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1. asunenesassInewarnatnmsaiiulsavasneiladuwan

2. Ussgndmdnnismeassinettunisiielvldlunmeiileaduman

Anzialaduman (Heart Failure)

szuulnarisulafinfnindilunisnuanudulainuns (arterial blood pressure) WislWeSeazduuay
I§sudenluidssedradfiome aneiladuman (heart failure 3o congestive heart failure) Ao nmziivilalyl
ausaguaaidenlaiiieanesoninufeIn1svesanie American College of Cardiology Foundation/ American
Heart Association W3a ACC/AHA ¥ 2013 Tflowesnmesiladumadldsed “sladumaniueinisnenaini
Fugou innnanuRnunimlasiaiadensnaulumsiduden (filing) ¥3BN13guanLien (ejection) 88n3N

Wlaredane” e1n1suandfgyuesnizimiladumar tun meladn (dyspnea) wazgeudn (fatigue) JavinliUae

'
=

laawnsasenmasmevsessnusmundgld  uardnsAwwesinIuinige FalugnisiinnizdnAsluen
(pulmonary congestion) 1Aslueavia4 (splanchnic congestion) kara1N15UU1 (peripheral edema) {Uu1s
swonafionsmilesreurnzoeniainienievinanssuneg  laglddnsawesnsy  mMsidadenneiila

AUMAIDIADINITNAATNUTENBUNUUTEIRLATHANITNTIVINENBYI8 I UNNSINIRYN1ILAINE?

A15911974989%213 (cardiac function)
msvhauvesilaanunsawdseanladu 2 dw Tdun

1) asvhauiiiisavesiunisivuns snsansduvesinle (chronotropic function) dadunthiives SA
node LLa%@’?ﬁJ’J%ﬁLﬁ&l’)%ﬁ]ﬁﬁuﬂﬁﬁ’léﬁgﬁyﬂmﬂﬂﬂuﬁﬂﬁ]

2)  msvhauiiigavesiunisiufivasitlatiesdns (inotropic function) duduntifiuasnisviauwes
nédwidierlavesdans amnuduiuiserininsianuresilaresuunarilatesans waznsvinauresay
wila
AmMziiladumad Lﬁmsﬁutﬁmmﬂﬁﬂaq@,ﬁa inotropic function Iag inotropic function Yasala Fui

Hasomdn 3 Jode dall
n. Preload %30 013z (load) fishlagesunsulumsirdadenssnantesiile deffe wseiud

nseyeensraainaiilanaunmlasudus, Junulsuiesluresilanaunisluss wse end



diastolic volume (EDV) Inevhludlevilail preload windu ndauilevlassuasiaused
diutudssalsiuinmsidonilaguaneantuldlu 1 ads (stroke volume, SV) iisdugeizuiiy

9. Afterload %39 wssuiidiumshouvesiile wisussiuiidunislivavesdensenanila
thues Ineihaluidle afterload wesalaufisdu SV azanas foghatu nageudlaiings vie
aula aortic ufia azvilsilaresansdumademusuludesilounntunindy wesuliay
lade sveznsdevesaurnlededuas vl sV anas

A. Contractility wieruansalunisiuinvesiila Tnevhludle contractiity vowilawiua
néwnilemlavzdushatauswiuneluresilaldiiuiy  Sudunalinisdaveduilouuiy

Fladetudili sv iudule

ANSHULSLELVDINTIILID LRAUEAN

) P a a U aa [ . . ) | 2w P
amgladumaiinannmsldsuntasadefiinase inotropic function wagiauineluidumladuman

Tuiige Fannsandulsavesnniiladumailaenilyiduwuuizess daudasenaneiiladumadin chronic heart

failure AMEhladuwaILUIMILNITUAsURUAIMINESaTTINe e 3 svay fadl

spogil 1 szevvesnsifnanuinundlunisieusesile sfftheoraBufimaiasuuas
preload, afterload %38 contractility

seeefl 2 s2ediiinng compensation wie n13USU (compensated phase) %d‘iwvﬂ’m@umi
seueshluanwadniuidemnlainsuiusadeliinlemusarienlunnsiiianuiaunils
svuefi 3 sweefifinsvhonvesiiladuman (decompensated phase) Saliuszozdinisususlsl
annsnvewgansvihnuvesilaliduund wlasoheruminduezsumenieinnisiasuanm
vowhilaegenns  Wunaliilaliaunsoguiadesliifieamedeninudeints  wasifanneiila

aumaluiign

Tun19mafin ACC/AHA 2013 LU95282989N1SNNNILIILRaLMAY ANUNTSTaIUILaznsadulUvadlsa
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1)

