Kapdlokn avemapkeLa

O

Nikn BAacoomoUAou
AievBUvTtpia EZY
KapdioAoyiki KAIVIKA
TTavemiotnpuiako Tevikd Noookopeio TTaTtpwy




Oplopoc KA

O

H kapdlakn avemndapkela opilletol KAWIKA oav Eva cUVOPOLO 0TO OToio oL acBeveic
£XOUV TUTILKA cupmTwpata (.. duonvola, mpnéuo oeupwv Kal KOTwaon) TIou UmopEtl
va cuvodevovtal ano onpeia (r.x. avénuevn mtieon otic oEaAyitideC, UYPOoUC POYXOUC
OTOUC MTVEULOVEC KOl TTIEPLPEPLKO oidnua).

Odeiletal o avwpaAia Tng Kapdlaknc dounc kat/n tne kapdLakng Asttovpyiag ou
KATAANYEL O€ AUENUEVEG EVOOKOLAOTIKEC TILECELG Kal/r] LELWMEVN KOPSLOKN TTApOXH) OF

nEEULa Ka/r Kotd tn SLApKeELa AoKNoNG.




Oplopoc KA

O

H kapdlakn avemapkeLla eival Eva cUVOETO KALVIKO cUVOPOLLO TTOU TIPOKUTITEL ATTO
otk N Aettoupytkn kapdlakn abnon n onola SLatapAcoEL TNV LKOVOTNTA TNG
QPLOTEPNC KOLALAC TNC KAPOLAC va YEULZEL e aipa A va To eEwOel Tpocg Toug Lotolg
avaAoya UE T LETOBOALKEC TOUC AVAYKEC.

H KA eivatl n puotkn e€EAEN OAwWV OXeSOV TWV KAPSLAKWY VOO UATWV.

Ta eldka onpeia tng KA pmopel va punv eivat epdoavni ota apxLlkd otadla tng vooou N

o€ BEATIoTa Beparmevpevoug aoBeveic




Oplopoc KA

O

H avadelén tou ouykekpLlpEVOU KoPSLOAOYLKOU attiou givol EMOUEVWCE KEVTPLKNG

onuaoctog yia tn Stayvwaon tTne KapSLokAEG aVETIAPKELOLC.

Elval emiong kplowun kat ywa tn Beparmeia , kabwc n akppnc naboAoyia kabBopilel Tnv

eldkn Bepareio mou Oa erdeyel o KABe epimtwon (T.X. XELPOUPYLKI OLVTILETWTILON

o€ BaABLdomaBeLa, Ok papUaKeEUTIK) Bepareia yia cuoToAlkry SuoAeltoupyia TG

ap. Kowiag K.A.Tt.)




Opoloyia KA

O

Table | Diagnosis of heart failure

The diagnosis of HF-REF requires three conditions to be satisfied:

|. Symptoms typical of HF

2.5igns typical of HF?

3. Reduced LVEF

The diagnosis of HF-PEF requires four conditions to be satisfied:

|. Symptoms typical of HF

2.5igns typical of HF?

3.Normal or only mildly reduced LVEF and LV not dilated

4. Relevant structural heart disease (LV hypertrophy/LA
enlargement) and/or diastolic dysfunction (see Section 4.1.2)

HF = heart failure; HF-PEF = heart failure with ‘preserved’ ejection fraction;
HF-REF = heart failure and a reduced ejection fraction; LA = left atrial; LV = left
ventricular; LVEF = left ventricular ejection fraction.

*Signs may not be present in the early stages of HF (espedially in HF-PEF) and in
patients treated with diuretics (see Section 3.6).




Opoloyia KA

O

Definition of heart failure with reduced ejection fraction, mildly reduced ejection fraction
and preserved ejection fraction

Type of HF HFrEF HFmrEF HFpEF

o 1 Symptoms + Signs Symptoms + Signs" Symptoms + Signs"

i 2 LVEF <40% LVEF 41— 49%" LVEF >50%

E - - Ohjective evidence of cardiac structural and/or functional

abnormalities consistent with the presence of LV diastolic
dysfunctionfraised LV filling pressures, including raised natriuretic peptides®

HF = he=art failure HFrEF = heart filure with mildly reduced sjection fraction; HFpEF = heart failure with preserved ejection fraction; HFrEF = heart failure with reduced ajec-
et fraction: LV = left ventricle: LVEF = left ventricular sjection fraction.

*Signs may not be present in the sarly stages of HF (especially in HFpEF) and in optimally treated patients,

“For the diagnosis of HFmrEF, the presence of other svidence of stroctural beart dissase (eg increased left atrial sirze, LV hypertrophy or schocardiographic measures of
impaired LV fillng) makes the disgnosis more likely.

“Far the disgnosis of HFpEF, the greater the number of abnarmalities present, the higher the likelibhood of HFpEF.




