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Diéu tri suy tim PXTM béo ton

Cac van dé ctia Suy tim PXTM bao ton

IHO1 chirng 1am sang giong nhau gitta ST/PXTM giam va
ST/PXTM bao ton
Suy tim PXTM bao ton:
- Tk vong 5 nam # 60%
- Nhap vien 50%/6 thang
- Thudng & ngudi cao tudi; nit > nam
- 85% c6 tién sit THA
- Suy tim do thiéu méau cuc bo: PXTM giam > PXTM bao ton
- Piéu tri bang thudc kém hiéu qua
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Piéu tri suy tim PXTM béo ton

Mode of Death
Distribution In

Randomized
Controlled Trials

HFpEF: 50-70% to vong
do tim mach
HFpEF: 30-40% t vong
khong do tim mach

(+ HFrEF: 15%)

g

Pham
Nguyen

CATEGORY HFpEF HFrEF
n (%) Mean % (range)
I- CHARM-  PEP- Drugs Devices
Preserve P CHF
Total 881 481 109 231
Sudden death 231(26) | 134(28) NR NR | 42(23- | 28(21-
58) 34)
Heart failure 125(14) | 102 (21) NR 64 | 36(27- | 45(34-
(28) 56) 63)
Myocardial 44 (5) 13 (3) NR NR | 7(2-15) | 6(3-15)
infarction
Stroke 76 (9) 33(7) NR NR | 5(3-6) | 5(3-6)
Cardiovascular 13 (1) 13 (3) NR NR 2 (1-3) 2 (1-3)
procedure
Other cardiac 10 (1) 35 (7) NR NR | 7(2-11) | 6(3-10)
Other vascular 32 (4) NR NR NR NR NR
Noncardiovascular 268 (30) | 141(29) | 31(28) 69 14 (4- 15 (5-
(30) 20) 17)
Unknown 81(9) NR NR NR NR NR
CV, Cardiovascular; NR, not reported.

Vinh 1. 7jle MR, Litwin SE. In Braunwald’s Heart Disease, 2018, 11" ed. Elsevier, p.523-542.



Diéu tri suy tim PXTM bao tén

Mortality and morbidity in patients with HFrEF or HFpEF In

epidemiologic studies

Patients with reduced ejection fraction Patients with preserved ejection fraction
1.0 1.0
— 1987-1991 ~— 1987-1991
0.8 - — 1992-1996 0.8 - — 1992-1996
) - 1997-2001 al - 1997-2001
g 0.6 - g 0.6 -
E 4. E o4
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0z o O
P=.005 P=.36
o'o 1 1 1 1 1 0-0 T 1 I 1] | .
0 1 2 3 4 5 0 1 2 3 4 5 ‘
YEARS YEARS
No. at risk No. at risk
1987-1991 819 525 424 336 274 220 1987-1991 510 377 313 263 216 117
1992-1996 857 594 481 396 331 273 1992-1996 771 537 447 375 314 262
A 19972001 748 520 447 319 210 114 B 19972001 885 629 513 365 230 138
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Vinh TL: Zile MR, Litwin SE. In Braunwald’s Heart Disease, 2018, 11th ed. Elsevier, p.523-542.



Diéu tri suy tim PXTM béo ton

Mortality and morbidity in patients with HFrEF or HFpEF in RCTs
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HFpEF co bénh kem theo (THA, PTD, BDMYV): tir vong > 2 HFpEF khong bénh kem theo
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sﬁﬁ'en TL: Zile MR, Litwin SE. In Braunwald’s Heart Disease, 2018, 11t ed. Elsevier, p.523-542. 5




Diéu tri suy tim PXTM béo ton

Dinh nghia suy tim

Type of HF HFrEF HFmrEF HFpEF
I | Symptoms * Signs’ Symptoms £ Signs’ Symptoms % Signs’

< 2 | LVER <40% LVEF 40-49% LVER =50%

: D) &)

E 3 |_ |. Elevated levels of natriuretic peptides”; |. Elevated levels of natriuretic peptides”;

T 2. At least one additional criterion: 2. At least one additional criterion:

v a. relevant structural heart disease (LVH andfor LAE), |  a. relevant structural heart disease (LVH and/or LAE),
b. diastolic dysfunction (for details see Section 4.3.2). b. diastolic dysfunction (for details see Section 4.3.2).

