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Cd va dt bénh co tim dan né khong thiéu mau cuc bd

Mo hinh bénh: BCTDN va suy tim

(Disease model: dilated cardiomyopathy and heart failure)

Causal pathwa
Normal heart —
- A/ t o
cl- .-
Causative hit ~E
High-impact gene mutation
High-dose anthracycline

Chronic severe heart valve disease
(Large anterior myocardial infarction)

B*, A*: Factors accelerate causal pathways (HTA, alcohol abere,...)
E: acute heart failure (eg: large ant. Ml)

P TL: Piran S et al. J Am Coll Cardiol 60: 283, 2012
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Phén loai MOGE (S) vé bénh co tim

N MOGES
o

)
) Morpho-functional

(4] Organ/system involvement

& Etiological Annotation
(G) Genetic etiology S

Gene Mutation Color Code
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) Stage

MR+D OH GaD EG-TNNT2[p.(Arg139Cys)]+CRYAB[ 15D-1v
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Nguyen
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TL: Arbustini E et al. The MOGE (S) Classification of Cardiomyopathies. In Braunwald’s Heart Disease, 2015,
10t Elsevier, p 1552 = .
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Y " Phan loai bénh co tim theo
Phenome va Genome (1)

PHENOME
Pathology

Morphology

Physiology

Dilated (DCM) ) LV/RV dilation Reduced

Myocyte

with minimal contractility = hypertrophy; use; thyrotoxicosis, ; associated conditions,
or no wall isthe scattered myxedema; persistent = wit , especially muscular
thickening primary fibrosis tachycardia; toxins, implicated (see also dystrophies (MDs):
defect; e.g., chemotherapy, Table e65-1 (5 ) Emery-Dreifuss MD,
variable especially limb-girdle MD,
degree of anthracyclines; Duchenne/Becker MD;
diastolic radiation; pregnancy Laing distal myopathy;
dysfunction Barth syndrome;
Kearns-Sayre; others®*
m Usually normal | Contractility = Specific to type, = Endomyocardial If not associated with | Gaucher disease,

R chamber sizes; = normal or diagnosis: fibrosis, amyloid, a systemic genetic hemochromatosis,
minimal wall near-normal = amyloid, iron, sarcoid, scleroderma, = disease (e.g., Fabry disease, familial
thickening witha glycogen Churg-Strauss hemochromatosis), amyloidosis.

marked storage disease, = syndrome, cystinosis,  genetic cause found Mucopolysaccharidoses,
increasein others lymphoma, most commonly to Noonan syndrome

end- pseudoxanthoma result from sarcomeric

diastolic elasticum, gene mutations (see

filling hypereosinophilic Table e65-1 15 )

pressure syndrome, carcinoid

Phenome: kiéu hinh Genome: Di truyén

e
Nguyen

Vinh

Systemic Conditions

or Diseases, Clinically

Relevant Features,
Classic Risk Factors,
Associations

Hypertension; alcohol

GENOME

Nonsyndromic,
Usually Single Gene

Diverse gendontology

=
3
i\
3
()
&
o=

Syndromic

Diverse array of

TL: Arbustini E et al. The MOGE (S) Classification of Cardiomyopathies.
In Braunwald’s Heart Disease, 2015, 10t Elsevier, p 1552
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’ Phan loai bénh co tim theo -
Phenome va Genome (2)

PHENOME GENOME
Morphology Physiology Pathology Systemic Conditions Nonsyndromic, Syndromic
or Diseases, Clinically  Usually Single Gene
® Relevant Features,

Classic Risk Factors,
Associations

ventricle but
also
commonly
involving the
left ventricle;

RV dilation, LV

dilation, or
both are
common
although not
universal

contractility
with
progressive
disease; can
mimic DCM

TL: Arbustini E et al. The MOGE (S) Classification of Cardiomyopathies. In Braunwald’s Heart Disease, 2015, 101" Elsevier, p 1552 o 4 ®

