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Hypertroficka kardiomyopatie

 Definovana tloustkou stény LK = 15 mm (s/bez hypertrofie stény PK), kt.
neni

vysvetlitelna abnormalnim plnenim LK

 mene vyznamna hypertrofie LK 13-14 mm — nutno zohlednit dalsi faktory
(RA, genetika, EKG abnormity..)

(Alkema, J Cardiovasc Ultrasound, 2016)




Clinical suspicion of cardiomyopathy

l LY functional and structural abnormalities

Echocardiography and CMR
Cardiomyopathy ELaPTY
diagnosis

Wentricular function
Phenotype identification

Hypertrophy

Dilatation

CMR
Tissue characterization (T 1/T2/T2* /LGE)

Rule out phenocopies

Risk stratification and
disease prognostication
CTCA/stress tests
l Myocardial ischaemia
: : Targeted studies
Disease progression B I
one scintigraphy
(follow-up) Amyloidosis

PET-CT
Myocardial inflammation

Multimodality
imaging

Functional abnormalities

v

Stress echocardiography
Valvular and dynamic gradients

CMR
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(Arbelo, EHJ, 2023)

(Alkema, J Cardiovasc
Ultrasound, 2016)
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Art
S D: Rick A, Nishimura, MD; Hartzell V. Schaff, MD;

Steve 2mmen, ]
and Joseph A. Dearani, MD

« roCni mortalita 1-2 %, z duvodu NSS ~ 0,8 % ( < 60 let), v dusl.
komorovych arytmii

* nsKT 20-25 % pac. pfi 24/48h EKG monitoraci, prognost. vyznam u
mladsich 30 let

HCM management pathways

« neprokazan pozit. viiv AAth

 jedina ucinna prevence ICD Symploms ifsye
— identifikace pacientd ittty ey
: Ay SIve \egular low-moderate
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Rizikove faktory NSS — AHA/ACC 2024

Family history of sudden
death from HCM

assive LVH

;iR :] Clinical Sudden Death Risk Factors for Adults and Children With HCM

Sudden death judged definitively or likely attributable to HCM in =1 first-degree or close relatives who are =50 y of age. Close relatives would
generally be second-degree relatives; however, multiple SCDs in tertiary relatives should also be considered relevant.”™

Wall thickness =30 mm in any segment within the chamber by echocardiography or CMR imaging; consideration for this morphologic marker is
also given to borderline values of =28 mm in individual patients at the discretion of the treating cardiologist. For pediatric patients with
HCM, an absolute or z-score threshold for wall thickness has not been established; however, a maximal wall thickness that corresponds to
a z-score =20 (and =10 in conjunction with other risk factors) appears reasonable.”*

Unexplained syncope

=1 unexplained episodes involving acute transient loss of consciousness, judged by history unlikely to be of neurocardiogenic (vasovagal)

etiology, not attributable to LVOTO, and especially when occurring within 6 mo of evaluation (events beyond 5 y in the past do not appear
to have relevance).”

BCM with LV systolic dysfunctiol

Systolic dysfunction with EF <50% by echocardiography or CMR imaging.”'-*"

LV apical aneurysm

Apical aneurysm defined as a discrete thin-walled dyskinetic or akinetic segment with transmural scar or LGE of the most distal portion of the
LV chamber, independent of size. (In children, apical aneurysm is uncommon, and the risk has not been studied.) ™'

Extensive LGE on CMR imaging
\

/

Extensive LGE, representing replacement fibrosis, either quantified or estimated by visual inspection, comprising =15% of LV mass (extent of
LGE conferring risk has not been defined in children).® 27245

NSVT on ambulatory monitor

=3 beats at =120 bpm has generally been used in studies. It would seem most appropriate to place greater weight on NSVT as a risk marker

when runs are frequent (eg, =3), longer (eg, =10 beats), or faster (eg, =200 bpm) occurring usually over 24 to 48 h of monitoring. For
pediatric patients, a VT rate that exceeds the baseline sinus rate by >20% is considered significant.”™ '