BMNP = B-type natriuretic peptide; HF = heart failure; HFmrEF = heart failure with mid-range ejection fraction; HFpEF = heart failure with preserved ejection fraction; HFrEF =
heart failure with reduced ejection fraction; LAE = left atrial enlargement; LVEF = left ventricular ejection fraction; LVH = left ventricular hypertrophy; NT-proBNP = N-terminal
pro-B type natriuretic peptide.

*Signs may not be present in the early stages of HF (especially in HFpEF) and in patients treated with diuretics.

BBNP =35 pg/ml andfor NT-proBNP =125 pg/mL

Nguyen 5416

” Pham TL: Ponikowski P. 2016 ESC Guideline for the diagnosis and treatment of acute and chronic heart failure. Eur. H. J, May 20,
“ Vinh 6



Piéu tri suy tim PXTM béo ton

¢

Nguyen nhan
suy tim (1)

DISEASED MYOCARDIUM
@ Myocardial scar
disease : Ay .
Myocardial sunninghibernation
Epicardial coronary arvery disease
Abnormal coronary microciroulation
Endothelial dysfunction
Tootic damage Recreational substance abuse Alcohol, cocine, amphetamine, anabolic steroids.
Heavy metals Copper, iron, lead, cobalc
Medications Cyvostatic drugs (e.g anthracyclines), immunomodulating drugs (eg. interferons monoclonal
andbodies such as trastuzumab, cenuximab), antidepressane drugs, antiarrythmics, non-steroidal
anti-Inflammatory drugs, anaesthetics,
Radiaticn

Irmmune-rmediated

Felared to infection

Barreria, spirochaetes, fungi, protozoa, parasices (Chagas disease), ricketsiae, viruses (HIVIAIDS)

and inflarmeraatery
damage

Mot relaced o infectdon

Lymphocytic/giant cell myocarditis, autoimmune diseases (e.g. Graves” disease, rheumatoid
arthrits, connective tissue disorders, mainly systemic lupus erythematosus), ypersensitvity and
ensinophilic myocarditis (Churg-Sorauss).

TL: Ponikowski P. 2016 ESC Guideline for
the diagnosis and treatment of acute and
chronic heart failure. Eur. H. J, May 20, 2016 <

Infiltration Relared to malignancy Direct infilorations and metastases.
Mot relared to maligrancy Amyloidosis, sarcoidosis, haemachromatosis (iron, ghycogen storage diseases (e.g. Fompe diseasa),
lysosomal storage diseases (e.g. Fabry disease).
Mewmbaolic Hormaonal Thyroid diseases, parathyroid diseases, acromegaly, GH deficiency, hypercortsclaemia, Conn's
demngaﬂm diseasa, Addizon disease, diabetes, metzbolic 1:.-11n:|r|:-me,pl'ﬂeud1rnnmqw'a, paﬁnl:-gia related
o pregnancy and periparmm.
Mutritional Deficiencies in thiamine, L-carnitine, sefenium, ircn, phosphates, calcium, complex malnutrition
— (e.g. malignancy, AIDS, anorexia nervosa), obesity.

Genetic abnnnm]ilie:]

Diverse forms

HCM, D:CM, LY non-compaction, ARVC, restrictive cardiomyopathy (for details see respective
expert documents), muscular dystrophies and leminopathies.

en::
v Nguyen
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Piéu tri suy tim PXTM béo ton

ABNORMAL LOADING CONDITIONS

Nguyén nhan’

suy tim (2)

en::
v Nguyen
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Valve and Acquired Mitral, aortic, tricuspid and pulmonary valve diseases.

uwnmu:efem Congenital Atrial and ventricular septum defects and others (for details see a respective expert document).
Pericardial and Pericardial Constrictive pericarditis

endomyocardial Pericardial effusion

pathologies 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 Arial, ventricular arrhythmias.

Bradyarrhythmias Sinus node dysfunctions, conduction disorders.

ARVC = arrhythmogenic right ventricular cardiomyopathy; DCM = dilated cardiomyopathy; EMF = endomyocardial fibrosis; GH = growth hormone; HCM = hypertrophic
cardiomyopathy; HES = hypereosinophilic syndrome; HIV/AIDS = human immunodeficiency virusfacquired immune deficiency syndrome; LV = left ventricular.