Usually normal = Systolic Myocyte Severe hypertension Noonan/Leopard,
\ or reduced function hypertrophy, can confound clinical, Danon, Fabry, WPW,
internal increased or = classically with morphologic Friedrich ataxia, MERRF,
chamber normal disarray diagnosis 661 ; also see Table MELAS (see Chapter
dimension; e65-1(2 ) 879)
wall
thickening
pronounced,
especially
septal
hypertrophy
Arrhythmogenic\ Scattered Ventricular Islands of fatty Palmoplantar Mutations of genes Naxos syndrome
cardiomyopathy ) fibrofatty arrhythmias = replacement; keratoderma, wooly L

infiltration, (VT, VF) fibrosis hair in Naxos

classically of early or late, syndrome

the right reduced Fig. 65-6 ()

o
t“..‘

'\
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) Phan loai bénh co tim theo P
Phenome va Genome (3)

PHENOME
Pathology

GENOME

Morphology Physiology

Syndromic

Ratio of

noncompacted

to compacted
myocardium
increased;
normal
chamber
dimensions
varyingtoa
DCM
phenotype

Usually
thickened
walls;
occasional
dilation

Normal or
dilated
without
hypertrophy

Normal to
reduced
systolic
function

Restrictive
physiology;
systolic
function
usually
mildly
reduced

Reduced
systolic
function

Myocardium
normal and
ranging to
findings
consistent with
other coexisting
cardiomyopathy

Specific to type,
diagnosis:
amyloid, iron,
glycogen
storage disease,
others

Inflammatory
infiltrates

Systemic Conditions Nonsyndromic,

or Diseases, Clinically  Usually Single Gene
Relevant Features,
Classic Risk Factors,
Associations

Phenotype has been Various
observed in the setting  cardiomyopathy
of other types of genes associated but

cardiomyopathy COncertaimpwhether

genetic cause or

developmental defect
during organogenesis;

see text

See RCM ahove

Hypereosinophilic
syndrome (see text),
acute myocarditis (see
Chapter 679 )

See RCM above

TL: Arbustini E et al. The MOGE (S) Classification of Cardiomyopathies. In Braunwald’s Heart Disease, 2015, 10™ Elsevier, p 1552
®
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i, o
Nguyen

Vinh

theo Phenome va Genome (4)

Morphology

Physiology

PHENOME
Pathology

Systemic Conditions

or Diseases, Clinically

Relevant Features,
Classic Risk Factors,
Associations

GENOME

Syndromic

Nonsyndromic,
Usually Single Gene

@ Normal or Reduced Areas of Hypercholesterolemia, Familial Familial
dilated systolic infarcted hypertension, hypercholesterolemia; = hypercholesterolemia
without function myocardium diabetes, cigarette other heritable lipid
hypertrophy smoking, family disorders (see
history Chapter45% )
Normal or Reduced Specific to Viral (especially acute = Genetic
dilated systolic infection myocarditis); predisposition to
without function protozoal (e.g., infection and/or
hypertrophy Chagas); bacterial, variable response to

direct infection (e.g.,
Lyme disease) or from
acute cellular toxicity
as a result of systemic
toxins (Streptococcus,
gram-negatives, etc.)
(see Chapter67% )

infective agent

MELAS = mitochondrial encephalopathy, lactic acidosis, and strokelike symptoms; MERRF = myoclonic epilepsy associated with
ragged-red fibers; RV = right ventricle; VF = ventricular fibrillation; VT = ventricular tachycardia; WPW = Wolff-Parkinson-White.