Genotype status

Genotype-positive status (ie, harboring a putatively disease-causing pathogenic/likely pathogenic variant) is associated with higher SCD risk in
pediatric patients with HCM.'>"

(Ommen, Mayo Clin Proc, 2025)




Rizikova stratifikace AHA/ACC 2024

Perform annually unless definitive ICD decision has been reached

| or more=Class 2A
(An ICD is reasonable)

5-Year risk
estimate for

making
(2a)

| or more=Class 2B
5-Year risk
estimate for

(ICD can be considered)

shared decision- —»

An ICD is reasonable
(2a)

Children

shared decision-
making
(2a)

Individualize risks and discuss both class of recomrmendation and estimated 5-year risk

Guideline class of recommendation HCM 5-year SCD nsk estimate

(Ommen, Mayo Clin Proc, 2025)




Age

HCM Risk-SCD Calculator

Maximum LV
‘wall thickness

Left atrial size

EUROPEAN
SOCIETY OF
CARDIOLOGY ®

Max LVOT
gradient

Family History
of SCD

Non-sustained
vT

syncope

) No

Unexplained

 No

HCM Risk-SCD Calculator

Years

mmHg

Age at evaluation

Len atrial diameter determined by M-Mode or 2D echocardiography in
the parasternal long axis plane at time of evaluation

The maximum LV outflow gradient determined at rest and with Vaisaiva
using pulsed
nd continuous weve Doppler frorm the aploal three and fve cliamber

views. should using the
mwmw Gradient= 4v’ where V is the peak aortic
velocity.

outflow
rdiac death in 1 or more first degree relatives under
relat confirmed HCM at

seonuea ventricular beats at & rate of 120 beats per minute
<30s in duration on Holter monitoring (min: llnumd«lruﬂon24houn).tor
Pprior to evaluation.

History of unoxpl-lnod syncope at or prior to evaluation.

Risk of SCD at S years
(%):

Rislk factor

Age

MEWT

Maximum LY wall thickness

Family histary of sudden cardiac death
at a young age

Syncope

Left atrial diameter

LV outflow tract obstruction

-—>
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ESCPOCKET GUIDELINES
~
HCM

=

Comment

The effect of age on SCD has been examined in a number of studies®s525-584.760-764

525,584

and two have shown a significant

association, with an increased risk of SCD in younger patients.

T 7&5 H Fak

Soeme risk factors appear to be maore impertant in younger patients, mest notably PSY severe LV and

unexplained syn:n-pe.sa"

Sudden cardiac death is very rare belew the age of & }-ear's,‘('a T

and there are some data to suggest a peak of SCD in
childhood HCM between 9 and 15 years:” " however, the assoclation between age at diagnosis and SCD risk in
childhaod HCM remains unclear.

MNSVT (defined as =3 consecutive ventricular beats at 2120 b.p.m. lasting <30 s) occurs in 20-30% of patients during
ambulatory ECG monitoring and is an independent predictor of ST #7125 335390.764.765, 768773

There is no evidence that the frequency, duration, or rate of NSYT influences the risk of SCD.785774

MSVT occurring during or immediately following exercise is very rare, but may be associated with a high risk of SCD.7**
The severity and extent of LVH measured by TTE are associated with the risk of G, 81538 SAESEEFERFES. AL FAS—TB0
Several studies have shown the greatest risk of SCD in patients with a maximum wall thickness of =30 mm; however,
there are few data in patients with extreme hypertrophy (=35 mim), 525592783 765.769.781-784

While definitions vary, 25272782 5 family history of SCD is usually considered clinically significant when one or
more first-degree relatives have died suddenly aged <40 years with or without a diagnosis of HCM, er when SCO has
occurred in a first-degree relative at any age with an established diagnosis of HCM.