TL: Ponikowski P. 2016 ESC Guideline for the diagnosis and treatment of acute and chronic heart failure.
Eur. H. J, May 20, 2016




Diéu tri suy tim PXTM bao tén

Nguyén nhan suy tim tam truong

_!Bénh dong mach vanh
1Tang huyét ap

_Hep van dong mach chu
_!Bénh co tim phi dai
_IBénh co tim han ché

N
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Diéu tri suy tim PXTM béo ton

Triéu chitng co ning va thuc thé cta suy tim (1)

g

Pham
Nguyen
Vinh

Symptoms Signs

Typical More specific

Breathlessness Elevated jugular venous pressure
Orthopnoea Hepatojugular reflux

Paroxysmal nocturnal dyspnoea Third heart sound (gallop rhythm)
Reduced exercise tolerance Laterally displaced apical impulse

Fatigue, tiredness, increased time
to recover after exercise
Ankle swelling

TL: Ponikowski P. 2016 ESC Guideline for the diagnosis and treatment of acute and chronic heart failure.

Eur. H. J, May 20, 2016
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Diéu tri suy tim PXTM béo ton

Triéu chitng co ning va thuc thé cta suy tim (2)

Less typical Less specific

Mocturnal cough Weight gain (>2 kg/week)

Wheezing Weight loss (in advanced HF)

Bloated feeling Tissue wasting (cachexia)

{Loss of appetitd Cardiac murmur

ConfusioD(especially in the Peripheral oedema (ankle, sacral,

elderly) scrotal)

Depression Pulmonary crepitations

Palpitations Reduced air entry and dullness to

Dizziness percussion at lung bases (pleural

Syncope effusion)

Bendopnea®* Tachycardia
Irregular pulse
Tachypnoea
Cheyne Stokes respiration
Hepatomegaly
Ascites
Cold extremities Bendopnea: kho thd
Oliguria khi gap nguoi tdi
Marrow pulse pressure truGe

” Pham
v sﬁyen TL: Ponikowski P. 2016 ESC Guideline for the diagnosis and treatment of acute and chronic heart 11

failure. Eur. H. J, May 20, 2016



Diéu tri suy tim PXTM béo ton

PATIENT WITH SUSPECTED HF*
(non-acute onset)

l

ASSESSMENT OF HF PROBABILITY

History of CAD (M, revascularization)
Q u y t r I n h History of arterial hypertension
Exposition to cardiotoxic drug/radiation
Use of diuretics
? Orthopnoea | paroxysmal nocturnal dyspnoea

chan doan

Bilateral ankle oedema
Heart murmur

]
Jugular venous dilatation
Laterally displaced/broadened apical beat
! ny a! normality

I All absent
: 2| present !
|

e <HATRIURETIC PEPTIDES>

.Of natriureti-:. | No HF unlikely:

pepcdes ot routinely - NTproBNP 125 pinL consder other
practice , *BNP 235 pg/mL diagnosis
I
1 Yes
\/
” Pham  TL: Ponikowski P. 2016 ESC Guideline for
v Nguyen  the diagnosis and treatment of acute and If HF confirmed (based on all available data):
Vinh chronic heart failure. Eur. H. J, May 20, 2016 determine aeticlogy and start appropriate treatment
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Diéu tri suy tim PXTM béo ton

Tiéu chuan chan doan suy tim PXTM bao ton

1. Co trieu ching co nang va/hoac thuc thé cta suy tim
2. PXTM bao ton (LVEF > 50%)

3. Tang Natriuretic Peptide (BNP > 35 pg/ml va/hoac NT-
ProBNP > 125 pg/ml)

4. Chung ctr bién doi cau truc va chirc nang cua tim

en::
v siuﬁ'en TL: Ponikowski P. 2016 ESC Guideline for the diagnosis and treatment of acute and chronic heart 13
failure. Eur. H. J, May 20, 2016



Diéu tri suy tim PXTM béo ton

Mechanism and factors contributing to

pathophysiology of HFpEF (1)

Cardiovascular
Left Ventricular Structure

emndeling

Left ventricular hypertrophy

Left Ventricular Function

ysfuncti{}n: abnormal relaxation, decreased recoil, abnormal filling,
decreased distensibility, increased diastolic pressure