Seay A sygzianudssantswaundulsailadumal  wadslunumnuRnuninidaseasi

Y99ILANIDBINSVBINILIAULYAD

Syvey B seggiinuaNuRaUnin1alasasiaveaiila widdliuwansannisvesiladuwan
Syey C S8 NINUANUAAUNANILATIAS19D9MILD LATNUBDINSHENIYBINIEIRLaaLLMAY
Se8y D Azhladuwainsenigllaiuisadnnists sndudeslasunissnuimeisnisiiey

@ The New York Heart Association (NYHA) wussgezuasnizmiladumainiuauausovegUasly

A5ALIUAINTIUNNIEANTIUTINUSEIIN 5IDINSANDINISLERIURINIETlaadnal  (NYHA  functional

o

classification) fil

1)

Se8y | Liflvadrdalunisyifanssumanienm  n1svindanssuludinuseaniulddaalimin
91N15VBINI LA LAY
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3) szwz il Jvadrialunisvinanssumeanienmegiataau linueinsluraein wakanse1ns
Wasanuswihnanssuluuseaeninfanssusuunanily
4) sgez IV laaunsavinfanssumaneninle s laleglidfeonnisvesiladumar  wiellennisves

PrlaauaLluuuEn

dmnvasneialaduman

awmrasamiladumaransauoonldiiu 3 auvamdng dail

1) Pressure overload

Winanamalag litladesadrsnusuluteatilaiiatu vlasgluanmgiimnusuluiilaesans
GNZRLLIPGY! amzdnanashlieadnduniorlafansasuulamadasedn  wasiannyitiledumas
pssn anvmdaulyldin n1sil afterload Wiy 1wy aortic stenosis Sadunmefiauiala aortic uwilaude
hdonsenainiilariesdnsesenty vie anzenudilafingudess (hypertension) #sfiussiuluvaenidon
aorta gty uazdlalliauiala aortic Waven hladeesiusasarmduluilatossmeligmodiassuy
wsafudunly aorta sl pressure load Iuﬁﬂﬁ]ﬁana"]qqqs’ﬁyuﬁ)81/Tﬂ,ﬁmﬁ’wmﬁaqﬁﬂﬂﬁmdwﬁmmﬁd (wall
tension 130 wall stress) taTu iamﬁu’qLLﬁdéTuiuﬁanﬁ’ﬂ%ﬁgdﬁu%ﬁﬂﬁﬁmﬁﬂwm&w% (ventricular dilatation)
warBailif wall stress Qd‘ﬁulﬂaﬂmu Laplace’s Law

Wall stress (T) = Ventricular pressure (P) X Radius (r)

2 X Wall thickness (h)

#la9zAnnsUSuR (compensation) Liioan wall stress 15uni1 sv8e compensated phase lngn1siAn
hypertrophy fie wadnduiiiewlativuslngiuuuy concentric hypertrophy sfeslanuniulneisaivesies
valalilAsuudamieanas salaSsansaguindenldfituminfy  wiluiefign 1A concentric
hypertrophy ldanunsausunsvihauvesialald wlaagaeiem (heart dilatation) wagtineinisvewiladuivad

M1 1380 5288 decompensated phase

I LV PRESSURE 4 }

CONCENTRIC HYPERTROPHY
HYPERTROPHY + DILATION
Wall siress 4 Wall stress normatized Wall stress‘}
Prd xR Prd xRy Prg xrt
Stress = Stress = ——————" Stress = ————u
h hid hg

U 1 msiinneialadumanann pressure overload wag A15iAin concentric hypertrophy (Opie LH,

1991)



