> U1 > ¥ ‘:ly (%3
LL%’J‘V]’]\‘)ﬂ’]i@ LLa LLazilﬂﬂ’l‘Jﬂ‘Ll’) H‘[Sﬂﬁﬁslﬁ)aulﬁa')tia‘id

updated AANLWINIIYDI ESC 2021
AN.NDAK VoI uDa

UNUI
r_q( a a v t:lI s r U [ £ dq‘ >3 .

unanuiSsuesdayaiiuanumsguainmgihanziiladuinaiiiess  (chronic  heart
failure) lapg1989M1uUWIN1IVEY European Society of Cardiology (ESC) fn13usutljsuazfinanly
A Aa A v A a o = ° o o o o @
Waufaman a.f. 2021 Aruudunan Salinsdiuiasuduuzsihunsindalunsinengdihe
Lawladunandess lasszuiuldinlieawsnsuesnnsadiinuasgihoannds  Munsunum
maamﬂ"ﬁmlumjm sodium-glucose cotransporter 2 (SGLT-2) inhibitors lugﬂ’miiﬂ‘ﬁ'ﬂaﬁumm

& o A ~ Aa ¢ & = an o @ ,
15859 Luaamﬂummwuwﬂsziﬂmumaamluﬂﬂmmaﬂauﬂlug}lmzmqmanm’s

A1INAAMNTAINIIZHI laaNLHal’
o o = ' aan A o @ @ d

Mz lasuman \unduarnmnsadiin Fefiomasan laun aamaneslusmzeanuss
MSUINNUSIUTDL  haZBaULNAE I@UgﬂaﬂawaﬁaﬂﬂﬁiLLa@di’awﬁaEJVL@TLm' LI L AWLRDAAN
_ N . .
jugular LNNFITH ANILINONTENG wIanTRLREs e MARIwTaIwmal iwlaaamenislan a1y

1 dydl a J a a £ A ) v dl e o v s

LAZOIMILFAIRENRNINTWINANNAaUNAVad laTIgTInIamIvininNaasnala  vinlwussan

@ PN & @ \ A oA g , o A o A o @
mu’Lumlmwwgwu LLawﬂﬁlvl,ummmqumLaa@VLULami’mmUVL@maJaJﬂ@flummzwrmiaaaﬂmm
e

mymanglumahldifaanuiadndvasirladunszuiunmsdaglunsiieds ane
W2 laRUIAA15839 WIa chronic heart failure (CHF) Lhavanniunuinaanlunsmwuanisine

% a A dl v d‘y a = o dln a 1 =Y
FURONANYINIIAANIE CHF fanmsnnanuttanaladnsvinaundedndll usda1atiaanang
Aadndaun 9 1 wuiwialafiadnd maduuazmaihlWiwesinlafadnd wIansfadndues
endocardium #38 pericardium

Tasvalin1ae CHF azﬁmi@‘hLﬁuvl,ﬂmaaIsﬂasha@iauﬁwmﬁuaﬂ@ﬁ'ﬂmﬁﬂmgLLaluanwu:
Hhouan Tagaaazinialidonisugaingadnn  luseninnlasunissnudaeny mn;\d}”ﬂ’mﬁ
ANNINIARRNNLERI AAINITNITUILLAWRIANIITNEILULLTIAIU ﬁ'ﬂﬁ]:Lﬂumﬁ'ﬂmluammgﬂm
Tu lapdihonguitazgniamadlungunizialaduinaifiuunai w3a acute heart failure (AHF)
NLUIBRAVAINIIEHI I aNLHA

MIuL9rRavaIN1IT CHF 3inazandsdn left ventricular ejection fraction (LVEF) lunnsuid

iiaamainmaulnaluniiz CHF 146 LVEF ilwinawinisdaifengihodnimnaiss uazgihe



#ifidr LVEF < 40% ﬁ'ﬂazLﬂuﬂﬁjuﬁ@aUauaa"l,ﬁﬁeiamﬁ'ﬂm lagauuwinidvas ESC 2021 la
SAULITRATEINIE CHF wanensldannuuamamssnsnatunewnini? saufisuwanenssnen
ANz CHF %84 American College of Cardiology/American Heart Association® WLaZLWINIILIT
Uganmsinnnnzmlidumameslznalnglull a.a. 2019* Tandsudan heart failure with
mid-range ejection fraction 11 heart failure with mildly reduced ejection fraction LLa:FLWgﬂ’J Uﬂéjw