Systolic dysfunction: abnormal midwall and long-axis shortening, decreased
twist
Hemodynamic load
Increased afterload and filling load
Heterogeneity
Dyssynergy, dyssynchrony

en:
v Nguyen

Vinh 1. 7jle MR, Litwin SE. In Braunwald’s Heart Disease, 2018, 11" ed. Elsevier, p.523-542. 14



Diéu tri suy tim PXTM béo ton

Mechanism and factors contributing to

pathophysiology of HFpEF (2)

Left atrial structure and function
Increased LA volum@and stiffness, decreased LA reservoir function, passive

conduit function, and active booster pump function

Ischemia
Subendocardial and microvascular disease, impaired coronary, pulmonary,
and peripheral flow reserve

Rate and rhythm abnormalities
Chronotropic incompetence, atrial fibrillation, supraventricular tachycardia

Vascular dysfunction
Arterial stiffening, endothelial dysfunction

15

en:
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Vinh 1. 7jle MR, Litwin SE. In Braunwald’s Heart Disease, 2018, 11" ed. Elsevier, p.523-542.



Diéu tri suy tim PXTM béo ton

Mechanism and factors contributing to

pathophysiology of HFpEF (3)

Cardiomyocyte

AbnormalCalciundhomeostasis (+ diastolic calcium or ¢ rate of calcium reuptake
— incomplete or impaired relaxation)
Sarcolemmal calcium channels (Na*/Ca®* exchanger and calcium pump)
Sarcoendoplasmic reticulum Ca?*-ATPase (SERCA) abundance and function
Proteins modifying SERCA activity: phospholamban, calmodulin,
calsequestrin abundance, and phosphorylation state
Sarcoplasmic reticulum calcium release channels

en:
v Nguyen

Vinh 1. 7jle MR, Litwin SE. In Braunwald’s Heart Disease, 2018, 11" ed. Elsevier, p.523-542. 16



Diéu tri suy tim PXTM béo ton

Mechanism and factors contributing to

pathophysiology of HFpEF (4)

Energetics (v ATP or +~ ADP slows actin-myosin cross-bridge release)
ADP/ATP ratio, ADP and P, concentration, phosphocreatine shuttle function
Proteindregulating cross-bridge formation and calcium sensitivity
Troponin C: calcium binding
Troponin I: phosphorylation state
Cytoskeletal proteins
('lncreased density) — + diastolic stiffness
Titin isoforms (+ noncompliant isoform and phosphorylation state) — +
diastolic stiffness

en:
v Nguyen

Vinh 1. 7jle MR, Litwin SE. In Braunwald’s Heart Disease, 2018, 11" ed. Elsevier, p.523-542. =



Diéu tri suy tim PXTM béo ton

Mechanism and factors contributing to

pathophysiology of HFpEF(5)

Extracellular Matrix

CCollagemstructure, geometry, content, collagen I/1ll ratio

Collagen homeostasis, synthesis, postsynthetic processing, post-translational
cross-linking, degradation

Basement membrane proteins

Bioactive proteins and peptides: MMP/TIMP, SPARC, TGF-3

Eibroblasbstructure, function, phenotype

Myofibroblast transdifferentiation

en:
v Nguyen

Vinh 1. 7jle MR, Litwin SE. In Braunwald’s Heart Disease, 2018, 11" ed. Elsevier, p.523-542. 18



Diéu tri suy tim PXTM béo ton

Mechanism and factors contributing to

pathophysiology of HFpEF(6)

Extracardiac

Extrinsic forces (RV-LV interaction and pericardial constraint)
Peripheral muscle and ergoreflex dysfunction
<Pulmonary hypertensiom(secondary to chronic pulmonary venous hypertension)
Neurohormonal activation
Comorbid conditions (renal dysfunction, anemia, chronic lung disease)

ADP, Adenosine diphosphate; ATP, adenosine triphosphate; MMP, matrix
metalloproteinase; RI-LV, right ventricle-left ventricle; SPARC, secreted protein, acidic and
rich in cysteine [osteonectin]; TGF, transforming growth factor; TIMP, tissue inhibitor of
metalloproteinase.

