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MEDIC

Hon 120 phién/hoat déng khoa hoc, bao phu cac linh vire
nGi bat nhu suy tim, can thiép tim cau trac, dién sinh ly,
hinh anh hoc, tim mach—ung thw, bénh tim mach—than—
chuyén hda va Al trong tim mach.
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NHO’NG PIEM NOI BAT

« Day that trai

* Tim-than man

e HFpEF

* Al trong CAD

e Canthiépvanbala

* Tim mach trong bénh ly ung thu
 Triét dot nhip nhanh that




DAY THAT TRAI

Khong phai moi thanh tim day déu la HCM

e Day that trai la mot “hinh thai”, khong phai
mot chan doan cudi clng.

e Can tach: tang huyét ap/AS/CKD, tim van
dongvién, Fabry, amyloid, Danon, Friedreich.
* Diém mdi: phenotype hinh 4nh + dau hiéu
ngoai tim giup tranh bd sét bénh co diéu tri dac
hiéu.

Friedreich’s ataxia

Danon syndrome

Amyloidosis




DAY THAT TRAI

Amyloid tim: bénh dé bi bé sét trong nhém “HFpEF + LVH”

® Nghi amyloid khi HFpEF, LVH khéng tuong
xing, dién th& ECG thap hodc r8i loan dan
truyén.

* Ggiy ngoai tim: dng c6 tay hai bén, bénh than
kinh tu chd, protein niéu, hep van DPMC & ngudi
&N tudi.

e Chan doén hién dai phéi hgp echo strain,
CMR, xa hinh xuong va loai tru AL.
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Delayeq diagnosis means:
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late treatment initiation
poorer outcomes

\ —_~_— \v - (- AY:

¢ —

B Nom: d N

o “

Lo e ‘ 4 4‘./7.‘
mal hear # x \’/\ ’I/ W
§
% )
B T"‘ nethyretn WTR)
Ayl dep :
< Live

mISS
|mp \'tam to fing

Uoht chain ()

; Gardag amyg
)/ \(/ /(/ // heart mugely &

hs::n “ ”'. 'd

Nomul hean muscle SEA3



Y THAT TRAI

Fabry: bénh da hé thong dirng sau LVH “khé giai thich”

e Fabry c6 thé biéu hién bang LVH, loan nhip,
dau nguc, protein niéu va triéu ching than
kinh/da/mat.

e Nam gidi: do hoat tinh alpha-galactosidase A;
nt gidi thudng can xét nghiém gene GLA.

Neuro|ogica)2

hyoohidross)t2

Sweating Problems (

Cardigcs

* Left ventricylar

Hearing loss, Vertigo, =
g

A ~ R . A . o o . tinnitus?? hpertophy ikt YO
e Khéng nén dgi biéu hién tim nang: diéu tri *Myocardl g
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8 OF NAggINg pain in the hands/feet)?

Neuropsychiatric issyes (e.g., depression)?

Impaired renal (unc\'\on, albuminuria

/proteiny 2, hemay i3
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Speci EbODSY di Bs le.g. intracellular accumulation
) ) lation of

Peripheral neuropathy (Fabry crisesj242 Other organs and systems
Glissues (e.g, di :
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g ) e imitation? ” &
Vasculopathy, stroke, white matter lesions? AR\ ) S Meranc’
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Fabry crises are defined as severe episodes of acute limb pain, which may last from minutes to weeks and are thought 4, 20234041685, Joy et . Heart 2022 08 Suppl, 1AL . Keealy et . R s Med 20
to be caused by small fiber involvement in peripheral nerves. 22,23:192; 7. Siva CAB et o, Con  Kidney Dit 2024:8:2054358120985627; 8. Germain O et . Orphanet
Gl: Gastrointestinal Rare Dis. 2010;5:30; 9. Berer G et al. Respiration 20057250411




TIM-THAN MAN

CKD-associated cardiomyopathy: khong chi la qua tai dich

e CKD gay bénh co tim qua viém, xo hoa, déc L Ao — E W
~ ~ e e e s N L u \ Yﬁn\m fla
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Arrythmias and Cardiac Death

Dobre MA et al. Curr Opin Nephrol Hypertens 2024;33:203-11,
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TIM-THAN MAN

SGLT2i: giam bién c6 trong HFpEF/HFmrEF

e Empagliflozin hoac dapagliflozin 10 mg/ngay
la nén tang cho hau hét HFpEF da diéu kién.

e Lgiich nhat quan chu yéu nhd gidm nhap vién
hoac worsening HF.

e Hiéu qua khoéng phu thudéc hoan toan vao dai
thdo dudng; can luu y eGFR dip va nhiém niéu-
sinh duc.