HazlFa1nuazanmInaay TN LVEF Liwnmsiluniyifiany

a971 1 dfleariievesnzirlasummnuiseudn LVEF Tuuuwimanzdfia ESC 2021

Heart failure with Heart failure with mildly Heart failure with
reduced ejection reduced ejection preserved ejection
fraction fraction fraction
(HFrEF) (HFmrEF) (HFpEF)
Symptom tsigns Symptom = signs Symptom = signs
LVEF < 40% LVEF 41-49% LVEF 2 50%

- INIATIINLANN
AaUndvaslasaaie

WIANIIVNIWU IR 1R
léun LV diastolic
dysfunction, LV filling
a £ =
pressure tWNUW TIND
ANINILAU natriuretic

P 4
peptides LWNUW

wa s o

uana N auuwInnTljuanissnsnizaalasuraivesdsznalnglul o.a. 2019 le
Idiiowthenedlungy HFEF 7idér LVEF snnniwlaihiudosa: 50 waslasunisinm
sauiurile LVEF recovery®
wa ' o Y o
aUANMIANAZAMNYNVDINTITHI RANIWAILIDTI
'y [ [ % (> A dg ] wna 6 L5 nl
i lufidunsinslieilansznaeaifenazdtu udgidnsniuesniz CHF dinaiiy
X T § ! @ . .
gatuawogiindn laslunddglsdwuigd@nsniuesniaz CHF azviiny 5 auda 1000 Audadl
(person-year) vaieNAMUTNIUMIAANIE CHF 2zivhny 1-2% adhilananalugndeyannniy 70

1 ﬂ’J’]SJ‘];ﬂ‘LuﬂﬁiLﬁ@]ﬂ’nz CHF az37nnI1 10% %ﬂﬂ'ﬂ?ﬂﬁﬂ?iﬁﬂ‘]ﬂ"lluﬂ%ﬂEﬂiﬂ’ﬂZW‘U’j’lﬂizw’]m{aﬂ



8z 60 vasNihe CHF axiflu HFrEF vl HFmEF uaz HFpEF swulssanmesouss 24 uaz 16

ANRIAL

mLw;maan'mﬁﬂnnzﬁ'ﬂaﬁ’umméa%’a
suRananveINRian1e CHF fa lsanasaiiaanala uazanuaulafiag ﬁww%’umm@q}ﬁu
9 LT
o Tsnauala
o lsaiilatduiadiniy
o nawitavalafins (cardiomyopathy)
o lsavnlafinun@udriniiia (congenital heart disease)

® NAaLTa

HIUNITIA LT mmﬁﬁﬂﬁ'@m\ju anthracyclines, trastuzumab, W8y VEGF
inhibitors 1114614
%) v dg‘ [%)
NINLININLIAVDINIIZHQ LA NIRAILT DI
U Lol Y { J 1 =3 g a L
LLmﬂuﬂ’«JQuugjﬂw CHF azimIsnennsnilsanadin amﬂsnmuamwmnﬁm%mmmga
laglun1sfinsuuuda (observational study) Hilae CHF azfidammadadiadn 5 I Uszanmias
8% 53-67 uaﬂmﬂﬁgﬂwma: CHF u"’na:ﬁqmmw%%ﬁuﬂm Imygﬂa gazieadslunstInEn e
Tulsanenuaagrstasdazass
aa [ @ [ & o 1-5
NTIHIDLUNIIZHLIANIRAIT I
M7Itedsn1E CHF 2:fINTaNaNeINLazaIMILEaduadLT e TINALNNIATIANLANY
AaUndzasiala leswwludihendlssi@ndatieralinaifon lsanaeaifeamla anuau
a Ai J L d? [-%3 QU dlda 1 ﬂ/ ‘led Qi
Ia‘vi@]t;m WML NIANFTITET Tsalanui5ass nmvlesuanIndnusanala wazgnilezia
NANNLHERA LN NNTIWATaLAT)
dl U U v 1 = [ v
o mauazanusasnuldesvasdiths  CcHF  laud  eamamolada  weunulile
»
(orthopnea) NNIAUTBUROLADHWNAIA (paroxysmal nocturnal dyspnea) ANNENNNIDlANTeaN
LIRARY  BOUWNRY TAWNUIN  WIDATIATINNIUWLANIE  elevated jugular venous pressure,
hepatojugular reflux, gallop rhythm LD udn
mIaansiwlumsitaasnie CHF leaun ECG, echocardiography, chest X-ray LLazn13
@li’;ﬁm’mﬁaaﬂﬁﬂamiﬂ laganznInsianuaaslun B-type natriuretic peptide (BNP) %o N-

