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OwpPaKIKO AAyocg £ [

2NHAVTIKA avnouXia o€ YOVEIG — AyX0G o€ TTaIdIATPOUG




~6/1000 aocOeveic o TEN N eCwTepIKA 1aTPEIT
n 2" aitia TrapatTouTrnG o€ NMNKA

Attia Owpakikou aAyouc ota motdia

|6tomtadn 12-61%
MuooKeAETIKAL 7-69%
Mveupovika 13-24%
Wuylatpika 5-9%
[aoTpEVTEPLKA 3-7%

Kapdiaka 2-5%



Mn Kapdiaka Aitia Owpakikou AAyoug

Costochondritis/costosternal syndrome MuoOKEAETIKA

Tietze syndrome

Nonspecific or idiopathic chest wall pain

Slipping rib syndrome

Trauma and muscle-overuse injury

Xiphoid pain

Sickle cell vaso-occlusive crisis

Asthma Mveupgovika

Bronchitis

Pleuritis

Pneumonia

Pneumothorax
Pulmonary embolism

Acute chest syndrome

Gastroesophageal reflux disease FaoTpEVTEPIKA

Esophageal spasm

Peptic ulcer disease

Drug-induced esophagitis/gastritis

Cholecvstitis

Panic disorder Aidpopa

Hyperventilation

Breast-related conditions

Herpes zoster

Spinal cord or nerve root compression




Kapdiakd Aitia Owpakikou AAyoug

* MNepikapditida, MuokapdiTida

Aoi1pwdng: 10i, BakTApIa

MH Aoipwdng: ZAE, v. Crohn, o. yetd mrepikapdiotour], post mRNA vaccination
 AVWMOAIEG OTEQAVIAIWY AYYEIWV

2uyyeveig: ALCAPA, ALCA from right coronary sinus, ote@aviaia fistula, ote@aviaia yépupa
EmikTnTeg: v. Kawasaki, MIS - C, post-surgical, post-transplant ote@aviaia aoptnTioTTdO<Iq,
ooBapr) OIKOYEVIC UTTEPXOANOTEPOAQIMIA, JAKPOXPOVIOG ZA

e Augnuévn puokapdiakni {ATNON N HEIWMEVN TTAPOXN

Muokapd10Trd0eIeg: UTTEPTPOYIKT], DIATATIKNA

Atréppagn LVOT: utro-, utrep-, BaABIOIKN, AOPTIKH OTEVWON

AvwMaAieg KapdiakoU pubuou

YT1repkoIAIakn Taxukapdia, a. TTPOodIEYEPONG, OUXVEG EKTAKTEG KOIAIOKEC OUOTOAEG, KOIAIQKTN)
Taxukapdia, KKA 3° BaBuou, o. LQT, o. SQT, o. Brugada, CPVT

« Aldpopa

Aveupuoua +/- diaxwplionog aopTric (o. Marfan), TrpoétrTwon MiTpogidoug, ocoapr) oTEvwon
TIVEUMOVIKAG BaABidag, Trveupovikn uttépTtaon (o. Eisenmenger), v. cuvOEeTIKOU 10TOU,
ETTITTAOKEC ATTO KAPOIOKES MIKPOOUOKeEUEC/stent, kapdiakoi dykol

« Qappaka
Kokaivn, utrepdocoloyia cuutradnTIKOPIPNTIKWY



3 KatnyopLleg Owpakikou aAyouc

KAWLKN €€€taon kot HKI
(2000-2009 3700 mawdia ko veapoi eVAALKEG (7-22 xpovwv), 18.000 emokEPELC)

* € NPENLOL
5%

* Mg tnv KOmwon:
33%

* AdlLeukpivioTn attioAoyia: 11%

Saleeb et al. Pediatrics 2011, Children's’ Hospital, Boston, USA



3 KaTnyopLlec OwPOKLKOU AAYOUC
(Saleeb et al, Pediatr 2011, Clildrens’ Hospital Boston USA, amnoé to 2000-2009 )
3700 rtotdra ko veapoli eVAALKEC (7-22 xpovwv), (18.000 emokePeLc)

TLEPOULTEPW EAEYYOC:

* - Yrepnxokapdioypadpnuo: 38% twv acBevwv:
e 88% QuoloAoyLka evpnpuata

e 11% aveupeBnkav attieg tov dev oxetilovtol
LE TO BWPAKLKO AAYOC

* 0,8% KaopOLOAOYLKA atiaL

* -Teot KOMWOEWC: 20,8% OOl OLVOTTVEUOTLKAL
aitia

* -Holter puOpuou: 13,3% povo 0,4% kopd. aitia



OWPaKIKO AAyog

loTOPIKO

e EvTOmTIONn TOU TTOVOU

*  TIWG, TTOU, TTIOTE, OUYXVOTNTA, OPACTNPIOTNTA TIPIV ATTO TO
ouppav, Utrapén TTPOOPONWY CUUTITWHATWY

* ‘Evraon kai didpkeia
AAANayn uE KIVOEIg, BaBid eiotTvon N wnAdgnon
AVTaVvOKAQOEIC