Opoloyia KA

O

Opoloyieg mou oxetilovtal YE TN XPOVLIKA TTopELa TNG KAPSLAKNC OVETIAPKELOC

» OLOUMITTWHOTLKY) OUOTOALKN) SucAeLtoupyia

> Xpovia KapdLoKn AVENAPKELLL

» otaBepn Kapdlakn avenmapKkeLa

> anoppLOULON KAPSLAKAG AVENIAPKELOLG

» De novo kapdiakn avendpkela (ofsia | vnoéeia popodn)

» ZupdopnTikn KoPSLOKN OVENAPKELOL




Opoloyia KA

O

AuvoAsttoupyia tng S€Ldc KolAiag

H KA pmopel va eival amotédeopa duoAettoupylag tng 6e€Ldc kolAiag,
WC¢ amoTEAEoA UTIEPPOPTLONS OYKOU N Tiieonc.

H AKA epdaviletal eite wg

» enakoAouBo AKA mou mpokaAet MY
n

» QAA\ec attiec mpwtonaBouc SuoAettoupyiag tng AK (OEM, appupioyovo
pnuokapdlonaBela AK, BaABdomadela tplyAwyvac)




Opoloyia KA

O

AAM\EC cUXVEC OpoAoyleC TNC KOPSLAKAG AVETIAPKELOLS

H KA epdaviletal eite wg

» Xpovia kapdiakn avendpkela (XKA)
n

» ofela kapdiakn avemapkeia (OKA)




Opoloyia-Taéwvounon KA

O

OpoAoyieg mov oxetiCovtal e T coBaAPOTNTA TWV CUUTTTWUATWY TNG KA

v H Aewtoupykn ta§lvopnon Kopdlakig avendpkelog kot NYHA
(New York Heart Association)

v ACCF/AHA tafwvopnon kap8iakr¢ avendpketag (American
College of Cardiology Foundation / American Heart Association)

v' Tafwvopnon kapdiakic avendapketag katd Killip




KAaoeic KA

O

H Asettoupyikn taélvounon kata NYHA ypnolpomoleital o€ OAEC TIC TUXOLOTIOLNEVEG
HeEAETEC Oepameiog tTNG KAPOLOKAC QVETIAPKELOG KOl EMOUEVWE Yla va Tieplypa el

nolotL a.oBeveic wdpeAovuvtal amod ATMOTEAECUATIKEG Oepareiec.

AcBeveic oe kAaon | katad NYHA eivat aovpntwpatikoi, evw oe kAaoeig LI [ IV

£XOUV AT, HETPLA 1] COBaPA CUUTTTWHATA avTioToLa.




KAdaoeiwc KA

O

Table 2 New York Heart Association functional
classification based on severity of symptoms and
physical activity

No limitation of physical activity. Ordinary physical
Class | activity does not cause undue breathlessness, fatigue,
or palpitations.

Slight limitation of physical activity. Comfortable at
Class Il rest, but ordinary physical activity results in undue
breathlessness, fatigue, or palpitations.

Marked limitation of physical activity. Comfortable at
Class Il rest, but less than ordinary physical activity results in
undue breathlessness, fatigue, or palpitations.

Unable to carry on any physical activity without
Class IV discomfort. Symptoms at rest can be present If any
physical activity is undertaken, discomfort is increased.




Jtadia KA

O

ACCF/AHA tawvopnon KopSLOKAG AVETTAPKELOG

Jtabo A: O aoBeviic elvat uvpnAolu Kkwwduvou yla eudavion
KapOLOKNG OVETIAPKELOG. Aev  UTIAPXEL OSOMLK 1 AELTOUPYLKA
Statapoaxn, onueia  cuprntwpata (ruy AY, ZA, ™A LK2) .

>tablo B: AoBevric pe eykateotnupevn KapdloKkry VOOO ToOU EXEL
vPnAn TBavotTnTa avantuéng KapSLOKNG AVETIAPKELOC XWPLC OUWC
cupntwpata n onueia(n.y OEM, BaABibonaBeLecg).

>1ablo C: O aoBevnC €XEL CUUMTWHOTIKY KOPSOLOKN OVETAPKELD HE
umokeipevn Soutkn dtatapoaxn.

>tabo  D: Mpoxwpnuévn PBAABn tou puokoapdiou pe Sopkn
KapSlomabela Kal cofoapd CUUMTWHATO KOPSLAKAC OVETIAPKELOG
oTNV npPepia mapad tn BEATIOTN dapuaKkeVTIKA Bepareia.




Jtadia KA

O

Table 6 Classification of heart failure by structural abnormality (ACC/AHA), or by symptoms relating to functional
capacity (NYHA)

ACC/AHA stages of heart failure NYHA functional classification

Stage of heart failure based on structure and Severity based on symptoms and physical activity

damage to heart muscle

Stage A At high risk for developing heart failure. No identified Class | No limitation of physical activity. Ordinary physical activity
structural or functional abnormality; no signs or does not cause undue fatigue, palpitation, or dyspnoea.
symptoms.

Stage B Developed structural heart disease that is strongly Class Il Slight limitation of physical activity. Comfortable at rest, but
associated with the development of heart failure, but ordinary physical activity results in fatigue, palpitation, or
without signs or symptoms. dyspnoea.

Stage C Symptomatic heart failure associated with underlying Class Il Marked limitation of physical activity. Comfortable at rest, but
structural heart disease. less than ordinary activity results in fatigue, palpitation, or

dyspnoea.

Stage D Advanced structural heart disease and marked symptoms of ~ Class IV Unable to carry on any physical activity without discomfort.
heart failure at rest despite maximal medical therapy. Symptoms at rest. If any physical activity is undertaken,

discomfort is increased.