O |
terminal pro-B-type natriuretic peptide (NT-proBNP) LNURITW



N39ATTALAIINTWUTIVBINTIZAI LRANLWAT (heart failure classification)

NN39ATLAUVDINMER LI aULRAIOA

ACCF/AHA

inluarnnisdiiulinauainy

AaUn@uadlassasienalanazainiy &%3U functional classification 13 New York Heart Association

(NYHA) 22tsiuilaauIsnnInniaaniaduazAujuisizeaInin1izima lasuimad AIuaad Liau

AN39N 5

AN39N 2 NvdssidnnzralasuiralIany ACCF/AHA a2 NYHA functional classification®®

ACCF/AHA Stages of HF

NYHA Functional Classification

Stage A: fithadanuirsdantizialaduman
1 s 1A U s a a A a
weie 9 kA laTIRTITeIa lalalnd wIakany

Tﬂdﬂﬁ’)z‘ﬁ"ﬂ'ﬂ ANLAR?

1A v

Class I: g&?ﬁw"l,uw 23N lbA1 TN NINTTNE

g

Stage B: #il piilassansvasnalafalnd udds
13 fa1NInI001MIULEAIVDINTIITHA LR ULKRAD

(Structural heart disease)

Class |I: ;‘J]”ﬂ'mvl,sjﬁmmﬂumm:w”ﬂ LEN13¥iN
A91e3deedIn ®WIaN91030% 9 NeaIaans

é/ o v Q’ v
YINAUH Ylndainsvasniizwalasduinad

Stage C: dihodlanaivvesialadednd

Tunudansuasnzwalasuinad

Class IlI: ;jﬂw"l&iﬁmmﬂummzw”ﬂ Raliarica

a o o Rt = =3 v o v
NIATUILINIULNLILANYD wﬂ%ummsmaa

Az laguinad
Stage D: dihsinnziladuinaiguusd | Class  Iv:  gihofionmsluamedn  wiala
GBININTINBNWLA fuTnYnnanIINGe g la

whnsnalwnssnedihannzialeaamad’

mﬁnm;jﬂwmaw”ﬂ%ﬁu wiadsassdununenan 3 1alaun

1. AROAINNILRUTI

2. JaInum I ENa Il 9NN LG8 AIEAA RN ARSI LN

3. LWuAINWTIA LazAMNEINNIOIWMITAINTINGNY 9 VaIRLe

[ Y L= ¥ d? [
N3N I?;lllh slmazm‘laaadmml,sasa

wangumadzmsludagiunuimsldouiNedunisinusasszuy

renin-angiotensin-

aldosterone system (RAAS) VL@TLLﬂ'EI’Tlumj:&I angiotensin converting enzyme inhibitors (ACEls),

angiotensin

angiotensin receptor-neprilysis inhibitors

Tyanwenuna

(ARNI)

LLR;’U?‘JL“/]’]E]"ITW’W"}JEJ\‘]EETJ’JU HFrEF o LﬁuLamﬁ'umslumiu beta-blockers (BBs) 716

receptor blockers (ARBs), mineralocorticoid receptor antagonists (MRAS) %380

mmma@mﬂﬁﬂ%% AANIITNINTN n"Jsl,%

v

1%

MINNUBBITEUULTZRIN sympathetic AIBBUIINIINNIINHNIANIEHAIRUAAIA 9§ Taunziinlw



Wil HFEF nrmﬂmi"l@i”%'um@”\mﬁi’nmn"l,&iﬁﬁaﬁ1u1%1'3'5’6 LRZAITLNNUUIALIDWDIV WA 1T 194