]

SGLT2i reduced CV death and HF hospitalisations in
HFmrEF and HFpEF

EMPEROR-Preserved and DELIVER Meta Analysis - SGLT2i therapy associated with 20%
risk reduction of primary endpoint with consistent reductions in both components

(13-27%) relative

Cardiovascular Death or First Hospitalization for HF o (95% Cl)

T
|

DELIVER 0.80 (0.71-0.91)

—
EMPEROR-Preserved !

0.79 (0.69-0.90)

HR 0.80; 95% CI 0.73-0.87
P<0.0001

Overall
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DELIVER —  088(074-1.0) DELIVER —— 0.7 (0.67-0.89)

EMPEROR-Preserved |
0.88(0.73-1.07) EMPEROR Preserved —— 0.71 (0.60-0.84)

Overal | HRO.88; 95% CI 0.77-1.00 =
@ o el @ | MRO4snCI0sTos
| P<0.0001
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Vaduganathan, Docherty et al Lancet 2022; 400: 757-67



TIM-THAN MAN

Finerenone: cau noi gitta CKD-T2D va suy tim

FIDELITY primary analysis - finerenone reduced risk of CV

and kidney outcomes

e FIDELITY gbp FIGARO-DKD + FIDELIO-DKD:

giam ca bién c6 than va tim mach. Kidney composite
.2 . > . e * sustained 257% di se in
e Giam CKD progression khoang 23%; giam et onidreyiraiatad dath
25

HR=0.86; 95% C10.78-0.95
(RO Placebo: 939/6507 (14.4%)*

~
&

HR=0,77; 95% C1 0.67-0.88
p-0.0002

~
S

composite CV khoang 14%.
e ng dung phu hgp nhat & CKD + T2D, dac biét
con albumin niéu; can theo doi K+ va eGFR.

N
S

5 NNT after 3 years = 46

NNT after 3 years = 60
(95% C129-109)

(95% €1 38-142) Placebo: 465/6507 (7.1%)*

&

Finerenone: 825/6519 (12.7)*

S
Cumulative incidence (%)*

Finerenone: 360/6519 (5.5%)"

Cumulative incidence (5)

(=5

o

T T 1
42 48

T T T T T T T 1 T T T T T
6 12 18 24 30 36 42 48 6 12 18 24 30 36
ot Months since randomisation NeTake Months since randomisation
Finerenone 6519 6291 6107 5848 5027 3973 2815 2024 959 Finerenone 6519 6360 6202 6009 5273 4207 3065 2187 1087

Placebo 6507 6292 6071 5815 4949 3932 2798 1988 962 Placebo 6507 6330 6125 5938 5184 4147 2969 2135 1082

‘ reduced risk of CKD progression* 1 4% reduced risk of CV morbidity and mortality
versus placebo versus placebo )
(HR=0.77; 95% Cl 0.67-0.88) (HR=0.86; 95% Cl 0.78-0.95) 9

Aganwal R, et al. Eur Hoarl J 2022,43:474-484




HFpEF la mot hoi chirng da phenotype, khong phai
mot bénh duy nhéat

=5

i

Overview of Diverse HFpEF Phenotypes

HFrEF HFmrEF HFpEF

— G e o 8
Ischemic heart disease --
Atrial fibrillation FOOTE

Obesity

“Garden-variety” HFpEF Phenotype

Characteristics

* HFpEF thuong di cung tang huyét ap, béo phi,

PTD, CKD, AF, bénh mach vanh va bénh van Bl Right heart failure-

HFpEF
Bl  Atrial fibrillation- “.VPeftension
predominant HFpEF Diabetes
i | Chronic kidney disease
mm HCM/RCM-like HFpEF Natriuretic peptide levels

mm High-output HFpEF Tricuspid regurgitation
Aortic stenosis

tim.

e Mbéi phenotype c6 co ché tri khac nhau:
viém, xd ho4, réi loan vi mach, sung huyét,
giam du trit gang surc.

e Diém mdi: diéu tri hiéu qua hon khi xac dinh
driver chinh thay vi dung mét cong thi'c chung.