2) Volume overload

inanamalaeg ﬁﬁﬂﬁﬁaqﬁﬂaéfaq%’vmﬁgmﬂmiﬁ"d'%mmiLﬁamﬁqq%ﬂuﬁﬂﬁ]ﬁméwmaamnm A1
Fanamasildwadnduidemlafansdsuamidaseds wasianneiledumainuunliouiu GRIR)
il Toun naedill preload diatu 1wy auihle® (valvular regurgitation) ﬁﬂﬁﬁLﬁaﬂiwaé’aUﬂé’ULsszgiﬁﬂﬁ]
osansluszezdinilavesansnanss ﬁﬂf-\]éfaw‘hmwﬁ’ﬂéﬁyuLﬁaqvﬁmﬂ%mmlﬁamﬁLﬁu%ﬂuu@iam% inlwinlail
volume load Wity  nisgudnUSinesidendifiutudieserderesiilailvaiu visendowadndudenlaiis
contractility  wndu  wadndunilerlesadinsususilneinnisveneamunntens  (longitudinal
hypertrophy) shilsuunvesiestilaiutulnenmumuestunduderladuduldinnin MUNHVDY Frank-
Starling  lendadlomlagndalfontu - mavefwesnduiderilaasndisduie  nsususuuuiviliiead
ﬂa”mLﬁaﬁﬂaﬁ’muﬁmmmaqdqm LaZIiANTNARIZIEAnaaALIAN ashaliﬁmui’ﬁLajaa‘ﬂﬁmﬁaﬁﬂagﬂﬁmLﬁu
Pnfin N15UARIIDIRILaIzanas

nsfinewavesieniilaagnauaiuazinl wall stress Wiinduld dufutilasadia hypertrophy i1l
nfsvasontilaundtudieiiionn wall stress 1sn3annsususaiiin eccentric hypertrophy lussezanvingves
msinladumandnuawll  volume load  aufintuuazveneriesiilannnty  wadnduilerilesziin
hypertrophy Ilalieamesiansunie wall stress Tifiudu vilvinsvihanuvesinladumanluiiae

utlsmalalunnig volume overload finumunlaiwin pressure overload ¥l oxygen supply/demand

ratio find1 Wladamusie volume overload lafindn waziwdsverganeyIndt pressure overload

h + 20%
h + 20%

DILATED HYPERTROPHIC

VALVE REGURGITATION rMYOC_AFI.D!AL FAILURE ] ]

MYOCARDIUM
Wall stress normalized Wall stress increased
r xR Pr xR Prx R 44
Wall stress = Stress = Stress = —————=—
2h h4 h4

gﬂﬁ 2 Msinn17#alaaua291n volume overload wazn1stin eccentric hypertrophy (Opie LH,
1991)

3) Buq Lwu primary myocardial failure (cardiomyopathy) iag mechanical heart failure
3.1 Cardiomyopathy
Wunmeiiinsueimvesnaiilemlaiiaund Inenesanwiiainaieilaes Inewlall pressure

waz volume load Un@ wusladu 3 ¥iia



"  Hypertrophic cardiomyopathy ﬁamwﬁLszjaa‘ﬂﬁmLﬁaﬁmﬂﬁaﬁﬂﬂ%ﬁmi
YBIUINVDUTASTY (concentric hypertrophy) ﬁ'ﬂ‘-\lqvamaamaﬂiﬂlﬁmﬂhmam%ﬂ (high systolic ejection
fraction) i diastole dysfunction ns1zsfesiilafivuindnauilesannnny hypertrophy vilfidenlnantes
wlalalld desialamninnlasiamzdrfinismudaiuves interventricular septum awgaiudenlallilvasen
e aorta lusseedivilatui viliiladestumnniudessfioguinidonsenlulild nnziiniseatumadiu
Laafﬂﬁ 158191 hypertrophic obstructive cardiomyopathy

" Dilated cardiomyopathy Aenmziinduiiewilaliannsalifidnussiuluieiils
1§ ejection fraction amas vilviiFennsegluosiladfisdu wilafedl volume load wntu Wilavsvened
(dilation) waziin1sUsudlaunisiin eccentric hypertrophy n1siiia cardiomyopathy Snvaiannsafinuld
avedimadndioilagnihans wu amendmdemlames (myocardial infarction) ndnflevilasniau
(myocarditis) {Ju@u