TL: Arbustini E et al. The MOGE (S) Classification of Cardiomyopathies. In Braunwald’s Heart Disease, 2015, 10™ Elsevier, p 1552

i X
® . ]
= - a



Cd va dt bénh co tim dan né khong thiéu mau cuc bo

Chan doan phan biét

- BCTDN/TMCB

« BCTDN/khong TMCB

—Chup DMV bang DSA hoic
MSCT/DPDMYV co6 can quang
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Cac BCTDN khong TMCB

 BCTDN do:

— THA, bénh van tim

— Ruou; DTD

— BCT sinh loan nhip (Arrythmogenic Cardiomyopathy)

— BCT khong lén chat (Non-compaction Cardiomyopathy)

— BCT do nhip nhanh (Tachycardia- induced Cardiomyothy)

— BCT chu sinh

— BCT Takotsubo ‘)
— BCTDN gia dinh (Familial dilated cardiomyopathy)

PR Y
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Bénh co tim DN do rwou: chan doan

(Ethanol induced cardiomyopathy)
Direct Toxic Effects >

® Uncoupling of the excitation/contraction system
Reduced calcium sequestration in the sarcoplasmic reticulum
Inhibition of the sarcolemmal adenosine triphosphate-dependent Na*/K* pump
Reduction in the mitochondrial respiratory ratio
Altered substrate uptake
Increased interstitial/extracellular protein synthesis

Toxic Effect of Metabolites

Acetaldehyde
Ethyl esters

Nutritional or Trace Hetal

Thiamine
Selenium

Bénh sir: rat quan trong
Electroly - >90g/ruou/mg

§ _ - >5nam
ypomagne.semla Loai trir cac n/n khac '
Hypokalemia ’

Hypophosphatemia

Toxidg

” Pham Co ba lt
v Seuyen Lead
Arsenic

TL: Falk RH, Hershberger R.E. Braunwald’s Heart Disease 2015, 10" ed, Elsevier, p 1551-1572 1?, ;

N
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BCTDN do rwou: diéu tri

* Ngung rugu ***
—Piéu trj suy tim PXTM giam theo khuyén
cao

<23
o5 o
=
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BCTDN do dai thao dwong

(Diabetic Cardiomyopathy)
° « PTP: tang nguy co suy tim 2 dén 5 lan
 Hién dién cua BCTDN/DTD: con ban cai
* Chan doan: loai trir
* Piéu tri:
— Theo khuyén céo diéu tri ST PXTM giam
— Kiém soat duong mau:
e Metfomin; Insulin '
* Sulfonylurea: can than, tranh con ha duong huyét

e Uc ché DPP-4
@@ o Uc ché PCSK-9 s
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Sinh bénh hoc BCTDN/DTD
ner'-..rﬂus system activation

Renin-angiotensin-aldosterone system activation
Increased sodium and free water retention

DecreasedQascular compliance
Elevated w levels (in diabetes)

Loss of “dipping” nocturnal blood pressure pattern

Increased free fatty acid levels

Dysregulated myocardial g€lucose and fatty acid metabolisoP

Increased left ventricular hypertrophy or mass via myocyte hypertrophy
Deposition of advanced glycation end products in extracellular matrix
Increased €ardiac fibrosi

Increased cardiac steatosis

TL: MeGuire DK. Braunwald’s Heart Disease. 2015, 10" ed, Elsevier, p 1365-1385. 1?; ;&;
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Bién d6i chuyén hoa tim/PTD

Adult cardiac
metabolism

Perturbations

Metabolic
adaptation

Secondary
stress

Metabolic
maladaptation

* Diabetes

* |schemia
* Hypertrophy

FFA metabolism

* Ischemia
* Hypertrophy

Glucose > FFA

* Diabetes

L PPAR-a
activity

PPAR alpha= major
regulator of lipid
metabolism in liver

T FFA > glucose

» | Cardiac efficiency

* Inability to L PPAR-« activity
* Cellular lipid accumulation
* Lipotoxicity

\/

TL: MeGuire DK. Braunwald’s Heart Disease. 2015, 101 ed, Elsevier, p 1365-1385

T FFA > glucose
« | Cardiac efficiency

* Inability to T PPAR-« activity
for T FFA levels .