Valvular Heart Disease

Mitral regurgitation
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Aortic regurgitation

Prognosis

Cardiovascular risk
5 Rare causes of HFpEF Non-cardiovascular risk
2 0 2
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0
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= Valvular HFpEF




HFpEF chau A: phenotype chuyén hoa ndi bat du

BMI khong qua cao

* Asian-HF Registry cho thay khéac biét
vung/nhém sac toc vé tudi, BMI, DTD, CKD, AF
va ti vong.

e Taiwan/Déng Nam A cé nhiéu y&u t& chuyén
hoa: béo phitrung tdm, tang huyét ap, DTD.

* Bai hoc: ngudng BMI phuang Tay c6 thé bd
sét nguy co tim-chuyén hoa & ngudi chau A.

HF in Taiwan is Characterized by Metabolic Phenotype
- Findings from Asia-HF Registry

-

Ischemic

Vs

Malaysia

Characteristics Characteristics
« Few comorbidities. « Male patients with CAD
* More often HFrEF and ischemic aetiology
« Eccentric hypertrophy of HF

+ Best outcomes * More often HFrEF

« Best effect of medication * Eccentric hypertrophy.

« 2 worst outcomes

/

Jasper Tromp et al, PLOS Medicine 150 et0t5g

...




Chan doan HFpEF

e Can co triéu chirng HF + bang chirng sung
huyét/ap luc d6 day tang hodc bat thudng cau
truc-chuc nang.

* BNP c6 thé thap giad & béo phiva cao do CKD:
phai dién gidi theo phenotype.

Normal EF, Abnormal Patient: Preserved EF # Preserved Heart

Obesity (gj Mimics & Overlapping Conditions
Type 2
Atrial

Diabetes
Fibrillation Mellitus

Non-Cardiac Causes of Dyspnoea

Diastolic Dysfunction Coronary Artery Disease & Microvascular Dysfunction
‘b Systemic Inflammation Valvular Heart Disease and High-Output States
St Myocardial Fibrosis & Cardiac Remodelling Hypertrophic & Infiltrative Cardiomyopathies
ronic

Kidney Endothelial Dysfunction

o o Constrictive Pericarditis & Pulmonary Hypertension
Disease Dysfunctional Adiposity

Elevated natriuretic
OR ~ Peptidelevels

i wmi“u'ﬁ%%!’Iri

Heart Failure with Preserved Ejection Fraction

o R -
ﬁ._j:l,.’,g,ft-\,lemrlqular Ejection Fraction 2 50% ) ‘ B
- Resting achocardiography 1 ider: | | Advanced Assessment::
~ * Leftawialenlargomont ‘m * Diastolic Stress Ech
*  Laftvontilculor hypertrophy | B Y

& * Right Heart i
\ + Hovmed ling prossure | | ght Heart Catheterization

TAIPEl  Vebi i, Siti i, Raj i | %
% ebiona Putri, Siti Elkana Nauli, Raja Ezman Faridz, 2026. Upcoming publish manuscriot.
& sl
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T chan doan dén céa thé hoa: roadmap 3 buéc

|dentify the dominant driver
(e.g., obesity, CKD, or
rhythm) to select targeted

* Budc 1: thiét lAp nén chung — Lgi tiéu khi A IHEH! pliiacioss
sung huyét, SGLT2i néu da diéu kién. ' ! ]
Ve 7 . . A e Ve AN eS|y'
e Budc 2: xac dinh driver trdi — béo phi, Metabore ‘ Comprehensive

CKD/DTD, AF, ni gidi, giam du trir gang suc. PR Care Systems
* Budc 3: hé théng cham séc — phuc hoi chire m gy, ProsciveSystes,
néng, dinh dudng, gidc ngl, theo doi sau xuat ) cochaniiiean TR Thoary () e

for nearly all eligible patients. |
ié apnea screening for holistic
Vi e n. 10 PhenOtype management.