" Restrictive cardiomyopathy ¥u cardiomyopathy finuldtes Wunneiiwad
nénuilorlafiruiinunalaesinsdudone mechanical lallslananest (relaxation)

3.2 Mechanical heart failure
\Junngiinanufinuni ﬁﬂﬁlﬂmmmLﬁmﬁam%ﬂgjﬁﬂﬂﬁmd’mlﬁ (obstruction of left ventricular

filling) v mitral stenosis Fudunmzduiala mitral wisiliauiladelslifufivuedidonfuasgilafesds
30 congestive pericarditis Fufunnziievuiladniauyinliiesilaliaunsaveneiiiesesiuidenlsunme
\Judu restrictive cardiomyopathy Saifunmeiiladunaiuuuniasuiu

Compensated /—\1
¢ Concentric

hypertrophy

Inadequate
hypertrophy,
, ailing

Hypertrophy
+ dilation
Failing

Normal heart \

| DILATED CARDIOMYOPATHY |

gﬂﬁ 3 msian1zAdladumalvinly cardiomyopathy (Opie LH, 1991)



n13aiulsAIINAE hypertrophy gn1aziialaduman (Progression from hypertrophy to failure)

Wilagnusausudiiiolivhaulalunmedil pressure 5o volume overload WudAewlaianuansaly

n3LAn compensation Inen15iAn hypertrophy 9e9esiiila a1ntuiion1s compensation lailieanenioduian

flagyiliiin heart failure ldlufian anvnivinlinis compensation lilszauaudnsaedunelilnendnues

oxygen supply to demand ratio W3eend@UTEINTIATUOBNTAURDANUADINISOBNTIAUYDINALLToWalalal

duna

gnduveanslasuesendiausiennudeiniseandiauvenanilenilaanas e nviangaive fail

o

nénilorlafin hypertrophy ¥ildvhauminanndu fesnseendauannty vildsunai
Bondunidsavadnduorlaliieme

An  subendocardial  ischemia  iessnduvesndrudorlaiivundy  vinliduves
subendocardium  gANATIULAZAALTDNA LﬁaLﬁﬂﬂ'ﬁsumﬁam%{uﬂaaS]ﬁ%ﬂizﬁuiﬁﬁmsa%ﬁd
iedaiRuiuiiuty uaviin fibrosis
Samnslravendenlunasnidentesusnunduiiiowlalifisme  (capilary  inadequate)
fosmndunduderlanunty  vildsnmdussuieiuiiinfiiianisuaniUdsuvemasniden
desseUsinsvewadndmileanas  wenanilszzmassuinaasndendosiuadnaie

IR ULINTUAIE

lusvezgaving Mlaaeiin fibrosis Losnuineendiau wavdSunausasnauileilatosas lesaniia

apoptosis #ieeiiladevengeen (ventricle dilatation) uazgiinen1svesneiiladuvailuige

21N15V09N1IZRALAANIAT (syndrome of heart failure)

demilavhaudumaiazyliiinanuiinunfisniag n19 hemodynamic smunidugnly lasenisvesdsa

LSRN

nénilerlavhauanas (impaired inotropic state) a¥usslunsnada (force) anas Frank-
Starling curve Fas (gﬂﬁ 4)

il inotropic state anas ¥ilidonAsegluialawniu ventricular pressure Hisduuazam
suluvaemiden pulmonary atuse Lﬁ@ﬂﬂzﬁﬁ%ﬁﬂ@ﬂLLasmmﬁﬂumaamLﬁamﬁwqﬁu
(increased venous pressure) AN

finswasunlaswesszuuUszamuazeoslan (neurohormonal changes) Taeil sympathetic
tone 1findu fnensgdusEuy rennin-angiotensin-aldosterone wagiAnn1sfswasti vhlviAn
MUty 513adenaeiiladumanin congestive heart failure Hiasa1niinmsAuasaza