* Cellular lipid accumulation 0
* Lipotoxicity
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Bénh co tim sinh loan nhip
(Arrythmogenic Cardiomyopathy-ACM)

* Tén cti: BCTTP sinh loan nhip
(Arrythmogenic right ventricular
dysplasia/cardiomyopathy)

* Tén mo1 ACM vi:

— 50% ton thuong hai that
— MT it ton thwong TTr > TP

» Pic diém: té bao co tim duoc thay thé bang té

bao md&, mo sg1 (fibrofatty replacement)

.V' ilﬁl;’lerl 15 e

Vinh »
-\ ':.
PR Y



Giai phiu bénh dai thé va vi thé
ACM

A B

A: B/n 39 tudi, nam, dot ti. L6p m& ¢ vach tu do TP va ca vach tu do TTr

B: Lép mé thay thé co tim (vi thé) <@

TL: Falk RH, Hershberger R.E. Braunwald’s Heart Disease 2015, 10" ed, Elsevier, p 1551-1572

Pham
Nguyen
Vinh
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MRI/b/n nam 46 tudi BCT sinh
loan nhip

<o
Nguyen

Vinh

TL: Falk RH, Hershberger R.E. Braunwald’s Heart Disease 2015, 10™ ed, Elsevier, p 1551-1572 17__ 4
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ﬂ—ﬁ»——w——-*——v———«——hw—dw—*»«k«-*w

| aVR Vy Vi

sinh LN

——

A A* .* .AL, '._’\LML,_A‘
A
Va Vs

A: ECG dac hiéu cua

ACM: T dao & CD trudc nguc; W
dang “epsilon” & CD tai cwc that |
B: Nhip nhanh that/ b/n ACM

Pham
Vl o= NLS AEUAE
B
TL: Falk RH, Hershberger R.E. Braunwald’s Heart Disease 2015, 101 ed, Elsevier, p 1551-1572 18’, ;iw..




a® Diagnostic Terminology for Revised Criteria

- Definite diagnosis: 2 major or 1 major and 2 minor criteria or 4 minor from
different categories

- Borderline: 1 major and 1 minor or 3 minor criteria from different categories

- Possible: 1 major or 2 minor criteria from different categories

C X Y 4 I. Global and/or Regional Dysfunction and Structural Alterations
. Chan doan

By two-dimensional echocardiography:
‘m’ akinesia, dyskinesia, or aneurysm and one of the following (end

A‘ I\/I 1 diastole):
Parasternal long-axis view of the RYOT (PLAX) =32 mm (=19 mm/m?)

Parasternal short-axis view of the RVOT (PSAX) =36 mm (=21 mm/m?)
or
Fractional area change <33%
By MRL:
. kinesia, dyskinesia, or dyssynchronous RV contraction and one
e (Chan doan du’a vao: LS, of the following: Ratio of RVEDV to BSA =110 mL/m? (male) or =100 mL/m?

. A (female) or RVEF =40%
ECG: EChOa MRI di truyen Bi RV angiography: Regional RV akinesia, dyskinesia, or aneurysm

Ctinor)

By two-dimensional echocardiography:
Regional RV akinesia or dyskinesia and one of the following (end diastole):
= PLAX RVOT =29 to <32 mm (=16 to <19 mm/m?)
= PSAX RVOT =32 to <36 mm (=18 mm to <21 mm/m?)

on::
Nguyen or

Vinh Fractional area change =33% to =40%
By MRI:
TL: Falk RH, Hershberger R.E. y o o .
, ) th ag Regional RV akinesia, dyskinesia, or dyssynchronous RV contraction and one
Braun_wald s Heart Disease 2015, 10t ed, of the following: Ratio of RVEDV to BSA =100 to <110 mL/m? (male) or =100 to
Elsevier, p 1551-1572 <110 mL/m? (female) or RVEF <40% to =45%
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Il. Tissue Characterization of Wall
> Major
C h 2 d 4 Residual myocytes <60% by morphometric analysis (or <50% if estimated), with
5 a n O a n fibrous replacement of the RV free wall myocardium in at least 1 sample, with or
" without fatty replacement of tissue seen on endomyocardial biopsy

ACM (2)