N
v Nguyen

Vinh 1. 7ile MR, Litwin SE. In Braunwald’s Heart Disease, 2018, 11" ed. Elsevier, p.523-542. 19



Diéu tri suy tim PXTM bao tén

Pathophysiologic mechanisms underlying the development of HFpEF(1)

Antecedent/Comorbid Dieases Proinflammatory/Profibrotic

Profibrotic: c6 vai tro

cua biomarker sST-2,
Galectin 3
A
”Pham
v Nguyen

Vinh 1| 7jle MR, Litwin SE. In Braunwald’s Heart Disease, 2018, 11t ed. Elsevier, p.523-542. 20




Diéu tri suy tim PXTM béo ton

Pathophysiologic mechanisms underlying the development of HFpEF(2 )

Antecedent/Comorbid Dieases Proinflammatory/Profibrotic
Hypertension « IL-1,6 _ _
Diabetes mellitus/insulin —»| « TNF-a L Clrculatn.'\g.
resistance e sST-2 hematopc?letlc
Overweight/Obesity e  Pentraxin 3 progenitor
CAD/hyperlipidemia . Galectin 3 < cells
Aging «  TIMP-1 a®
Anemia oe"
CKD 1 .ﬁ
ROS VCAM .
Endothefium e o Né E-selectin
ONOO- 2 / .

Extracellular matrix TGF-8 Macrophage
Diastolic fibroblasts ~ Profibrotic
Dysfunction :
< ATitin :
Cardiomyocytes \ phosphorylation 28 Cotlagen

oen:::
v Nguyen »

Vinh 1. 7jle MR, Litwin SE. In Braunwald’s Heart Disease, 2018, 11" ed. Elsevier, p.523-542.
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Ventricular, cellular, extracellular matrix and molecular structural

changes in patients with HFpEF

Sarcomere

Ié iTitin I
Myosin

Aclin

Normal

LV Myocardium

s | “EERERS

e ECM: extracellular matrix
* Interstitial Fibrosis/HFpEF

HFpEF

en:-:
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Vinh 1. 7ile MR, Litwin SE. In Braunwald’s Heart Disease, 2018, 11" ed. Elsevier, p.523-542. =



Diéu tri suy tim PXTM bao tén

Difference in diastolic chamber distensibility in patients with

HFrEF vs HFpER

. 30-
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Diéu tri suy tim PXTM béo ton

Diagnostic

criteria for
HFpEF

6 MHW: 6 minutes hall walk

LAVI: left atrial volume index

LVMI: left ventricular mass index

PCWP: pulmonary capillary wedge pressure

en:-:
v Nguyen

Clinical Evidence of Heart Failure Supportive Lab Evaluation
* Clinical presentation of HF (including HF * ¢Plasma BNP, NT-proBNP

symptoms and signs) » Chest x-ray or Chest CT scan showing edema
. ;n;aa@nghmmmcmeria. or * Abnormal cardiopulmonary E¥T or 6MHWD
. on ¢

B [ LVEF “preserved” >(50%), LV EDV Normal <97 mUm?

C Antecedent/Comorbid Disease:

Exclusion:
Noncardiac cause of symptoms/signs

Hypertension, diabetes, advanced age, atrial fibrillation, CKD

!

Additional Noninvasive Supportive Evidence
Functional Morphologic Biomarker (SR) | Biomarker (AF)
Major | E" <9 cm/s LAVI =34 mL/m? NT-proBNP NT-proBNP >900 pg/mL
Ele' =15 LVMI =149/122(m/w) g/m? | >220 pg/mL BNP >300 pg/mL
BNP 35-80 pg/mL|
Minor | E/e’ =15 LAVI =29-33 mL/m? NT-proBNP NT-proBNP <900 pg/mL
TR Vel >2.8 m/s | LVMI =115/95 (m/w) g/m? | 125-220 pg/mL | BNP <300 pg/mL
GLS <16 LVWT >12 mm BNP 35-80 pg/mL,

!