Praglusrenigunn



100
A
Stroke
Volume 50 A
(ml) /_'.B_
0 - -
0 10 20 30
LVEDP (mmHg)

UM 4 msdsuudasanuansalunisivivesialaluniizidladuman (Klabunde RE, 2011)

EusanUsrinvesensvesnsinnuresiladurailaaesyiln
1. Backward failure

dlevilariesawihnuanas unalviliusinasidenmsegluviesidlasnniy Vieadeamendaiilad
# (end systolic volume: ESV) ity mntudenasifuangiilaosans shlvilad DV sty arwdulusios
ﬁ’ﬂﬁlqﬁu musuiisuiiunaliausulussuumasadon pulmonary isdu (pulmonary hypertension)
Laviinnsnseuvaenidentes pulmonary tuty L’flumLmlﬁﬁmmmsﬂammmﬁw (pulmonary edema) 1
feglulen Jonvnsuidionanivdsuneldlid foaeTainomameladunitluraeduaruousiu le (cough)
Hidesluven (crepitation) mﬂﬁ?umazmmm"’uiaﬁmqﬂwaamLﬁamlm pulmonary dswalviialavesarsuinyingu
wilnTu 1fleaann afterload vewkilaredrwaniindu uasvinlhiavhlaesdwndumainuan dewlatesdns
yrvheudumasihlidendsegluvestiladiudy  evudlufesiiladurngduinlfeududonlunaon
Lﬁamﬁﬁgqﬁumﬂﬂﬁw Iazdanaiunisileeanveaviaenidens jugular LLazﬁmmsLmiﬂ%ﬁmguﬂ AN LY
fuln wazmsauesiuiaund iesenildenludedisuinnty  damsuiildismeiiosnanusily

o

‘ViaamLﬁamaaﬁﬁa’wmEJqﬁuﬁﬂﬁlﬁmmsmmﬁ’wﬁuaamLﬁamamﬁ'm%’u 9 Msuansfid1Aes backward failure
un enmsmeladn sisomeladiuin siule esu vauth Sednanns udu
2. Forward failure

Lﬁaﬁﬂaquaml,ﬁamiﬁamaa Bonfitusenluusazads (stroke volume) azanas dwalr cardiac output
(CO) anas mwsulafinlunasaidenunsanas (hypotension) fiheazianseunss (fatigue) wiesny AnnzaAw
ﬁuiaﬁmﬁwzmzﬁu baroreceptor  uazfiunisinuvesssuuUszamdunaunin  vihliAawladiug
(tachycardia) warenaliasinae naendenunwitluvai (vasoconstriction) 3INNINTEAY Ol-receptor finaen
Fon uonanissuuUssamiummindslunsedunsvdsensluusine wu nseduntsvds renin vilfsruu renin-
angiotensin-aldosterone (RAAS) gnnsedu lag angiotensin Il dnaviliviaenionnada Fagrlinneiila
Sumaugas ilesanasBaluifiy afterload weeala uonainil angiotensin Il Ssnszduntsmds aldosterone 971
sesmnnlavilidinsgendulaioniivioln fiansdweniuazinde dewalmAnnsuisildundude venani
amefideaiinususuintuivesndeoavass  azilishsnisvavesdendilaanas  vildlansesweuvadld

anasaziinnsAsasiaslafeulaannianila



anzialaduman ¥tia systolic wag diastolic dysfunction

1)

Amhladualanunsawtsgeseaniunmg systolic dysfunction uag diastolic dysfunction

Systolic dysfunction #e n1sfiladinnuanunsalunisvad vseguinienanainiiund vse 4
contractility anas dwinaznululsawiledumvaiuuy dilated cardiomyopathy vieaneiiladuinas
dewnwadnduiforlame wie amewileduimaiann volume uay pressure overload Feazvily
néiorlavesanain hypertrophy Wadinanuannsalunstusvesila wiilonns
compensation ﬁéjumm L%ﬁéﬂﬁ?ﬂﬁ@ﬁﬂﬁ]ﬁ]zLéiJVI”IEJLLaSLﬁG] fibrosis Ejﬂﬁ’]&l%ﬁﬂﬁ contractility ¥®9
ﬁ’ﬂﬁlaﬂaﬂuﬁ?jﬂ ﬁ’ﬂaéumawﬁm‘ﬁ Qi ejection fraction anas (reduced ejection fraction) %d ejection
fraction @nunsafuaalanaunnsl