. - Optimize Post-

Match Therapy to / \ W Discharge Support
Phenotype ] 1] Utilize multidisciplinary clinics
Identify the dominant driver X /. ] £ and early reviews to reduce
(e.9., obesity, CKD, or rhythm) A / () heart fallure events

to select targeted
pharmacological treatments. Selected Remote

CKD-Diabetic LVEF Below Normal / (el Monitoring
Women __ IncoyporalePA-pressure
monitoring for high-risk
patient management.




Béo phi-chuyén hoa: diéu tri adiposity nhuw’ sinh
bénh hoc

e STEP-HFpEF: semaglutide cai thién triéu

chi*ng, can nang va 6MWD & HFpEF béo phi.

e SUMMIT: tirzepatide c6 tin hiéu giam CV
death/worsening HF & HFpEF kém thira
can/béo phi.

e O chau A: can nhic nguy cd chuyén hoa &
BMI thap hon; két hgp khang luc dé tranh
sarcopenic obesity.

OBESITY - METABOLIC HFpEF
Treat adiposity as pathophysiology, not lifestyle.
Incretin therapy in obesity-phenotype HFpEF

Symptom & QoL gain (KCCQ-CSS) Welght loss (STEP-HFpEF)
200

8478 4166

e
-3
©

-13.39
A -10.7 percentage points

Body weight change (2%)

r~
5

=
=

Placebo  Semaglutide Tirzepatide Placebo Semaélutide
2.4 mgiwk Avs placebo

STEP-HFPEF n=529 - SUMMIT n=731
Symptom, weight, and event-reduction signal — not yet a mortality claim.
Pair with diet + resistance training to preserve muscle.

Source: STEPHEDEE (NEIM) - SUMMIT (PubMeg)

Two trials, one signal

STEP-HFpEF
Semaglutide 2.4 mg/wk - 6MWD
+21.5m

SUMMIT

Tirzepatide < 15 mg/wk « CV death +
worsening HF HR 0.62 (0.41-0.95) -
Gl discontinuation 6.3% vs 1.4%

For Asia

Lower BMI thresholds for
cardiometabolic risk; consider
therapy at lower BMI than
Western cut-offs. Watch
sarcopenic obesity — combine
with resistance training and
protein adequacy.




Al TRONG CAD

Al khong thay bac si, Al gitip phan tang dung hon

( Individual with suspected CCS: pre-test likelibood of obstructive CAD?
‘ $ +
e owvavve coronary angiography
@ wieh FERFR preferabie #
-Wv'-rrvhc':gm
Anacomical imageg imageg . . of sbxcructive
:-u.m :’ ke ::‘c‘?':n ~ cn:'p::u:: * Low-Greshold angiea or
* Low or maderaoe pre-oert Selhood of orvriare
A LS. e y p ~ , bt witres CAD - Moterate o6 Rgh pre-ten beebhoot * Fndegs suggewos ol poos
e CAD hién dai bat dau bang xac suat trudc « Indormation en CAD (sho of ohatrective CAD S sroTmdyselis v
5 3t dAu b3 e e 2 e e e, R o gt
test, khong bat dau bang chup mach ngay. reampeny ot el D s et durirg emarcive
® CCTA phu hgp nhém nguy co thap-trung } Selecowe !
N , o N . W , High-rink sequentis Severe
binh; test chirc nang phu hgp khi can ching CAD? e g Functional schaema
. N , Imag)
minh thi€u mau. : one
e Al hitu ich nhat khi bién hinh anh thanh théng ¢ : s
; A+ dinhe 2 y > -4 Lifestyle and ritk factor modificad Byrrgtonms
tin quyét dinh: mang xo vira, nguy co, va chién i o ad O
lugc tiép theo. '
v
; ..-:v " N 2 - ‘
Gl (AR Invasive investigation i
. _/ <
: - -
: : | S
Obstructive epicardial CAD No cbstructive CAD ‘ 3 5 |
Consder revascularizaton Comider ICFT:ANOCANNOCA? <

:6‘ ‘

1
~ - : v~%esci ‘I .