E Additional Invasive Supportive Evidence
Rest Exercise

PCWP >15 mm Hg | PCWP, PA systolic
LVEDP >16 mm Hg | ASV, CO by <20%

Vinh 1. 7jle MR, Litwin SE. In Braunwald’s Heart Disease, 2018, 11" ed. Elsevier, p.523-542.
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Diéu tri suy tim PXTM bao tén

Cac nguyén nhan it gip cua Suy tim PXTM bao ton

_1Bénh co tim phi dai
1Bénh co tim thAm nhiém (TD: Amyloidosis)

!Bénh van tim

JViém mang ngoai tim co that

en::
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Diéu tri suy tim PXTM bao tén

LV diastolic pressure in HFpEF patients

predict mortal and morbid events

HFpEF Acute -]
37 decompensated
. hEEl'lp;HUI'E E 1.2- P=.042 P=.001
35 Chronic < I ] I I
= compensated -
T 334  hearfailure W 1.0
E 32---H--------------------n--- 1
E 311 o 0.8
< 291 Sk
5 38 _IE 0.6- ‘
@ —
27 =
w= 0.4 .
25 ] I 1 I 1] I 1 ]
—-70 -60 -50 -40 -30 -20 -10 <0 10 20 E 0.2 ‘
TIME (days)  [Heart failure— = l
A * = 24 hour dally median related event % 0.0
Change in diastolic pressure from baseline B Hi 4= HiHi—Lo Lo—Hi Lo—Lo

- ePAD: increased LV diastolic pressure
oram 1ePAD = 1 acute decompensated heart failure

L, S

Vinh 1. 7ile MR, Litwin SE. In Braunwald’s Heart Disease, 2018, 11" ed. Elsevier, p.523-542. 26



Diéu tri suy tim PXTM bao tén

LV diastolic pressure in HFpEF patients

predict mortal and morbid events

50 -
:i ~ 40 - 18% (117/662) of patients had
70 - &2 ePAD decreased 3 mm Hg or
60 - w 30 4 \/more from baseline to month 6
£ 50- 24
o -
I 40 > 20
4 30 5 10 4
<
& 20 —
o
: § I O
g ; ' 29% (193/662) of patients .
(=] G} had ePAD increased 3 mm Hg or
& Z more from baseline to month &
3 O
1170 0 0 1 A _gp (=56 (n=18) (1=22) (0=25) (v=352) (n=44) (n=36) (n=25) (n=B8)
1 ] 1 1] 1 1 1] ] ]
10 20 30 40 <-6 -§ -4 -3 0 3 R} 5 =6
C BASELINE ePAD PRESSURE (mm Hg) D CHANGE IN ePAD FROM BASELINE TO 6 MONTHS (mm Hg)

* Baseline LV diastolic filling pressure and changes: predictors of all cause mortality
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Vinh 1. 7ile MR, Litwin SE. In Braunwald’s Heart Disease, 2018, 11" ed. Elsevier, p.523-542. 27



Piéu tri suy tim PXTM béo ton

Evaluation of diastolic function based on LV filling dynamics by Echo

Increasing
diastolic dysfunction

Impaired Pseudo-
Normal relaxation normalized Restrictive
(grade 1) (grade 2) (grade 3)

Mitral valve
flow velocity
(Doppler)

Mitral annular
velocity
(tissue Doppler)

en::
v Nguyen

Vinh | |jttle WC, Oh JK. Circulation 2009, 120:802 -



Diéu tri suy tim PXTM béo ton

Khao sat 1am sang cau truc va chirc nang tim mach

1Cau tric that trai:
- Thé tich that trai
> LV vol < 75 mL/m2: tiéu chuan chan doan ST/PXTM bao ton
- Khoi lugng that trai
- Hinh thé that trai (LV geometry)
> Tai cau tric dong tam
_IChirc niing that trai:
- Chtrc nang tam truong

N
v Nguyen
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Diéu tri suy tim PXTM bao tén

Piéu tri suy tim PXTM bao ton (HFpEF)

JKhong bién phap diéu tri giup giam tir vong HFpEF
_IPiéu tri chinh: nguyén nhan HFpEF

CIPiéu tri cac bénh kém theo

Piéu tri T/C co nang, thuc thé

N
v Nguyen
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Diéu tri suy tim PXTM béo ton

Management Success (RCTs) in Heart Failure

TREATMENT HFrEF HFpEF HFpEF STUDY

Beta blockers Yes No SENIORS
ACEls/ARBs Yes No CHARM, I-Preserve
PEP-CHF
Digitalis Yes No DIG-PEF
PDE5-I ND No RELAX
Aldo Antag (MRA) Yes @ TOPCAT
Hydralazine/N, Yes No NEAT-HFpEF ‘
Endothelin Antag No @ Sitaxsentan
Sacubitril/valsartan Yes PARAMOUNT; PARAGON ‘
CRT/ICD Yes ND .
Vagal/spinal cord stimulators No ND
Baroreceptors Yespll ND HOPE4HF; BEAT-HF
Exercise Yes @ Meta-analysis
IHM Yes (iesD CHAMPION