ACC = American College of Cardiology; AHA = American Heart Association. Hunt SA et al. Girculation 2005;112:1825—-1852.

The Criteria Committee of the New York Heart Association. Nomenclature and Criteria for Diagnosis of Diseases of the Heart and Great Vessels. 9th ed. Little Brown & Co;
1994. pp 253-256.




Jtadia KA

O

Tafwvounon kapdiakng avenapkeilag kata Killip

>TadLo |: Xwplc onpeia cupdopnTikng KApSLAKAG OVEMAPKELOLS

>tadLo |l: Mapouoia LypwV POYXWV OTNV OKPOACH TIVEULOVWV

avénuevn odayLtdikn mieon R 3° kKapdLakog TOVOG
>tadLo lll: O&L mveupoVvIKO oldnua

>tado |V: Kapdloyevnc katamAnéia




Erudnuodoyia KA

O

O emnutoAaocpoc tnc Kapdlakng AVETIAPKELOLC

Prevalence of Heart Failure
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Erménuiodoyia KA

O

H emuibnuio tng Kapdlaknc AvenapkeLog
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Erménuiodoyia KA

O

H kapdlakn avemndapkela pe dStatnpnuévo KE (HFpEF) paivetal va €xet Stadopetiki
erdnuIoloyla kot attoAoyia og cUYKpPLON HE TNV KapOLOKN AVETIAPKELD PUE LELWUEVO

KE (HFrEF)

RISK FACTORS

ORGAN LEVEL

MOLECULAR
LEVEL

HFpEF

e Female gender

e Advanced age

e Diabetes mellitus
e Hypertension

e Obesity

e Concentric LV remodeling
e High LV mass/volume

e Cardiomyocyte hypertrophy
e Collagenolysis

e Interstitial fibrosis

e Titin isoform shift to N2B
(stiff spring)

HFrEF

e Male gender

e Smoking

e Dyslipidemia

e Myocardial necrosis/
inflammation/infiltration

e Eccentric LV remodeling
e Low LV mass/volume

e Cardiomyocyte loss
e Replacement fibrosis
e Titin isoform shift
to N2BA (compliant spring)




Puowkn lotopia ko Mpoyvwon KA

O

H npoyvwon mapoapevel ptwyn, OMwCe Kol n molotnta {wnc eivat onuavtka
ETINPEACHEVN, TTAPA TNV tpoodatn BeAtiwon kupiwg otn HrEFF.

Amo peleteg 2018 avadepetal 67% Bvnrotnta otnv Setia.

OL yuvalkeg £XoUV YEVIKA KOAUTEPN TIPOYVWON TIAPA TN XELPOTEPN CUUDWVA UE
TLIC 0dnyiec Bepamneia.

OewpnTLkad oL a.oBeveic pe HFpEF £xouv KaAUTEPN POYVWON OE OXEON UE
autol¢ pe HFrEF aAAa daivetal otL autn n Stadopa ival apeAnTea.

Ol aoBeveic pe KA voonAevovtal pia ¢popd 1o xpoOvo Katd PECO OpO.

Ot emavaAappoavopeveg voonAeieg eival o o SUCHEVAG TTPOYVWOTLKOG
TIapAyovTag,.




Awtiodoyia KA

DISEASED MYOCARDIUM

Ischaemic heart

Myocardial scar

disease . o ;
Myocardial stunning/hibernation
_______ Epicardial coronary artery disease
Abnermal coronary microcirculation
Endothelial dysfunction
Toxic damage Recreational substance abuse Alcohol, cocaine, amphetamine, anabolic steroids.

Heavy metals Copper, iron, lead, cobalt.

Medications Cyrostaric drugs (e.g. anthracyclines), immunomodulating drugs (e.g. interferons monoclonal
antibodies such as trastuzumab, cetuximab), antidepressant drugs, antiarrhythmics, non-steroidal
anti-Inflammatory drugs, anaesthetics.

Radiation

Immune-mediated Related to infection Bacteria, spirochaetes, fungi, protozoa, parasites (Chagas disease), rickettsiae, viruses (HIV/AIDS).
and inflammator; o e " ; : ' .
damage Y Not related to infection Lymphocytic/giant cell myocarditis, autoimmune diseases (e.g. Graves’ disease, rheumatoid
2 arthritis, connective tissue disorders, mainly systemic lupus erythematosus), hypersensitivity and
eosinophilic myocarditis (Churg-Strauss).
Infiltration Related to malignancy Direct infiltrations and metastases.

Not related to malignancy Amyloidosis, sarcoidosis, haemochromatosis (iron), glycogen storage diseases (e.g. Pompe disease),
lysosomal storage diseases (e.g. Fabry disease).

Metabolic Hormaonal Thyroid diseases, parathyroid diseases, acromegaly, GH deficiency, hypercortisolaemia, Conn's
derangements disease,Addison disease, diabetes, metabolic syndrome, phaeochromocytoma, pathologies related
to pregnancy and peripartum.

Nutritional Deficiencies in thiamine, L-carnitine, selenium, iron, phosphates, calcium, complex malnutrition

(e.g. malignancy, AIDS, anorexia nervosa), obesity.