Al TRONG CAD

Al trong CCTA: tir hinh anh sang phenotype mang
X0 vira

What Can Al Do in CCTA Analysis?

ess Blas

From raw pixels 10 clinical risk and treatment decislon: Fast, Reproducible, and L

mage Preprocessing
e Al ty dong nhan dién long mach, thanh mach, o i & Segmenivion
mang voi hoa va khong voi hoa.

e K&t qua khong chi la “c6 hep hay khong”, ma
la nguy co clila mang xd vira.

e Lgiich l&n: chuan hod bao céo, gidam bién
thién ngudi doc va hd trg theo ddi doc.

Latwes AN Plepe




Al TRONG CAD

Piém thuc hanh: dung Al dé ca thé hoa

Al in CCTA Analysis

. Al-enabled CCTA analysis can improve risk stratification by integrating fumen,

* Al h6 trg phat hién tdn thuong nho, chuan plague, and hemodynamic information.

hod s6 do va nhac céac dau hiéu nguy co cao.
e Gi4 trj that nam & tich hop: triéu chirng + yéu
t0 nguy co + hinh anh + diéu tri.

personalized treatment decisions, including lesion selection for revascularizaton

« Ultimately, Al can transform CCTA from a descriptive imaging test into a

~anl

reproducible, patient specific decision-making t00



VAN BA LA

D e ~

Van ba la: giai phau “dong” va khoé hon van hai la

Vong van khéng c6 vong xa lién tuc, rat dé
gian theo qua tai ap luc/thé tich.

La van mong, khéng déi xing; b6 may dudi
van gan siu vao RV va vach lién that.

Gan tam giac Koch, AV node, His bundle va
RC:’-\ > can thiép phai cuc ky ton trong giai
phau.

Tricuspid valve intervention

[
v Understanding the TV

1. Valve Annulus

A "virtual" structure connecting the RA and RV. It lacks a

continuous fibrous ring, making it highly dynamic and
prone to dilation under pressure/volume overload.

3. complex subvalvular appatus

Inserted into the rough zone, free edge, and basal areas
in a variable pattern. Unlike the mitral valve, the tricuspid
subvalvular system is deeply integrated into the RV free

wall and septum.

2. Valve Ledflets

mmetric leaflets:

Typically consists of three asy
s are thinner

Anterior, Posterior, and Septal. Leaflet
and more fragile compared to the mitral valve.

4. 3D shaped annulus
3D, saddle-shaped annulus, with most atrial portions
of the annulus in anteroseptal (A-S) and posterior (P)

position,
the more ventricular portions of the annulus in septo-

posterior and anterior (A) position.




VAN BA LA

Can thiép TV: stra chira hay thay van?

Tricuspid valve intervention
| oo

v Transcatheter TV intervention
v In the VERY early stage of development
and investigation
v Complex anatomy and physiology
v Complex RV physiology: vulnerable to
pressure, resistant to volume

Stra van qua catheter: TEER la van,
annuloplasty, spacer/coaptation devices.

Thay van qua catheter: orthotopic TTVR hoac
heterotopic caval valve implantation.

Chon phuong phap phu thuéc coaptation
gap, tethering, RV function, pulmonary
pressure va CIED leads.

v’ Repair vs. Replacement

{
=

Popiary ——
Misce

JACC Cardiovasc Interv. 2022;15:80-89., JACC Cardiovasc Interv. 2023;16;



VAN BA LA

T-TEER/TriClip: loi ich l&n nhat la triéu chirng va

chat lwong song

* TRILUMINATE tap trung bénh nhan TR nang,

con kha ndng giam TR bang TEER.

* Endpoint dung win ratio: t&f vong/phau thuat
TV, nhap vién HF va cai thién KCCQ.

* Tin hiéu n6i bat: giam TR, cai thién KCCQ; Loi
ich t&rvong can dir liéu dai han hon.