Farnily history of SCD does not appear to be an independent risk factor for SCD in childhood HCM. 21535 This may be
due to a higher prevalence of de nove variants in childheod HCM, the incusion of non-sarcomeric disease, andior
under-reparting of family histary in paediatric cohorts.

Syncope is common In patients with HCM but is challenging to assess, as it has multiple causes. ™
MNeon-neurccardicgenic syncope for which there is no explanation after investigation is assoclated with an increased
rick of SO 21515535.584,590.755 761,768,769 781,786-788

Episodes within & manths of evaluation may be mare predictive of SCD.5%

Several studies have reported a positive association between LA size and SCD.8152553558477278% There are no data
on the assaciation between SCD and LA area or volume. Measurement of LA size is also important in assessing the
risk of AF (see Section &.10.3).

A number of studies have reparted a significant assaciation between LVOTO and SCD rigk #5725 590 782788790 ¢ opeal
unanswered questions remain, including the prognostic impeortance of provocable LVOTO and the impact of
treatment (medical ar invasive) on SCD.

In ehildhoad HCM, there are conflicting data on the assodation between LVOTO and SCD Y i



ESC 2023 guidelines

Primary prevention

Ambulatory ECG

Symptom limited exercise test

l

Left atrial diameter
NSVT
Family history of SCD
LV systolic function

Extent of myocardial scar

O HMriskscores

|

oW Fi
5-year risk <4%

!

Secondary prevention

ntermediate ris|
S-year risk 24 to <6%

haemodynamic compromise
AND

Life expectancy =| year J

H i risl
5-year risk 6%

ICD
(Class lla)

shared
decision
making

TTE

4 )

Diametr LS

LVOTG

flax. tloustka

steny LK

@stol. funkce j

LK

Rozsah LGE ~/

MRI

Primary prevention
The HCM Risk-SCD caleulator is recommended as a
method of estimating risk of sudden death at 5 years
in patients aged =16 years for primary

prevention S25821-824

Validated paediatric-specific risk prediction maodels
{e.g. HCM Risk-Kids) are recemmended as a methaod
of estimating risk of sudden death at 5 years in
patienits aged <16 years for primary pr‘evention.m'ﬂn

It is recommended that the S5-year risk of SCD be
assessed at first evaluation and re-evaluated at 1-2
year intervals or whenever there is a change in clinical

status.***

Imglantation of an ICD should be considered in

patients with an estimated Soyear risk of sudden

death of 6%, following detailed elinical assessment

that considers:

(i} the lifelang risk of complications;

{iiy eompeting mortality risk from the disease and lla
comorbidities;

AND

(i) the impact of an ICD on lifestyle,

socio-econamic status, and psychological
health B1:521525.726,832.833

(Arbelo, EHJ, 2023)



Echokardiografie

Hypertrophic cardiomyopathy

Unexplained maximal WT 215 mm in any myocardial segment.
(213 mm in first degree relatives of HCM patients )

3. Mitral valve

v" SAM : confirm contact
with septum and duration

v Evaluate leaflets, chordae
and papillary muscle
abnormalities

v" Consider concurrent
organic disease

( Left ventricle \
v" Wall thickness

* [Involved segments

¢ Symmetric/asymmetric

*  Maximal thickness

v" Systolic function

« Longitudinal strain

v" Diastolic function 2. Leftataa

v Antcrogosteriordiamctcr
2. LVOTO v Indexed volume

v" Presence of LVOTO: > 30 mmHg
*  Excercise echo in symptomatic patients with < 50 mmkg at rest
or with bedside manoeuvres (Valsalva, standing...)