Ejection fraction = Stroke volume

End diastolic volume

Diastolic dysfunction fio n1sfilalinuaunsalunisuegdiiesessuldonanas ilisunsaen
neunsUumvewnlanse EDV anas dedwalin SV way CO amadladnmianids Wiladuwmaludadin
ejection fraction Un# (preserved ejection fraction)

Tagnluisinanin  aneladuwandunnziiinan systolic dysfunction eghaien fAe  #Wiladl

inotropic state 138 contractility anas vilvilin1suaduag ejection fraction anad witagdu nudn1eiila

fuwandunadnsvaaia systolic way diastolic dysfunction nanfeusnanlaazdudily SV anaaud’

anuasalunsindenasgilaviesdsianasine faegrau fUefidulsaauiuladngudunainu vili

wiladesihnulunngd afterload genasanian Mladsdewiauninduiivelenyuy afterload Uu Hafe 1ilainis

Usumsilndundnuilemlanundlu wuu concentric hypertrophy auavesiilariosansidnas Fansuundves

gunauilelavgdmariliiclalinnudanguanas anuansalunisveieduiiesesiuidionlussviiuden

(filing phase) Fsanaasiae wansbiiuituenaingteaziinn1iz systolic heart failure uda fio1aiin diastolic

heart failure syus8 ALy

200
Loss of
Inotropy
LV
Pressure
(mmHag) 100
Control
Loop
0 T

0 100 200
LV Volume (ml)

gﬂﬁ 5 Systolic dysfunction Tun1izialaaumas (Klabunde RE, 2011)



200
Control
LV Loop
FPressure Decreaszd
(mmHg) 1007 Compliance
0 =4

T
0 100 200
LV Volume (ml)

5Ufl 6 Diastolic dysfunction Tunnazwaladuima (Klabunde RE, 2011)

200
D ecreased

Inotropy
s

Decreased
Compliance

LV Pressure
(mmHg)
=
o

0 100 200
LV Volume (ml)

gﬂﬁ 7 Systolic uag diastolic dysfunction Tunnazialadumas (Klabunde RE, 2011)

AsUsuRRanI1Izialaduman (Compensation to heart failure)

1) Heterometric compensation
nu18de NsUSuvRwaanatuiialavinlivuinveaiaaiilataranurunvesndailaldsundadly

dieliilaansavihnuldegrsaugamnniga Fansuudveagadndsnleilatuasiinluniu Laplace’s law

f14 Laplace’s Law T=_Pr
2h

(‘vimamq}: T = tension; P = pressure; r = radius; h = thickness)

ameiiladuvandunalid ESV Wty Wesaniilavhauanas vhlidvsunesdennvegluilaiiuiu
Wetlideaduiunnluseudalufagyinles EDV Wiindiu uagvili end diastolic pressure (EDP) i@ 1o pressure

Tuioarmilaiiudu wall tension agtiiuTum e Funauilomlaazususilnenisiia hypertrophy Tnedl 2 wuu



- Concentric hypertrophy Tu pressure overload nausilevidlasedlviniinniuiuay e
deoneonluanvesiily dsludlonudugdu wall tension wgadunuluiieg wielv wall tension
ndvnduund WlaavuSuilvtanununaesnduiieralaunniu Inensalivewiesilaldifsundas

308084

T - M x

/I\Zh

- Eccentric hypertrophy lu volume overload #ilanessuusunnsideniudu lnaUsuinsidonivinlini
Wlatinvenetazuigas vinlill wall tension unnu fatuiiladausudalig hypertrophy WaLLANRLY

vosmtuilaliaunatuliinnsveswilanivergeen

T - P x
N2h

2) Homometric compensation
wneie Msuiusimesmedeneiladuven ielissuuiilauasraonidiondsaunsavinnuiioay