=3 aa A A o v [ [ v 4‘1’ o
NIIFANWINIAN[UN mael,umm@mdﬂwwu"l@ I@]ElLLW)“/]’Nﬂ']iiﬂi&l"]ﬂ’l'lz‘W)slﬁ]ﬁ&lL‘V\ﬂ'JLiﬂﬁ\‘i@n&l ESC

2021 "l@i”uu:ﬁ'lﬂ’ﬁ%'ﬂmeﬁgﬂﬁ 1 18z 2

C Mumgemencofpavencswith HFEF

' ~

QRS 2130 ms

or inappropriate

where appropriate

. @ESC—

Figure 2 Therapeutic algorithm of Class | Therapy Indications for a patient with heart failure with reduced ejection fraction. ACE-| = angiotensin-con-
verting enzyme inhibitor; ARNI = angiotensin receptor-neprilysin inhibitor; CRT-D =cardiac resynchronization therapy with defibrillator; CRT-P = cardiac
resynchronization therapy with pacemaker; ICD = implantable cardioverter-defibrillator; HFrEF = heart failure with reduced ejection fraction; MRA = min-
eralocorticoid receptor antagonist; QRS = Q, R, and S waves (on a 12-lead electrocardiogram); SR = sinus rhythm. *As a replacement for ACE-l. "Where
appropriate. Class | = green. Class lla = Yellow.

*Class Il recommendations laun Ivabradine, Hydralazine + Nitrate, Digoxin LLas Vericiguat
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Management of HFrEF

ACE-I/ARNI l MRA N SGLT2i

To reduce HF hospitalization/mortality - for selected patients

Volume overload

SR with LBBB > 150 ms SR with LBBB 130—149 ms or non LBBB> |50 ms

=

Ischaemic aetiology Non-ischaemic aetiology
ICD [ ICD. )]
Atrial fibrillation Atrial fibrillation Coronary artery disease Iron deficiency
Aortic stenosis Mitral regurgitation ~ Heart rate SR>70 bpm Black Race ACE-I/ARNI intolerance
G | ARB
For selected advanced HF patients

To reduce HF hospitalization and improve QOL - for all patients

Exercise rehabilitation

Multi-professional disease management

. @Esc

Figure 3 Centralillustration. Strategic phenotypic overview of the management of heart failure with reduced ejection fraction. ACE-| = angiotensin-convert:
ing enzyme inhibitor; ARB = angiotensin receptor blocker; ARNI= angiotensin receptor-neprilysin inhibitor; BB = beta-blocker; b.p.m. = beats per minute; BTC
=bridge to candidacy; BTT = bridge to transplantation; CABG = coronary artery bypass graft; CRT-D = cardiac resynchronization therapy with defibrillator
CRT-P= cardiac resynchronization therapy with pacemaker; DT = destination therapy; HF = heart failure; HFrEF = heart failure with reduced ejection fraction
ICD =implantable cardioverter-defibrillator; ISDN = isosorbide dinitrate; LBBB = left bundle branch block; MCS = mechanical circulatory support; MRA = miner:
alocorticoid receptor antagonist; MV = mitral valve; PVI= pulmonary vein isolation; QOL = quality of life; SAVR = surgical aortic valve replacement; SGLT2i=
sodium-glucose co-transporter 2 inhibitor; SR = sinus rhythm; TAVI = transcatheter aortic valve replacement; TEE = transcatheter edge to edge. Colour code
for classes of recommendation: Green for Class of recommendation I; Yellow for Class of recommendation lla (see Table 1 for further details on classes of rec:
ommendation). The Figure shows management options with Class | and Ila recommendations. See the specific Tables for those with Class llb recommendations
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Medicine Initial Daily Dose Maximum Daily Dose

Captopril 6.25 mg TID 50 mg TID
Enalapril 2.5 mg BID 10 to 20 mg BID
Fosinopril 5to 10 mg OD 40 mg OD
Lisinopril 2.5to0 5mg OD 20 to 40 mg OD
Perindopril 2 mg OD 8 to 16 mg OD
Quinapril 5 mg BID 20 mg BID
Ramipril 1.25 to 2.5 mg OD 10 mg OD
Trandolapril 1 mg OD 4mg OD
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