5. Right ventricle
v Evaluate hypertrophy
v Assess midventricular obstruction v Assess RVOT obstruction

Recommendations

In all patients with HCM, at initial evaluation,
transthoracic 2D and Doppler echocardiography are
recommended, at rest and during Valsalva
manoeuyre in the sitting and semi-supine positions—
and then on standing if no gradient s provoked—to
detect LT H86365.5255084,587 509-594

In symptomatic patients with HCM and a resting or
provoked® peak instantaneous LY outflow tract
gradient <50 mmHg, 20 and Doppler
echocardiography during exercise in the standing,
sitting (when possible), or semi-supine position are
recommended to detect pravacable LVOTO and
exercise-induced mitral regurgitation *98%5-5%8
Transoesophageal echocardiography should be
considered In patients with HCM and LVOTO if the
mechanism of obstruction Is undear or when
assessing the mitral valve apparatus before a septal
reduction procedure, or when severe mitral
regurgitation caused by Intrinsic valve abnormalities

is suspected *¥7-402

(Dominquez, BMJ, 2018)

(Arbelo, EHJ, 2023)




Hodnoceni hypertrofie

« Hodnoceni tloustky sten LK — meéreni v end-diastole, preferencné PSAX

- hodnoceni v§ech segmentu od baze k apexu

- nejCasteji asymetricka hypertrofie septa
« Tize arozsah hypertrofie -riziko NSS — vysoke riziko - hypertrofie > 30

(Dominquez, BMJ, 2018) (Abraham, Am J Cardiol, 2024) &




Hodnoceni hypertrofie

(Archiv 1IKAK)




Hodnoceni velikosti levé siné

« dilatace LS u vétSiny pacientu <« mitrdIni regurgitace, vysoké plnici
tlaky

e Diametr LS v PLAX — pozit. asociace s rizikem NSS
(riziko rozvoje fibrilace sini, kardioembolizace)

- diametr > 45 mm

* Velikost plochy €i objemu LS — neni asoc. s rizikem NSS

(Archiv I.IKAK)



Pritomnost obstrukce

* Obstrukce u 50 — 70 % pacientu, u 72 jen provokovana
- LVOT - v dusledku SAM, ve 2. poloviné systoly

- midventrikularne — asi u 10 %

* Obstrukcni/neobstrukcni forma HKMP
- grad 2 30 mmHg

- hemodynam. vyznamna = 50 mmHg

 Asoclace LVOTG s rizikem NSS

(Archiv I.IKAK)




Hodnoceni systolicke funkce LK

* hodnota EF LK, FS — obvykle normalni az supranormalni
(diky zachovani radialni kontraktility)

(Archiv I.IKAK)



Systolicka funkce LK

e 5-10% pacientd = ,burnt out” faze - , end stage HCM"
- dilatace LK, regrese hypertrofie

* spojena s rizikem NSS (7-20 % ve srov. s béznou populaci)

pokles hodnoty EF - EF < 50 %
= tezka systolicka dysfunkce !

(Archiv IIKAK)




Apikalni aneurysma

 apikalni aneurysma — prevelance ~ 3 %
casto midventrikularni obstrukce — u cca 10 %- ,lobster-claw”
- casto vyrazne symptomy, spojeno s monomorf KT

(Archiv I.IKAK)




Hodnoceni systolicke funkce

Peak Systelic Strain

GS=-19.6%

Hodnoceni longitudinalniho
strainu — vysSi senzitivita ve
srovhani s hodnocenim EF

SniZzeni hodnot GLS i pres
normailni hodoty EF LK jiz v
Casnych stadiich

Patologické hodnoty strainu
v oblastech hypertrofie

Patologické hodnoty i u
genotyp+/fenotyp- osob

(Abraham, Am J Cardiol, 2024)




Global longitudinal strain, objem levé

siné

Global Longitudinal Strain and Left Atrial Volume Index
Provide Incremental Prognostic Value in Patients With
Hypertrophic Cardiomyopathy

Yasmine L. Hiemstra, MD; Philippe Debonnaire, MD, PhD; Marianne Bootsma, MD, PhD;
Erik W. van Zwet, MD, PhD; Victoria Delgado, MD, PhD; Martin J. Schalij, MD, PhD;
Douwe E. Atsma, MD, PhD; Jeroen J. Bax, MD, PhD; Nina Ajmone Marsan, MD, PhD

100

Survival free of event
— GLS < -15%

80-

60+

Survival (%)

T ——

— GLS = -15%

log-rank 27.1 p<0.001

Number at risk

GLS <-15% 220
GLS >= -15% 172

24 48 72 26

Follow-up (months)
197 167 140 100

149 125 85 62

100

80+

60-

Survival (%)

Survival free of event

GLS < -15%, LAVI < 34 mUm?
GLS <-15%, LAVI > 34 mUm?
GLS 2 -15%, LAV! < 34 mUm?