= £% o

nladinlugtotorzamdansldosaiulng sl axdimansedunisvhoumesssuulsramiareesluuvansyin
- NINTEAUTTUUUSEEMMBUNINGAN
amziladuvandmall CO anas waziinnmilafindias Geaznsedu baroreceptor reflex vl
syuuUsEamAUnImAnYneing mﬁv‘f’musuad'ﬁzwﬂizmw?ﬁmﬁL‘wﬁﬂﬁNaﬁiaﬂ'ﬁﬁwmummai’mwmG]é’fﬁfj
spuuUszamBunmAninauiiy inotropy e contractility vesndunilerila Lﬁamw’jﬂﬁ SV ity
diesaanslsil CO uiutu ameitiladumaadunmediil CO anas uasil EDV getu wadndunievladaineueg
ﬁﬂammaqdﬁqm (resting length) wielsilé sv qaﬁqm (mungraY Frank-Starling) uigyUaeeanidaniesUieay
liansadiunstusvesidla ude in CO 16 msdnwlnemslieingu inotropic drugs deengusiiiuszdu
wnadesluiead vildwaadenduiu troponin C Tdnndu wasdumsiiin contractility vesla Wilavsvanle
unazausausumsheuldideiimudesms wuy vareeniidine edrlsinussuulssamdumvinine
ﬂ‘iw’juﬁ SA node v'iﬂﬁé’m’lmiLﬁumaaﬁﬂﬁ]qnsﬁu Fronwlihlagowhouminiy wesinanudssenisimun
vosamztaladumadldinniule
sruvUszamdunnmdniinansedunisuadivomasaidenuns i total peripheral resistance (TPR)
wladewhnunintuiionn  afterload sty vafimsuashvemendonsinldmusilunasndend
Wiy hledadewhnuminduiiesndl preload Wudugndae
- N19N32HUTEUY Renin-angiotensin-aldosterone (RAAS)
MUYRITEUUUSEAN BN IMANT juxtaglomerular apparatus 9znszAUlEN1TMAY renin ooNN
Wuwnaliiinnsad1e angiotensin Il Wfistu vonaniensinislvavesdesiilaanatanmsiinnisuafivsaoniden

sudunmganuduladinilugUieladumvas aznseduliiAanismas renin lde



Angiotensin Il ¥inl¥vaendonunmasuazsilieintsvesiiladuimaiugas uenanni angiotensin Il &3
naeRun13mas aldosterone aTnsexvInNla aldosterone vwtifinsedunisganduleioniivioln dafufsvhliife
nsfswesihuaslewion (water and sodium retention) wazsiiliAnazuINthdL uenanidemuin aldosterone
Frdamasewadnaunilevlslunszuiunisdnay fibrosis, hypertrophy Wag remodeling Yeuwadnanierl
A

- minizﬁumiwé’q atrial natriuretic peptide (ANP) wag brain natriuretic peptide (BNP)

PnfinanutmmamsUiufvesimedniiliermsventiledumaudannnniavity ANP 1u
aaﬁuughLﬁmﬁgﬂﬂﬁxé}:ﬂuﬂnzﬁﬂﬁ]ﬁumamé’uﬁumaﬁ@iamiﬁwmusuaqﬁﬂﬁ] ANP ndaiindlunmziiladuivan
dosnnitalaviosuugnda (stretch) annsiidenudiegunniu dmanszfu volume receptor uazvda ANP
99n11 @ BNP ﬁy’wa""qmmmﬂLﬁzjaéﬂﬁmLﬁaﬁﬂﬂﬁaqdwwmsﬁﬁ’ﬂaﬁaddwgﬂ% Tnendandousu NT-pro-BNP
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viaeldonuad 39ananInan afterload sievilaldisuiiu
3. i contractility vasala ﬂa‘:mmm‘ﬁﬁuﬁ 8184 inotropic drugs Ay
digoxin aaﬂqw’étﬂmzé’fvLmaL%sJﬂuLszJaa‘ﬂﬁwmﬁama wazLiial inotropic state veaadndunilerla lne
ACC/AHA 2013 wugihllalglunguitaenineiidladumaniisl ejection fraction anad
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and neprilysin inhibitors (ARNIs)
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