Residual myocytes 60-75% by morphometric analysis (or 50-65% if estimated),
with fibrous replacement of the RV free wall myocardium in at least 1 sample,
with or without fatty replacement of tissue seen on endomyocardial biopsy

Ill. Repolarization Abnormalities

« Chan doan dwa vao: LS,

ECG. Echo. MRI di truyén in the right precordial leadr beyond in
M 5

individuals =14 years of age (in the absence of complete right bundle branch
block QRS =120 msec)

Minor

Inverted T waves in leads V, and V, in individuals >14 years of age (in the absence

N of complete right bundle branch block) orinV,, V., or V;
aen Inverted T waves in leads V,, V,, V,, and V, in individuals =14 years of age in the

presence of complete right bundle branch block
TL: Falk RH, Hershberger R.E.

Braunwald’s Heart Disease 2015, 10t ed,
Elsevier, p 1551-1572 o0 e
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Chan doan

ACM (3)

)e O Chan doan dua vao: LS, ECG, Echo,
MRI di truyén
T J" 17 9| i .. . o
IV. Depolarization/Conduction Abnormalities
: Major
B T [reproducible low-amplitude signals between the end of the QRS
o complex to the onset of the T wave) in the right precordial leads (V, to V)
Image reproduced from Wikimedia Commons. Click for link. Minor
AT 833010000 annen cunsy pnuns nent s Late potentials by signal-averaged ECG in at least 1 of 3 parameters in the
| | ‘“ 1 PHH | 1 ] 'I HHH absence of a QRS duration =110 msec on standard ECG
i T |“ i A LR T Filtered QRS duration =114 msec
{VERET heRaNUR f%*}i J‘ ’;' ] !:?* REad o ' RMS voltage of terminal 40 msec <20 uV
: L ’i‘ i ;; i;: iz,l_ s i ” Terminal activation duration of the QRS =55 msec measured from the nadir of the
NN ‘. P ey R | ORE RN S wave to the end of the QRS complex, including R', in V,, V,, or V, in the absence
E e A s ' A of complete right bundle branch block

BSA = body surface area; RVEDV = RV end-diastolic volume; RVEF = RV ejection fraction;
RVOT =RV outflow tract.

TL: Falk RH, Hershberger R.E. Braunwald’s Heart Disease 2015, 101 ed, Elsevier, p 1551-];572
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nhip that, dot
e Thuoc: UCMC -
* Triet pha nhip n

(tan so radio)

Cd va dt bénh co tim dan né khong thiéu mau cuc bo

Piéu tri ACM

» Piém chinh: phong ngtra va diéu trj loan

- nitrate

ranh that bang song RE

e Chi dinh ICD: dot tir duoc clru séng

en::
v Nguyen
Vinh

22 ©
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. Benh co tim khéong 1én chit hodc That trai
khong lén chat

(Non-compaction Cardiomyopathy or LV Noncompaction -LVVNC)

* +» LVNC (LV noncompaction):
— Khong c6 gene riéng gay bénh
— Gene chung vo1 BCTDN, BCTPD, BCT sinh
loan nhip
e LVNC: c6 thé thay ¢
— TTr binh thuong
— Moi1 loai BCT .
— Bénh tim bam sinh
. Biéu hién LS: suy tim, loan nhip, huyét khoi
i, Joul

" thuyen tac 23 ol
o s Y "
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* * Phai thai hoc BCT that trai khong nén chit

C j[‘ | 5
MAYO
o
v Nguyen
Vinh
7

TL: Goel K, Nishimura RA. Management of left ventricular noncompaction cardiomyopathy. Mayo Clinic 24 .l’