CRT: chronic resynchronization therapy; ICD: implantable cardioverter-defibrillator; IHM: implantable hemodynamic monitor;

”pham MRA: mineralocorticoid receptor antagonist; PDE5: phosphodiesterase-5; RCTs: randomized controlled trials.

Nguyen
Vinh TL: Zile MR, Litwin SE. In Braunwald’s Heart Disease, 2018, 11t ed. Elsevier, p.523-542. 31



Diéu tri suy tim PXTM bao tén

Khuyén cao DT suy tim PXTM bao ton (HFpEF) va

suy tim PXTM trung gian (HFmrEF)

Recommendations Class* | Level® | Ref®

it is recommended to screen
patients with HFpEF or HFmrEF

for both cardiovascular and non-
cardiovascular@@morbidities>which,
if present, should be treated provided
safe and effective interventions exist
to improve symptoms, well-being
andfor prognosis.

@am recommended in
congested patients with HFpEF

or HFmrEF in order to alleviate
symptoms and signs.

178,179

HFmrEF = heart failure with mid-range ejection fraction; HFpEF = heart failure

with preserved ejection fraction.
*Class of recommendation.
®Level of evidence.
Pham “Refe rti endations.
” Nguyen rence(s) supporting recomm ns
0 Vinh 32

TL: Ponikowski P. 2016 ESC Guideline for the diagnosis and treatment of acute and chronic heart failure. Eur. H. J, May 20, 2016



Diéu tri suy tim PXTM béo ton

Hiéu qua trén tr vong ctia diéu tri suy tim PXTM bao ton

JUCMC, chen thu thé AG II, chen beta, d6i
khang aldosterone: khong nghién ctru chirng
minh giam tr vong

INguoi cao tudi: Nebivolol giam tir vong va
nhap vién HFrEF, HFpEF hoac HFmrEF*

Pham TL: * Van Veldhuisen DJ et al. ] Am Coll Cardiol 2009, 53: 2150-2158

vl Nguyen * Flather MD et al. Eur Heart J 2005: 26: 215-225
Vinh 33



Diéu tri suy tim PXTM bao tén

Kaplan-Meler survival curves/RCTS

en::
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A: DIG trial

B: CHARM-Preserved trial
C: I-Preserve trial

D: PEP-CHF trial
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Diéu tri suy tim PXTM bao tén

Kaplan-Meier survival curves/ RCTs of HFpEF (2)
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Kaplan-Meier survival curves/ RCTs of HFpEF (3)
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Diéu tri suy tim PXTM bao tén

Kaplan-Meier survival curves/ RCTs of HFpEF (4)
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Diéu tri suy tim PXTM béo ton

Cac bién phap xu tri suy tim PXTM bao ton

—INon pharmacologic therapy
_JTreatment of comorbid conditions

_1Sensor-Based strategies: O

- N/c COMPASS-HF: using IHMs (implantable hemodynamic monitors) O

- N/c CHAMPION ‘

- N/c REDUCE LAP-HF |

* |ASD: Intraatrial Shunt Device to reduce LA pressure
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Diéu tri suy tim PXTM bao tén

Piéu tri nguyén nhan suy tim PXTM bao ton:
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Diéu tri suy tim PXTM bao tén

Piéu tri loan nhip va cac bénh kém theo/ST/PXTM BT

_IChuyén nhip hodc hity 6 loan nhip/ Rung nhi
Piéu tri THA, DTD, COPD theo khuyén cao

IDiéu tr1 thi€u mau
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Diéu tri suy tim PXTM béo ton

_1Co ché HFpEF: phtc tap

1Chan doan: LS, ECG, XQ, siéu am tim, biomarkers

CIPiéu tri: mét thach thirc

- Thudc: it hiéu qua
- Piéu tri nguyén nhan; bénh di kém

- Bién phap méi: sensor — based strategies, |ASD.

Pham
Nguyen
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