GLS 2 -15%, LAVI > 34 mUm?

Log-rank 49.3 p<0.001

Number at risk

GLS <-15%, LAVI< 34 mUm* 108
GLS >=-15%, LAVI < 34 mUm* 56
GLS < -15%, LAVI>=34 mLUm* 110
GLS >=-15%, LAVI >=34 mL/m* 113

24 48 72 96
Follow-up (months)

99 85 77 51

43 35 30 24

99 83 61 49

92 75 53 35




Segmentarni longitudinalni strain

e —

. y
v" -~
- AR Sy« .
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. - " - ?—,
T 3 - ’
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(Wabich et all, J of Cardiol, 2021)

Segment. longitud. strain cut-off -12,5 % — odp. loziskum LGE na
NP




Magneticka rezonance

Lardiomyopathy ( ﬁndlng ) [ Cardiac CMR examples ) @pecific diseases to be consi&ér—ei)

phenotype

Recommendations Class® Level®

(Eontrast—enhanced CMR is recommended in
AnderSOH-Fabl')' disease patients with cardiomyopathy at initial

ovaluation, 10:90.116,119-143
Contrast-enhanced CMR should be considerad in

patients with cardiomyeopathy during follow-up te la c
monitor disease progression and aid risk stratification

Posterolateral LGE and concentric LVH
Low native T

Diffuse subendocardial LGE,
high native T

Amyloidosis

Contrast-enhanced CMR should be considered for
the serial follow-up and assessment of therapeutic

response in patients with cardiac amyloidosis, la c
Sarcomeric HEM Anderson—Fabry disease, sarceidesis, inflammatory

cardismyopathies, and haemachromatasis with
148-152

Patchy mid-wall in hypertrophied areas

cardiac invob/ement.

In farnilies with cardismyopathy in which a

\_

disease-causing variant has been identified,
(ArbGIO, EHJ, 2023) contrast-enhanced CMR should be consldered in
genatype-positivel phenctype-negative family

members to ald diagnosis and detect early
10,122,126,128,12%,135-143,145,153-159

dizease,
In cases af familial cardiomyapathy without a genetic
diagnosls, contrast-enhanced CMR may be c
considered in phenotype-negative family members to

aid diagnosis and detect early disease'™'**




MRI — hodnoceni hypertrofie

- ,Zlaty standard"®

 anterolateralni, apikalni hypertrofie
* rozsah a char. hypertrofie, LGE
 ddg fenokopii

HHHHHHHHHHH

AAAAAAA

DISEASE

(Abraham, Am J Cardiol, 2024)

(Goldie, J Clin Med, 2024)



LGE v predikci NSS

Freedom from SCD events

Incidence of SCD events

090

25

T LGEabsem

LGE < 10%

LGE = 15%

LGE = 20%

Follow up (years)

0
4
0 LGE =10% LGE 11-19% LGE
N=T45 WN=381 N-44
{58%) (29%) (T%)

LoD b 80 T ot Nhoeieiolos Wi

=20% LGE

N=T73
(6%)

Prognostic Value of Quantitative Contrast-Enhanced
Cardiovascular Magnetic Resonance for the Evaluation
of Sudden Death Risk in Patients With
Hypertrophic Cardiomyopathy

Raymond H. Chan, MD, MPH; Barry J. Maron, MD; lacopo Olivotto, MD;
Michael J. Pencina, PhD: Gabricle Egidy Assenza, MD; Tammy Haas, RN;