Genetic abnormalities

Diverse forms

HCM, DCM, LV non-compaction, ARVC, restrictive cardiomyopathy (for details see respective
expert documents), muscular dystrophies and laminopathies.

ABNORMAL LOADING CONDITIONS

Hypertension

Valve and Acquired Mitral, aortic, tricuspid and pulmonary valve diseases.
ocardium . . . ; }

my Congenital Aurial and ventricular septum defects and others (for details see a respective expert document).
structural defects
Pericardial and Pericardial Constrictive pericarditis
endomyocardial Pericardial effusion

athologies ' ) .
P o8 Endomyocardial HES, EMF, endocardial fibroelastosis.

High output states

Severe anaemia, sepsis, thyrotoxicosis, Paget’s disease, arteriovenous fistula, pregnancy.

Volume overload

Renal failure, iatrogenic fluid overload.

ARRHYTHMIAS

Tachyarrhythmias

Atrial, ventricular arrhythmias.

H attioAoyia tng KA gival moikiAn
EVTOG KOl LETAEL TWV TTEPLOXWV
TOU KOOUOU.

Aev untapyxel opopwvia og Eva
gvioio cuotnua Taélvopunong yla
TLC atieg tng KA pe peyain
emkaALPn petaL Touc.

MoAAol acBeveic €xouv MOAAEC
Sladopetikéc maboAoyieg —
KapSLOYYELOKEC KOLL LN —OL OTTOLEG
Hrtopet va mpokaAécouv KA

H avadeien avtwv tTwv
SLapopETIKWY ALTIWV TIPETEL VAL
amoteAoUV HEPOC TNC SLayvwong
KaOw¢ pumopet va mpoodEpouv
elOLKEC Bepareiec.

! Bradyarrhythmias Sinus node dysfunctions, conduction disorders. ;




Attlodoyia KA
[TAGHZEIX MYOKAPAIOY

Ioyaupur MvuokapSiakn ovAn

AntomAnkro/Xewalov puokdapsio
Kap&iaxn Emucapdiaxr ote@aviaia vooog

Alxtapayég pikpokukAo@opiag
V660G AvoAettovpyia evéobniiov
To&wkn BAGBN Katayxpnon ovoiwv AXk00A, Kokalvn, ap@etapivn, avaBoAkd otepoeldn

Bapéa pétodda XaAkdg, oidnpog, noAvBsog, koBdAtio

ddppaka Kuttapootatikd (y avOpakukAiveg), avoooTPOTOTIOW TIKG
@appaxa (Y LOVOKAWVIKE QVTIOMUATA), AVTIKATAOATTIKE,
avTappubpikd, MIAD, avalcOntikd

AxtwofoAia

AvooooyeTti{opevn kot ®Aeypovadrdng BAGRN  Zxetildpevn pe AOUDEELS Baktnpla, omelpoyaites, puknteg, mpwtodlwa, mapaoita (VOoog
Chagas), plkétoleg, Lot (HIV/AIDS)

Mn oxeti{Opevn e AOLUWEELS Agpgoxvttapu)/Tiyavtokuttapikn puokapditida, avtodvooo
vooruata (VOoog Graves, pEUHATOELSTG apBpitida, Statapoayeg
ouVSEeTIKOV LoToV, ZEA), umepatevaloBnoio kKat Nwoevo@ALky
pvokapditida (Churg-Strauss)

Aumibnon TxeTl{Opeves pe kakonOela Metaotatikeg Sinbfoetg

Mn oxeTl{OpeveS e Kakon Ol ApvlogiSwon, capkoeibwon, alpoxpwpdtwon (cidnpog),vécog

Pompe, vdoog Fabry

Tevetikés avwpalieg [owkideg popés Ymeptpo@ki) puokapSiomdbera, Statatikn puokapdiomadeia, un
OUUTIAYEG LUOKAPSLO, appuBuioydvog SuoTAacia Se€Ldg Kothiag,
TIEPLOPLOTIKY LUOKAPSLOTABELQ, PUIKEG SUOTPOPLES Kat
AapvomdBeieg

Metafolucég Statapayes OpLovikeEg [MaBnoelg BupeoelSovg, Tab oL TApaBLPEOELSWV, akpopeyalia,
QAVETAPKELA AUENTIKNG 0pUOVNG, UTIEPKOPTL{OAALia, VOGOG TOU
Conn, v060G TOV Addison, ZA, petafoAiko cuvSpopo,
PULOXPWUOKVTTWHA, TaBoAoyieg kKinong kot Aoxelag

Al TpOPIKES Avemadpkeleg Belapivng, L-kapvitivng, o81pov, gwa@opov,

acBeotiov, vtoBpePia(my kakonBela, AIDS, VEUPOYEVTG
avopekia), mayvoapkia




Awtiodoyia KA

O

YTnv Eupwrn kot tTnv ApPEPLKN N otedaviaio vOoog ival n cuxvotepn aLtia
KapOLOKAG QVETIAPKELAC, KUPLWGS WG CUVETIELA TOU EUPPAYUOTOG TOU
Huokapbiou oe acBeveig pexpL 75 Twv Kal o€ MOCOGCTO Tepinmou 70%.