Tricuspid valve intervention
I

v Transcatheter TV Repair
v TRILUMINATE study
v Eligible patients: Severe TR, N
v Primary endpoint
v Hierarchical composite of Death+TV surgery,
v Analysis based on win ratio.

Table 2. Primary and Secondary End Points.*

TEER Group Control Group
(N=175) (N=175) Difference (95% Cl) P Value

YHA 11, Ill, IVa, PASP<70mmHg, GDMT(+)

HF hospitalization, KCCQ >=15

End Point

Primary

Hierarchical composite of death from any cause or tricuspid- 11,348 7643 1.48 (1.06 to 2.13) 0.02
valve surgery; hospitalization for heart failure; and improve-
ment of 215 points in KCCQ score at 1 yr— no. of winsf

Secondary, listed in hierarchical order

Kaplan-Meier estimate of percentage of patients with freedom 98.3 (96.3) — — <0.001
from major adverse events through 30 days after the pro-
cedure (lower 95% confidence limit)}

Change in KCCQ score from baseline to 1 yr— pointsf 12.3:1.8 0.6+1.8 11.7 (6.8 to 16.6) <0.001

Tricuspid regurgitation of no greater than moderate severity 140/161 (87.0) 7/146 (4.8 - Baselil = =
at 30-day follow-up — no. of patients/total no. (%) 9§ &l Gt =001 rasiie (V136 1 YoarGll)

@
S
*

o
]
X

89%
Moderate
or less

Percent of Patients (%)
a
S
=

N
=]
®

Change in 6-min walk distance from baseline to 1 yr— m| -8.1£10.5 ~25.2+10.3 17.1 (-12.0t0 46.1) 0.25

Massive/Torrential mSevere mModerate = Trace/Mild

N Engl J Med 2023;388: 8



VAN BA LA

TTVR/EVOQUE: giam TR manh, nhwng can chon
bénh nhan ky

Tricuspid valve intervention
—_——

v Transcatheter TV Replacement

-year follow-up \

Significant improvements at one

EVOQUE la thay van ba la qua catheter, OB

hudng dén giam TR s&u hon so vai repair. /' EVOQUE e o s 0 S
~ > . “ A r ive, single-arm, X 100 1 3
TRISCEND/TRISCEND Il cho thay cai thién TR, - — itcentre obal study ‘jj] o E
NYHA, KCCQ va 6MWD. RO 3 o |
2. H o LAY . s ] ot - o " ,{Jr(['OL’IIV'.V ation 2 1 .
Doi lai: can cha y nguy co tao nhip, huyét khoi and one-year outcomes: the TRISCEND study dregurgtat - 1l |
. . ~ N W 50 Wle | EY
van, RV afterload mismatch va chéng dong. . In patients with significant, symptomatic TR, bl peo001 404
TTVR with the transfemoral EVOQUE i \ s 30 ek
system demonstrated high procedural @, e 20 | 201
success and sustained TR reduction at \ ) replacement 10 104
one year. U= s 1 Year W e 1 Year
< m None/Trace 1 Mild i Class | s Class Il
Moderate Severe I Class |l m Class IV

v Patients experienced marked
improvements in symptoms and
functional and quality-of-life outcomes

B Massive I Torrential

QOutcome measures:

6MWD

%9 +56.2 m

Mortality HFH

Safety, clinical, functional

with Jow mortality and reduced
hospitalizaﬁon rates and echocardiographic

9.1% 10.2%

Eur Heart J. 2023;44(46): apaleE o |



CARDIO-ONCOLOGY

CTRCD: bao vé tim dé tiép tuc diéu tri ung thw hiéu
qua |

ICl complications

CTRCD: Cancer Therapy-related Cardiac Dysfunction

A serious threat to cancer patients

{ ! “*Heart failure || +Cancer B ‘
Early CV events (<30 days)

=
Myocarditis
pericarditis with pericardial

¥ Life-threatening
X — effusion

I~ 8

Impact on Prognosis and QOL

e Cardiotoxicity khéng chi la giam EF: g : v
‘ Q ' W ; e o 30 e
E = Accelerated Atherosclerosifl

c6 HF, viém co tim, CAD, bénh van, sz SR .

mang ngoai tim va réi loan nhip. S : _%ﬂ

e Muc tiéu quan ly: phat hién sém _ =

bang imaging/biomarker va can thiép

trude khi phai ngung thudc ung thu.