D, S,




. ? o Cd va dt bénh co tim dan né khong thiéu mau cuc bd

Tiéu chuan siéu Am va MRI chan
doan LVNC

Echocardiographic Criteria

Jennietal. (Zurich criteria)'
Bilayered myocardium consisting of a thin C layer and a much thicker NC layer

with deep endomyocardial recesses

Predominant location of the pathology is midlateral, midinferior, and at the

apex

Evidence of intertrabecular recesses filled with blood from the LV cavity

Acquisition of image views: short axis with measurement of the NC/C ratio o

performed at@nd-systol®

«  Tudi phat hién dya vao LS: 35-45t

25 o4
TL: Falk RH, Hershberger R.E. Braunwald’s Heart Disease 2015, 101 ed, Elsevier, p 1554:'157.2, 2 .2



Sieu am tim qua thanh nguc
bénh nhan LVNC

s

TC siéu am

«  NC/C >2 cudi tAm thu

* Dopper mau thay ’tu’0’1 mau ¢ khe ‘."%;?n
e >3 cobé/l mat cat "

TL: Goel K, Nishimura RA. Management of left ventricular noncompaction cardiomyopathy. Mayo Clinic 26 a
F ]
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s A

MRI bénh nhan LVNC

.“’pham « Tiéu chuian MRI hodc CT scan

Nguyen
o «  NC/C > 2.3 cudi tAm truong
TL: Goel K, Nishimura RA. Management of left ventricular noncompaction cardiomyopathy. Mayo Clinic
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Pidu tri LVNC/CM (1)
» Diéu tri noi khoa suy tim: PXTM <
40%, diéu tri theo khuyén cao suy
tim PXTM |
e Piéu tri dung cu suy tim:
—CRT
—Gheép tim

e
Nguyen

Vinh 28 o
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Piéu tri LVNC/CM (2)

* Diéu trj loan nhip:
— ICD: t1én phat hoac thir phat
— Tr1€t pha rung nhi hoac loan nhip that
» Holter ECG/mo6i nim: LVNC kém PXTM |
e Piéu tri huyét khoi thuyén tic:
— Khang Vit K (INR 2-3)/LVNC kém PXTM < 40%
— RN, tién str c6 huyét khoi thuyén tic



g

Pham
Nguyen
Vinh

TL: Goel K, Nishimura RA. Management of left ventricular noncompaction cardiomyopathy. Mayo C.ilini 30= ﬁ
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Bénh co tim do nhip nhanh
(Tachycardia- induced Cardiomyopathy)

« Tat ca nhip nhanh kéo dai ngoai trir nhip xoang

* Trén tim binh thudong hoac tim da co6 bénh

» RO6i loan chtrc ning tim truong trudc RLCN tam thu

* Loail tror cwong giap trudc

. Lgan nhjp, nhi: RN, nhip nhanh nhi, nhip nhanh b0
no1 nhi that do vao lai

* Loan nhip that: NTT that > 20.000/ngay NNT khong
kéo dai tai dién (recurrent nonsustained VT)

Pham
Nguyen
Vinh

TL: Falk RH, Hershberger R.E. Braunwald’s Heart Disease 2015, 10" ed, Elsevier, p 1551-1572 Yy

;.E
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Chan doan BCT do nhip nhanh

. ChéC chan: PXTM tr¢ lai binh thudng sau 3-6 thang
hét nhip nhanh

» Thoi gian bi loan nhip c6 thé quan trong hon tan s6

* Nghién ctiru Medi va c¢/s (J Am Coll Cardiol 53: 1796-

2009)
— 30 b/n incessant atrial tachycardia
— Tho1t gian bénh trung binh 6 nam
— Tan s6 tim trung binh 117 nhat/phut
— Triét pha NN nhi = co tim tré lai bt 29/30

TL: Falk RH, Hershberger R.E. Braunwald’s Heart Disease 2015, 10" ed, Elsevier, p 1551-1572 :

- Cd va dt bénh co tim din né khong thiéu mau cuc bo

2 04
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Piéu tri BCT do nhip nhanh

» Kiém soat tan sb that hodc kiém soat nhip/RN
» Triét pha loan nhip bang séng tan so radio
— NTT that > 20.000/ngay, d6i khi > 10.000/ng)
— NNT khoéng kéo dai tai dién
— NN kich phat trén that
* Can 3-6 thang sau kiém soat, doi khi 1 nim: co
tim hodi phuc