OWPaAKIKO AAYOC

loTOPIKO

* ATOMIKO: GoBua, dpemravokuTtapikn avaipia, FOM, kepahaAyieg,
XElpoupyeia, KapdIakKES ETTEUPACEIC, PAPUAKA — XPriON OUCIWVY,
TTPOCPATEG AoIHWCEEIC, V. Kawasaki, attwAcia Bapoug, €TTeIcOdIa
aTTwAEIaG ouveidnong, d1akoTr Aoknong AOyw GAyoug, ayxog

* OIKOYEVEIOKO: aipvidiog Bdavarog < 50 1wy, N og veapég
NAIKIEG, YEVETIKEC AVWHOAAIEC, HUOKOPDIOTTABEIES, appubuitg, V.
OUVOETIKOU 10TOU

[MpooeKTIKN KAIVIKN £€€TAON
 EmiokotTTnON

 AKpoaon

 YnAdpnon




Red Flags

Ep@avion dAyoug oTnVv KOTTWOT — UPEDT O€ NPEMia
EUkoAn kéTTWOON

AvatTveuoTIKN OUuoXEpEIa

ZAAn +/- arrwAela ouveidnong (10iwg oe ké6TTWON!)
AioOnua TTaApwyv

QxporTnTa

2ZUC@IYKTIKO AAYOG

AvtavdakAaon o€ AP xép1 — katw yvato, AP wuo, TTAdGTN
Emdcivwon otnv KatdkAion

Mupetdg

<2 £30. ard KapOIOXEIPOUPYIKN ETTEURAOCN
o. Marfan
YVWOTH KapOIaKK VOO OGS

OIKOYEVEIOKO I0TOPIKO appuUbpIWY, aipvidiou BavdaTou,
YEVETIKWYV AVWHAAIWYV



HKI
@ OBNVo, ypnyopo, eUKOAN TTpooaon

@ 2uxvoTnTd
@ PuBpuoc

@ 2nNMeia uTTEPTPOPIAC (PUTIOAOYIKEC TIUEC YIA
nAikia!)

@ 2nNueia TEPIKaAPOITIONC
@ 2NUeia IoXaIdiag
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EXHH
Premature Ventricular
Contraction (PVC)
Ventricular Tachycardia

Ventricular Fibrillation
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Ventricular tachycardia
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Torsades de Pointes
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TYPES OF LONG QT
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Corrected QT interval (QTc)

QT Interval QT Interval QT Interval

Intersection of T wave maximum slope with the isoelectric line

T interval in seconds T
QTc = Q —. Q_

- / cardiac cycle in seconds -/ RR




Torsades de Pointes
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Short QT Syndrome - (QTe < 300 msec)

T Y V.|V, U V. WY VY|V WV, WYV, WV, V. V.

S

N

—y

v

-

A —4p—41

K

i
|
A

7N /N /NN /N /N 1)

o=

o=

_JN\

ol TR ARG U b R SRR R b AN LTS L AN b Sl

avL|

v Y 7, (R U VW V7 VI U VS U, _—— V, _—,E_— v,

V2
V3
V4
V5

B0 1CU 4 BARMARI



o. Brugada

Type 2
Vi

W2

ECG pattern in Brugada syndrome. According to a recent consensus =
document, type 1 3T segment elevation either spontaneously present or
induced with the sodium-channel blocker challenge test is considered
diagnostic. Type 2 and 2 may lead to suspicion but the drug challenge is
required for diagnosis. The ECGs in the right and left panels are from
the same patient before (right panel, type 3) and after (left panel, type 1)
endovenous administration of 1 mag/kg of Ajmaline during 10 minutes.



BRUGADA SYNDR
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Catecholaminergic Polymorphic Ventricular
Tachycardia
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MepikapdiTida

Fig. 9 The 4 ECG stages of pericarditis. Stage [ is charactenzed
by ST-segment elevation (usually concave [small arrows]) and PR-
segment depression (large arrow)). Stage I1 is seen with resolution of
the PH- and S5T-segment abnormalities; nonspecific T-wawve
abnormalities {(diminution or flattening [armow]). T-wawve Imversion
(armow) 15 seen in stage Il Stage I'V involves normalization of the
PR segment, 5T segment, and T wawve.
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CARDIAC CAUSES OF CHEST PAINMM
AND RED FLAG HISTORY, EXANI, AND ECG FINDINGS