AkoAouBouv ol dladopeg puokapdlomdbeleg oe MooooTo 2-18%, oL Omole(
glvoll CUXVOTEPEC O€ YUVOILKEC KOl VEQL ATOULAL.

ALLYWC apTNPLOKA UTIEPTACN UTIAPXEL OE TTOCOOTO 4-14%, evw oL
BaABLdomabelec, kKuplwe ekPUALOTLKAC aLTloOAoylag UTIAPXOUV CE TTOCOOTO 4-
7%.




Awtiodoyia KA

O

2TOUC 1o NALKLwHEVOUG aoBeveic eival apketd SUokoAn n akpPrgc dtayvwon
Kall N olttoAoyia TG KapSLaKAG AVETIAPKELAC, YLOTL CUVUTIAPXOUV Kol AAAQ
VOO LOTA, OTIWG Tt N XPOVLO artodpaKTLKH) TIVEUULOVOTIAOELR, N KOATILKN
HopUapuyn K.a.

H aptnplakr vméptaon, N unteptpodia kat n ivwon tou puokapdiov eival
ONUOVTLKEG aLTieg KUPLWG SLaOTOALKN G KOPOLAKNG OVETIAPKELOG OTOUG
NALKLWUEVOUC auToUG aoBeveic




Attlodoyia KA
)

[TAOOAOTIKEXZ KATAXTAXEIX ®OPTIXHZ

Yméptaon

BaABiSomabeleg kat Sopka  EmiktnTteg [Tabnoelg pTtpoeldos, AOPTIKNG,

eAAelppata Tov puokapdiov TPLYAWYLVOG KL TIVEVHOVIKN G BaABiSag

Tuyyevelg EAAelppota HECOKOATILKOU Kol

HECOKOIALAKOV SLa@PAYUATOS K.QL

[MepikapSlakes Kot [Tepikapdiakég TUUTILEOTIKY] TEPIKAPSITION,

EVOOUVOKAPSLAKES TEPIKAPSLAKT CUAAOYY)

maBoloyikég kataotdoslg  Evdopvokapdiaxég Ymepnwaowo@iAtkd cuvSpopo,
evdopvokapdiakn tvwon,
evOoKaPSLaKT LVOEAACTWOT)

Kataotdoeig vPmang YofBapmn avaiuia, onym,

TapPOYNS BupeoTofikwon, vOoog Paget,

apTnpLo@AeBikn @lotovAa, kinon
Ymep@option 6ykov Ne@pikn aveTapKeL, LATPOYEVTG
VTEPPOPTWOT) UE VYPA
APPYOMIEX
Tayvappubuieg KoAmikég, kolAlakég appubpieg
Bpaduvappubuieg AvoAettovpyia @AeBokopfov,
SLATAPAYES AY WYLLOTNTAG
Amo tnv peAétn Frammingham kat yla xpoviko dtaotnua mopakoAoudnong avw twy 40 eTwv paivetal OTL aufAveL n
ouxvotnta Tn¢ otedaviaiog vooou Kal Tou cakxapwdn Stafntn cav KUPLEG aLTieg KAPOLOKNG OVETIAPKELALC,
EVW EXEL LELWOEL N ouxvoTNTA TNG APTNPLAKAG UTEPTAONG KoL TwV BaABLdomabelwv Adyw TG £ykalpng Beparmeiag.




Attiodoyia
via KA
Cause Examples of presentations Specific investigations
cAD Myocardisl infarction Irnvasive coronary angography
Angina or “angina-equivalent™ CT coronary angsography
Arrhythrrizs Imaging stress tests (eche, nuclear, CHMR)
Hypertension Heart fallure with preserved systolic function 24 h ambulatory BP
Makgnant hypertensionfacute pulmonary oedama Plasrma metanephrines, renal srery irmaging
Renin and aldosterane
Valve disexse Prirnary vahe diseaze eg, sortic stenosis Echo — wransoesophageal/stress
Secondary valve disease. eg. functional regurgitation
Congenital vabve deeass
Arrhiythmias Atrial tachyarrhythmias Ambulstary ECG recording
Ventricular arrhythmias Electrophysiology study, if indicated
CMPs All CMR. genetic testing
Drilazed
Hypertraphic
Restrictive Right and left heart catheterization
ARNVC
Periparmirm
Takotsubo syndrome CMR. angiography
Toxing aleohol, coczine, iron, copper Trace elements, tosdcology, LFTs, GGT
Congenital heart disease  Congenitally correctedirepalred transposition of great arteries. CHMR
Shunit lesions
Repaired tetralogy of Fallot
Ebstein's anornaly
Infiesctive: Wiral rryocardits CMR. EMB
Chagas disease
HInv Serology
Lyme disease




Awtiodoyia KA

Crug-mduced Anthracyclines
Trastuzurnak
WEGF inhibiuors
Imrmune checkpolnt inhibitors
Proteasorne inhibltors
RAF+MEE Inhibitors

Infilorative Amiyleid Serum electrophoress and serum free light chalns, Bemnce
Jomes protein, Bone scintigraphy, CHMR, CT-PET, EMB