. CG1 L6 chong hy sinh Pl i ung Radiation heart disease Management principles
thu néu nguy co tim c6 thé kiém soat.

Management Principles:
Balancing Cardiac protection with Cancer Treatment
1) Continue Life-Saving Cancer Therapy 3 Initiate Guideline-Directed Medical
When Possible
Temporary dose modification o treatment pause. ACE-i/ ARBS, and beta-blockers are the cornerstone
pause may be sppropriate —complete cessation cormerstone of CTRCD management, initiated
initiated promptly upon detection of significant.

+ Lok of shieling or cobat 3s 3 saurce of a
jose(>30 Gy) or high dose of 12
cessation should only oceur when cardiac risk
significant cardiac dysfunction.

 Hiah cmiaie
3 erom
ik ceary outweighs oncological benefit
) optimise Cardiovascular Risk Factors Cardio-Oncology Collaboration
Aggressive management of hypertension, diabetes, A dedicated multidisciplinary approach, combining
diabetes, dyslipidaemia, and lifestyle factors combining cardiology and oncology expertise, is.
expertise, is the single most effective strategy to

reduces the substrate for additional myocardial
myocardial njury throughout treatment. strategy to optimise both cardiac and cancer
outcomes. £

JAm Coll Cardiol 2019;74:905-27




VT ABLATION

VT ablation: hinh anh hoc theo tang dé chon ding
cong cu

CINICVD

INSTITUTIONAL

NICVD Tiered-Imaging Protocol for VT Ablation

>

Tier 3: advanced, gold standard

e Tier 1: TTE + ICE cho tat ca bénh nhan — an @ Tier 3: Precision for Complexity (When Feasible)

Tier 1: safe, foundational, always

Tier 1: Foundation (All Patients)
(8}’ / Transthoracic Echo + Targeted |

Purpose: Procedural safety, real-time anat:

)

c

x g o e 7

toan thu thuat va giai phau thai gian thuc. Ejﬁ)‘;ﬁt‘;ﬁﬂg g'aﬁs,)de,memappmg, NICM substrate §
e Tier 2: CT/LIE-CT — phat hién huyét khoi, giai T g
phau thugng tdAm mac, seo khi khéng thé CMR. : = gierdg: Hlé;_rll_-}Alc-:::gngWorkhorse 3
. ~ Ry > AN ardiac = =

e Tler 3: CMR LGE - Chuan cao de lap ban dO Purpose: Thrombus detection, epicardial anatomy, scar when CMR'not possible §
pY - Note: LIE-CT = alternative for device pati —

seo, border zone va substrate phuc tap. & E
2

; VT Imaging Team (EP + Cardiac Imager)
Built on a VT Imaging Partnership: EP Specialist + Cardiac Imager




KET LUAN

APSC 2026: 5 thong diép thuwc hanh dé nhé

Al trong CAD Day that trai

e Al giup dinh lugng va phenotyping,
nhung quyét dinh cudi cung van la
ldm sang.

¢ LVH can nghi amyloid/Fabry/CKD,
khong chi HCM hoac tang huyét ap.
e HFpEF va van ba 4 dang chuyén
sang ky nguyén phenotype-guided va
deVICG-gUIded care. Can thiép TV HFpEF roadmap
e Tim-than-chuyén ho4, VT ablation
va cardio-oncology déu can doi da
chuyén khoa.

* Athlete's heart

* Fabry's disease

* Friedreich’s ataxia
* Danon syndrome

+ Amyloidosis

v Transcatheter TV Replacement
v EVOQUE

O e
™ & 7,,‘; tricuspid valve replacement
T oneryear outcomes:the TRISCEND seudy

+ In patients with significant, symptomatic TR,
TTVR with the transfemoral EVOQUE
system demonstrated high procedural
success and sustained TR reduction at

one