ECG fimdings

Hy pertrophic 1. Positive family history 1. Dymamic systolic 1. LV H or lefit axis dewi on
candiomyopathny Z. Exercise intolerance murrmur 2. 5T segmeant or T-vwawve changes
F. Exertional chest pain . A-wvwaves
4. Syncope andfor arrythmsa . Arrythmea, ventricular presmatures
beaats
S. Wentricular pre-excitatiorn { VW FwW)
Dilated 1. Family history 1. Gallop 1. Inoraventricular conduction delawy
candiomyopathy Z Decraasaed axercisae tolarancea, Z_ Mitral regurgitation 2. High or low ORS vaoltages
sSyncope Lt elil g B. Auarrythmia, prematures beats
F. Heart failure SympoLorms
fAomomalons: 1. Exertional chest painm Usuwallhy mormal < =ually narmal >
coronany artery 2. Exertional syncope
orig
Coromary 1. Predisposliing conditions 1. Tachycardia 1. ST sSaeqgment depressions or
ischemia a. History of Kawasaki disease 2 Tachwpnea elavation
b Cardiac surgery or heart transplamnt . MNMewve murmur aor gallop 2. T-wave changes
. Systenmic arteriopathy (WWilliam s . R-wwwaves
sywmdromme)
d. Sewvere Familial hhypercholesterolemia
2. Drug usae: Cocaine, Sympgathomameatics
2. Anginal chest pain
Savers left 1. Exertional symptoms 1. Loud systoalic murrmur 1. LW H
wentmcular Z. Exertional syncope 2. LV strain pattaerm
outiflows tract
obstrec tEen
Auorrythymia 1. Palpitations 1. Irregular rhoythem 1. Atrial arcythomiia
2. Swnocogpe 2. Ventricular arrythymiia
=F. Positive famiby history 2. Premature contractions
4. VWentricular pre-excitation (WP W
Pericarditis 1. Positional chest pain 1. Cardiac rub 1. Diffuse ST sagment changeaes
2. Predisposing facuors: Z_ Tachycardia/tachypna Z. T-vwawve inversions
a. Rheumatalogic conditions F. Distant heart sounds,
b_ Malignamcy AW
c. Mediastinal radiatiomn
d. Infection (HIW, TE. wviral)
e. Renal failure
f. Recent cardiac surgery
Mywocarditis 1. Fewer 1. Tachycardia 1. Diffuse ST segment changes
Z. Wiral prodrome Z_ Tachypnea 2. T-wawve inversions
3. Short duration of symptom:s 3.+, gallop rhwthrm., 3. PR-segment depression
4. Mew onsaet heart failure symptorms vanricular ctopy 4. Ventricular ectapy
g4 Cardiowvascular S. Loww RS wvoltages
callapse
Aortic 1. Fersaonal or family history of bicuspid A. Marfanoid bhody See coronary ischemia abowe
disgection BOortic walwe or connectinme tissue habitus
disorders (Marfan symdrome, Loays-
Dietz syndromea, Ehlers-Danlcs
syndrome [type I'V], othaersh
Z. Aacute onset sharp or tearing type of
Eain
Pulmonanry 1. Fain description: acute omset, pleuritic, 1. RW heawve (elevaced RW 1. RWH
embalus associated dyspnea pressureal 2. RW strain patterm

2. Persomnal or family risk factors (imhericed
thrombophilia, hwpercoaguable states,
immrmobilization, maedications)

2. Loud and/or ansplit
SZ if elevared KW
pressurel

Albbrewiateorss: EDG. elaecir o and s ranc HN

WWiH_ g bt wentricular hewgeer

ar arreu oedafecearcy wires VDL equlac venooes distentoons LW, Tafr vesntrecaular: LWHL laeTe wantricwlar by peaciropbng: R
W S sscorncd e t soandcd: TH, tubsrculosis: W WOl FF-Parkimsomn-WWhites
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ATTO TNV aopTh £XOUME HOVOV TNV
EKQUON TNG OECIAC OTEPAVIAIAC, N
ApIOTEPN OTEP. apTnpia £xel ouvdeDn
ME TNV TIVEUMOVIKN, N AIJATWON TNG
apIOTEPNG KOIAIAG YivETAl HEOW
TTAPATTAEUPWYV ATTO TNV OECIA OTEQ.
apT. (UTTOKAOTTI] KOI ATTWAEIQ OTEQ.
QihaTOG TTPOG TNV TIVEUMOVIKI), OEV
ETTAPKEI Y1 TNV QINATWOT) TOU
MUOKapdiou TNG apIoTEPAG KOIAIAG)



0V 0mPaKIKO aryoc otV (10ANG1, GLYKOTTIKA ETELGOOLA
¢vororoyiko HKI npeptog - maboroyikn kommon

[[Epupa = dNAadN TUAMA TOU OTEPAVIAIOU
ayyeiou dgv gival eTTIkapodIakd, fuBion oTo
MUOKAPOIO. To HUOKAPDIO PE KABE CUOTOAN
oTpayyaAilel TO ayyeio JE ATTOTEAEOUA
|IOXQIdia, TTOVO, APPUOMIEC KATT.
(OUuNTTITWHOTO OTEY. vOoou )
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