Sarcoldosis Serum ACE, CMR, FDIG-PET, chest CT, EMB
Meoplastic CMR. EMB

Storage disorders Haemochromatasis Iron studies, genetics, CHMR [T2* imaging), EMB
Fabry dizease s-galactosidase A, genetics, CMR (T1 mapping)
Glycogen storage diseases

Endomyocardal disease Radiatherapy CMR
Endomyocardial fibroslsleosmophili EMB
Carcinoid 24 h wrine 5-HIAA,

Pericardial diseasse Caleification Chest CT, CMR, Right and Left heart catheterisation
Infiktrative

Metabolic Endocrine disease TFTs, plassma metanephrines, renin and sldosterane, cortisol
Mutrithona] disease (thiamine, vitamin B1 and selenium deficiencles) Specific plasrra nutrients
Autolrnmiing diseass ARA, AMCA, rheurnatology review

Mewromuscular disease Friedrelch’s arawis Merve conduction studies, electromyogram, genetics
Muscular dystraphy CE, electromyogram, genetics

SeillAA & S-hydrooyindoleacetic acd; AOCE & angi otensin=converting encyme; AMNA S antienuclear antibody; AMNCA S antienucleasr cytophsmic antibody: ARVC & arrhythmogenic
right ventricular cardiomypopatiny; BP S blood pressure: CAD & coronary artery disesse: CMP & cardiomypopatity; CHE = cardiac magnetic resonance; (CK S orextinine dnaese; CT
= computed tomography; ECG = elecorocardiogranmc Echo & echocardi ography: EMEBE = endomyocardial biopsy; FOVG = fluorodeowyplucose; GGT = gammas-ghuotamyd transferase;
HINY' = hwman immunodeficiency winus; b® hows; LFT & lver function tesiz LGE = late gadoling um snhancement; MEK & mitopensactvated protein kinase; PET & positnon emi sshom
tomography; TFT & thyroed funchion test; VEGF & vasculbr endotthelial prosecth factor.




Awtiodoyia KA

O

Ot aoBeveic pe pn-KA vooo, 1.x. avaluio, mveupovoloyLkr), vebpoAoyLkn,
BupeoelSIKNA A NTTATLKY) VOOO UIMOPEL VOL €XOUV CUUTTTWOTO KOl OnUEia

napopola pe avtd tng KA, aAld os amouoia kapdlakng SucAeltoupylag,
dev mAnpouv kputrpla KA.

AuTEc oL maBoAoyieg pumopet va cuvumapyouv pe KA Kat va TNV EMOEVWVOUV.




Awtiodoyia KA

O

XpovoAoyikn €EEAIEN TNG XpOVvIag KapdIaK. AVETTAPKEIOG 08 EupwTrn Kai

AuepIKN
1950 1970 2000
ApTtnplakn YTrépraon Aptnpiakn YTrépTaon 2TEQaviaia voaog
BaABidotraBeieg 2TEQaviaia vOOog [dioTTaBn g AlatarTikn
MuokapdiotraBeia

H awtiodoyia tng kapdlaknc avendpkelac dtadEpel eniong Snpoypadika.
JTLC OVATITUCOOUEVEC XWPEG N peVHATIKA BaABLdomaBela kot ol puokapdlomabeLeg
amoteAoUV TNV KupLa attia tng KA, evw n AY armoteAel Tnv kUpLa attia otnv Aola.

JTIC XWPEC TNG AeKAvVNC TG Meooyeiou Kal ot ApaLKEC XWPEC EXEL LEYAAN onpacia
N B-MA Kall n EMKTNTN ALLOXPWHATWON TTOU amtoTeAOUV TLC KUPLEC attiec KA n omoia

TPOKAAE(TAL aTtO TNV evamnoBeon oLbripou 0TouC LOTOUC




Awayvwon KA
)

Diagnastic algorithm for heart failure

MEproBMP = 125 pgiml

it or BNF = 35 pgiml

L or if HF strongly suspected
T = if M TeproBMPIBMNF unavailable

Heart failure confirmed
Crefine heart failure phenotype
bazed on INEF measisremsenc

¥ 1 3
40K 41-40% 2S00
(HFrEF}  {HFmrEF]  {HFpEF)

1 [ ]

COSTUTHENOE Creatment




Awayvwon KA

O

ZUVLOTWHEVEG SLOLYVWOTLKEC EEETAOELG O€ OAOUG TOUG aoBeveic pe untoPia XKA

Recommendations

BMNP/NT-proBMNP-
12Hdead ECG

Transthoracic echocardiography

Chest radiography (*-ray)
Routine blood tests for comorbidities, including

N NnDmm

full blood count, urea and electrolytes, thyroid
function, fasting glucose and HbA ¢, lipids, iron
status (TS5AT and ferritin)

N

S ERC 2021




Oécia kapdLOKA OAVETIAPKELDL

O

OpLoMOC

0O¢ oeia kapbdrakn avenapkela (OKA) opiletal n ofeia eykatdotoon N
ETMLOEVWON CUUMTWHATWY KoL CNUELWV KApSLOKAC AVETIAPKELOLG.

Elvat pia amelAntikn yla tnv {wn KAtaoTtaon ToU Amaltel AUECN EKTLUNCN
Kall Bepareia Kal TUTILKA 0ONYEL O£ ELCAYWYN OTO VOOOKOLELOD.