(Tan s6 tim 70/phat => 100800/ngay)
g‘,p;:ﬁ;n

Vinh

3 o

TL: Falk RH, Hershberger R.E. Braunwald’s Heart Disease 2015, 10" ed, Elsevier, p 1551-1572 v vl k‘;
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Bénh co tim chu sinh
(Peripartum Cardiomyopathy PPCM)

* Dinh nghia ESC nam 2010:

« BCTCS: BCT vé cin, ¢6 biéu hién suy tim kem
RLCN tam thu vao thang cudi hay cac thang dau sau
sinh, khong nguyén nhan suy tim khac dugc tim ra

* Dinh nghia cua National Heart, Lung and Blood
Institute (NHLBI): tuong tu

« Tan suidt m&i mac: USA 1/1150-1/3200 tré ra ddicon
song; 1/1000/Nam Phi; 1/300: Haiti

C
v Nguyen

Vinh

TL: Falk RH, Hershberger R.E. Braunwald’s Heart Disease 2015, 10" ed, Elsevier, p 155; 11572 vl sz.
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Cac nguyén nhan suy tim m¢i hoac suy
tim nang hon/ky chu sinh

Preexisting familial or idiopathic DCM

Human immunodeficiency virus-related cardiomyopathy
Cocaine-induced heart disease

Preexisting valve disease

Hypertensive heart disease

Pregnancy-associated myocardial infarction

Pulmonary embolism

Preeclampsia

Tachycardia-associated cardiomyopathy (from pregnancy-associated
supraventricular tachycardia)

PPCM: Bénh co tim chu sinh
‘VI i TL: Sliwa K et al. Eur J Heart Fail. 12: 767,2010 35 g

b“u,

¥ ]
o = e
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C:in ban di truyén BCT/CS

» Dit kién pha hé 520 BCTDN: d6t bién
gene BCTDN (MYH7, SCN5A, PSEN2,
MYH6 va TNNT2, MYBPC3)

» Dit kién tir 90 gia dinh BCTDN: 6% c6 it
nhat 1 thanh vién c6 BCT/CS

e Tat ca bénh nhan BCT/CS: khao sat di

truyén theo quy trinh
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Piéu tri BCT/CS

Cd va dt bénh co tim dan né khong thiéu mau cuc bo

e Piéu tri suy tim PXTM giam theo khuyén céo:

50% PXTM tr¢ lai binh thuong
« Khong dung UCMC khi con thali
» Loi tiéu can than. Metoprolol > Carvedilol
* Ghep tim: 5% 6 USA trén bénh nhan BCT/CS
» Khong nén co thai tiép
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Bénh co tim Takotsubo

Cac tén khéc:

— Stress- induced cardiomyopathy
— Apical ballooning syndrome

— Broken heart syndrome

— Happy heart syndrome

Biét duoc tir thap nién 1990s
Lam sang thay doi:
— RO1 loan chtrc nang TTr khu tra cap
— Keém dau nguc hodc suy tim
— ST thay doi giong NMCT cap
Thuong & nit sau tudi tat kinh
Tién lugng tot, hoi phuc. T vong BV 1 2 2%

USA: 6500 cases/nam Q’m
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Hinh anh MRI tim b/n BCT Takotsubo
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* Co ché bénh co tim Takotsubo: c6 thé do ting
cap Catecholamine

. Thuc‘mg tu biét: TC/CN, roi loan chirc ning
that trai

e Tranh thudc lam kéo dai QT

» Sir dung van mach ting co co néu huyét ap
glam

 Khang dong néu c6 loan dong that trai .
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Keét luan

 Bénh co tim dan no:

— TMCB

— Khong TMCB
« BCTDN/KTMCB

— Chan doan loai trir

— Siéu am tim; MRI

— Bénh su
* Hudng tuong lai:

— Khao sat di truyén

— Piéu tri muc tiéu/di truyén



