surgery. In this table, we only report pericarditis caused by
autoimmune disease, while the original paper (Gouriet et al) reports an additional 188 cases
related to MI or cardiac surgery.



Mepintwon acBevouc (cuvexeLla)
- J

0 O aoBevnc pac tebnke og aywyn Ue Bounpodalivn
KOlL KOAXLKLVN, TN OEVTEPN OUWC NUEPQA TNC
voonAeiog tou attiabnke duomnvola. Amo tnv
KAWVLKN €€€Ttaon SlamotwOnke Tayukapdia pe
o$p=126/min, Al1=90/70 mm Hg kat mapadofoc
opUYUOC. TL UTTOTITEVOUOLOTE;



Kapdlakoc EmMUmwMUATIOHOC-TILO CUXVAL

ot
I S

0 NeomAdopata
0 Qupatiwon
0 AlpormepLkapoLo
0 ALoXwPLOUOC QLOPTNC
o Kapbloxelpoupylkn emepBaon
o Tpavpa
0 AVTUTNKTLKA
a l6lomabnc nepkapditida



KapdIaKOC ETTITTWUATIONOC
_ 1

o ['Ttwon ocuoToAIKNG TTiEONC

o Alataon o@ayITiowyv ‘ Tpidda Tou Beck
0 ATTOudia KOpOIaKWY TOVWYV

o Tayxukapdia

0 Napadogoc apuyuog

o EvioTte onueio Kussmaul



2 UMTITLEOTIKN tepkapditida

JUUTILEOTLKN TteEpLkapditida peta
amo alpomnepLlkapdLo




2 UMTITLEOTIKN tepkapditida

N
Qupuatiwon

Otela ) untotpomnialovoa Loyevnc/1dlonadrc mepkapditida

Tpavpuo pe apoucia Bpoufou

Xelpoupyeio kapdLAg

AkTtivoPoAia

loTtonmAdopwon

Neomlaoua

Peupatoeldnc apBpitda, ZEA

XNN vuro apokaBapon

O O O 0O 00000



KAIVIKN EIKOVa 2UupuTtTieaTiKNC [epIkapdiTidag
I

o AlaTraon o@ayITidowyv

0 2nueio Kussmaul

o TpiTog TOVOC

0 HmrartoueyaAia, ackitng, oidnuara
0 Eviote TTapadococ opuyuog
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