Oécia kapdLOKA OAVETIAPKELDL

O

Opoloyia

H o&ela kapdlakn aveMAPKELO UTTOPEL VAL TTAPOUCLAOTEL
v' wc veogpudavilopevn (de novo) kapSitaki avendpkela N
v' wc ofeia emdeivwon Xpoviag KapSLAK G AVERAPKELAG

Kol LItopEl val elval amotéAeopa mpwTtoyevouc Kapdlakng SuoAeltoupylag

N va IpoKaAeital amo e€wyeveic mapayovteg, cuxvotepa otouc aoBeveic pue XKA.




OKA

O

Tawounon

Mia aAAou eidouc taévounon twv aocBevwyv pe OKA adopd tnv mapoucia i oxt
TWV TIOPOKATW TTOOOAOYIKWY KATOOTACEWY TTIOU OIALTOUV AECN QVTILETWITILON:

= 023,

" UTIEPTAOLKNA OLXUA,

= TayvappuBuia f coPfapn Bpadukapdia,
= ofela pnxovikn emuTtAokn,

" TIVEUMOVLKN eUPOAN

= Aoipwén

" ETIUMWUOTIOUOC




Diagnostic workup of new onset acute heart failure.

-~

Diagnostic workup of new onset acute heart failure

l

Patient history. signs andfor
symproms suspected of acure HF

I

* Elecrrocardiogram

*  Pulse cofimerry

+ Echocardiography

» Initial lahorarory investigacions*
. ﬂ!ﬂtxﬂ

*  Lung ulirasound

« Orher specific evaluations®

Matriuretic peptides testing

!

+  BNP <I00 pgimL + BNP = 100 pgimL
- NTproBNP <300 pgiml +  NTproBNP =300 pgimle
+  MR-proANP <120 pgiml + MR-proANP =120 pgiml

] ]

— Acute heart failure ruled out Acure heart failure confirmed —

]

Comprehensive echocardiography
- @Esc—




Atrtioloyia OKA

Acute coronary syndrome.

Tachyarrhythmia (e.g. atrial fibrillation, ventricular tachycardia).

Excessive rise in blood pressure.

Infection (e.g. pneumonia, infective endocarditis, sepsis).

Non-adherence with salt/fluid intake or medications.

Bradyarrhythmia.

Toxic substances (alcohol, recreational drugs).

Drugs (e.g. NSAIDs, corticosteroids, negative inotropic substances,
cardiotoxic chemotherapeutics).

Exacerbation of chronic obstructive pulmonary disease.

Pulmonary embolism.

Surgery and perioperative complications.

Increased sympathetic drive, stress-related cardiomyopathy.

Metabolic/hormonal derangements (e.g. thyroid dysfunction, diabetic
ketosis, adrenal dysfunction, pregnancy and peripartum related
abnormalities).

Cerebrovascular insult.

Acute mechanical cause: myocardial rupture complicating ACS (free wall
rupture,ventricular septal defect,acute mitral regurgitation), chest trauma
or cardiac intervention, acute native or prosthetic valve incompetence
secondary to endocarditis, aortic dissection or thrombosis.




OKA

Alayvwon Kot opXLKN EKTLNON

H dtayvwotikn mpoogyylon tov acBevn ;OKA TIPETEL VAL ElValL ALEOH WOTE va
el N KAtAAANAN Beparneia to TaxUTEPO duvarto.

H apyK EKTIUNON CUUTTANPWVETOL UE TLC TIOPOKATW EEETAOELG :

aktwvoypadia Owpakog

HKIr

UTLEPNXOG KaLPSLAG

TLOALLK) O§UMETPLOL

EpyaotnpLOKEG EEETAOELG

TO ETIMES A TWV VATPLOUPNTIKWY TIEMTIOIWY, TA ETITESA TWV KAPSLAKWY TPOTIOVIVWVY,
NG ouplag, TNG KPEATLVIVNG, TwV NAEKTPOAUTWY, TWV NTTATIKWY EVIUUWV KOl TWV
BupeoeldIKWV opHoVWY , TNG YAUKOING, Twv D-dimers kot Tou YaAQKTLKOU 0EE0C KOl VoL
Slevepyeital yevikn alpotog kat avalvon aeplwy aipatod




Diagnostic tests in patients with acute heart failure

ECG

Chest-X ray

LuUs

Echocardiography

Matriuretic peptides
(BNP, NT-proBNP,
MR-proANP)
Serum troponin

Serum creatinine

Serum electrolytes
(sodium, potassium,
chloride)

Iron status (transferrin,
ferritin)

TSH

D-dimer

Procalcitonin

Lactate

Pulse oximetry and

arterial blood gas

analysis

Time of measurement

Admission, during hospitali-
zation,*® pre-discharge
Admission, during
hospitalization®

Admission, during hospitali-
zation” pre-discharge
Admission, during hospitali-
zation,” pre-discharge
Admission, pre-discharge

Admission

Adrission, during hospitali-
zation,* pre-discharge
Adrission, during hospitali-
zation,* pre-discharge

Pre-discharge

Admission

Admission

Admission

Adrission, during
hospitalization®

Admission, during
hospitalization™

Possible findings

Arrhythmias, myocardial
ischaemia

Congestion, lung infection
Congestion

Congestion, cardiac dys-

function, mechanical causes

Congestion

Myocardial injury

Renal dysfunction

Electrolyte disorders

Iran depletion

Hypo- hyperthyroidism

Pulmonary embolism

Preumaonia

Lactic acidosis

Respiratory failure

Diagnostic value for
AHF

Exclusion of ACS or
arrhythmias
Confirmatory
Confirmatory

Major

High negative predictive
value

Execlusion of ACS

None

Naone

Nane

None

Useful to exclude pulma-
nary embalism

Useful for diagnosis of
preumonia

Useful to assess perfusion

status

Useful to assess respiratory
function

Indication

Recommended

May be considered

May be considered

Recommended

Should be considered

Recommended
Recommended for prognos-
tic assessment
Recommended for prognos-
tic assessment and
treatrment

Recommended for prognos-
tic assessment and
treatrment

Recommended when hypo-
hyperthyraidism is
suspected

Recommended when pul-
menary embalism is
suspected

May be done when preu-
monia is suspected
Recommended when
peripheral hypoperfusion is
suspected

Recommended when respi-
ratory failure is suspected




Oécia kapdLOKA OAVETIAPKELDL

O

Ta&wvopnon

2TLC TIEPLOCOTEPEG TIEPUTTWOELG oL aoBeveic pe OKA eudavitovtal pe
dtatnpnuévn (90-140mmHg) A avénuévn (> 140mmHg :uneptaoikn
OKA) cuotoAwkn aptnplakn mtieon (ZAMN).

Movo 5-8% twv aoBevwv pe OKA £xouv xaunAn ZAM (<90mmHg:
untotaokn) OKA), mou oxetiletal pe ptwyn mpoyvwon, Kupiwg otav
ouvOuAlETAL LE UTIOOLUATWON




OKA

CONGESTION (-) CONGESTION (#)
Pulmonary congestion
Orthopnoea/paroxysmal nocturnal dyspnoea
Peripheral (bilateral) oedema
Jugular venous dilatation
Congested hepatomegaly
Gut congestion, ascites
Hepatojugular reflux

HYPOPERFUSION () /

WARM-DRY WARM-WET

7

HYPOPERFUSION (+)
Cold sweated extremities
Oliguria

Mental confusion
Dizziness

Narrow pulse pressure COLD-DRY COLD-WET
/ %

Hypoperfusion is not synonymous with hypotension, but often hypoperfusion is accompanied by hypotension.

Figure 12.1 Clinical profiles of patients with acute heart failure based on the presence/absence of congestion and/or hypoperfusion




Main mechanisms

Main cause of
symptoms

Onset
Main haemodynamic

abnormalities

Main clinical
presentations’**¢

Main treatment

Acutely decompensated

heart failure

LV dysfunction

Sodium and water renal
retention

Fluid accumulation, increased
intraventricular pressure

Gradual (days)
Increased LVEDP and PCWF

Low or normal cardiac output
Marmal to low SBP

Wet and warm OR Wet and

cold

Diuretics

Inctropic agentsivasopressors
(if peripheral hypoperfu-
sion/hypotension)

Short-term MCS or RRT if
needed

Acute pulmonary

oedema

Increased afterload andior
predominant LV diastolic
dysfunction

Walvular heart disease

Fluid redistribution to the

lungs and acute respiratory

failure

Rapid (hours)

Increased LNVEDP and
PCWP*

Mormal cardiac output

Meormal to high SBP

Wet and warm®

Diuretics

Vasodilators”

Isolated right
ventricular failure

RY dysfunction andlor pre-

capillary pulmonary
hypertension

Increased central venous
pressure and often systemic
hypoperfusion

Gradual or rapid

Increased RVEDP

Low cardiac output

Lew SBP

Wet and cold

Diuretics for peripheral
congestion

Inotropic agentsfvasopres-
sors (if peripheral hypo-
perfusion/hypatension)

Shart-term MCS or RRT if
needed

Clinical presentations of acute heart failure

Cardiogenic shock

Severe cardiac dysfunction

Systemic hypoperfusion

Gradual er rapid

Increased LVEDP and
PCWP*

Low cardiac output

Low SBP

Vet and cold

Inotropic agents/
VASOPressors
Short-term MCS

RRT




Awoxeiplon tnG ofeiog KOPSLOLKAC OLVEMAPKELOLG

O

H apylkn ektipnon mpeEmnel va akoAouBeital anod cuvexn mapakoAovOnon Twv
KapSLOAVATIVEUOTIKWY AELTOUPYLWVY, CUUTTEPIAQUPAVOUEVWV TTOAULKAG
OEUETPLOC, APTNPLOKAG TILEONC, OLVATIVEUOTLKIG CUXVOTNTAC, KOIL CUVEXOUC
nAektpokapSdloypadlknc kataypadnic.

OL a0Beveic LE AVATIVEUOTLKA OVETIAPKELD 1 ALLOSUVOULKY) oTABELO TIPETIEL
va S€xovTtal APEDN UTTOOTNPLEN TOU AVOTIVEUOTLKOU Kol Tou KUkKAodopLkoU

OUOTHUOTOC
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