John R. Lesser, MD; Christiane Gruner, MD; Andrew M. Crean, MD; Harry Rakowski, MD;
James E. Udelson, MD; Ethan Rowin, MD: Massimo Lombardi, MD: Franco Cecchi, MD;
Benedetta Tomberli, MD: Paolo Spirito, MD; Francesco Formisano, MD: Elena Biagini, MD;
Claudio Rapezzi, MD: Carlo Nicola De Cecco, MD:; Camillo Autore, MD;

E. Francis Cook, PhD; Susie N. Hong, MD: C. Michael Gibson, MD, MS;

Warren J. Manning, MD: Evan Appelbaum, MD; Martin S. Maron, MD




LGE v predikci NSS

» prfitomnost LGE koreluje s rozsahem fibrozy
* 2 15 % - dobra korelace s rizikem NSS
» v dospélosti prevalence LGE 45-90 %, s vékem narusta

* Riziko NSS <6 % — LGE 10 — 15 % vyzn. zvyseni rizika
komorovych

arytmii, adekv vyboje ICD a NSS

(Dalsania, J Clin Med, 2025)




Apikalni aneurysma

(Arbelo, EHJ, 2023)

4-chber 2-chamber




CT vysetreni

Indikovano u pacientu
nevysetritelnych
echokardiograficky,

v pripade nedostupnosti nebo Ki
MRI

(Dalsania, J Clin Med, 2025)




Validace ESC 2023 a ACC/AHA 2024

guidelines

ORIGINAL RESEARCH

Masashi Amane, MD, P

FIGURE 2 Kaplan-Meier Curves for SCD Events by HCM Phenotypes

A Sudden cardiac death

1y
— HCM
o
£ 8 End-stage HCM
=
"_E 11
B )
-'E Log-rank P<0.001
- 4y
=
=
3
= pi1
I
L] ©
1] 0 T
Interval (Years)

Interval O days L-year Bayeur  Soyenr Towear  10-year

N of paticnts 3t risk 3333 2833 2483 1956 1439 775

™ ol patients with SC1¥ 4z 76 s 135 174

Cumulative incidence mac 1.4% 2.6% 4.0 5.7% L)

e HOCM
™ of patients a1 risk 376 b1 192 143 10y 43
™ of patients with SCIy 17 33 43 52 (=]

Cumulabive menbence e

1E 5% T4 5% 33.9%

Cumulative incidence raie of

sudden cardiac death (%)

20

Yasushi Sakata, MD,
Shouji Matsushima, MD,
Toshihire Tamura, MD, Py
sateshi Yuda, MD, Pub,
Katsuomi Iwakura, MD, P
Takashi Omura, MD, P

Validation of Guideline Recommendation
on Sudden Cardiac Death Prevention in
Hypertrophic Cardiomyopathy

* Hiroaki Kitaoka, MD, PuD,” Yusuke Yoshikawa, MD, PuD, MPEL

L Talkao Kato, MD, Pub,’
5 PHD,® Yutaka Furukawa, MD, PuD,’
. Haruhiko Abe, MD,' Kenji Ando, MD,"

. Kazushige Kadota, MD, Fub,” Yukio Abe, MD, Ful,"

Kitamura, MD, PuD,” Jun Masuda, MD, PrD,' Takahiro Ohara, MD, PaD,"
X Tanigawa, MD, Pub, "™ Kenji ihi i
Chisato Tzumi, MD, Pub,” the REVEAL-HCGM Investigators

LMD, PuD,” MD, Puby,”

Sudden cardiac death

30 — HOCM Log-rank P = 0.018: MYVO vs. HNCM
—_— MV Log-rank P=0,087: HNCM ws, HOMCM
— Apical HCM Log-rank P=0.039: HOOM ws, Apical HOM
—_— HNCM
Log-rank I <0001
i) 50 100
Interval { Years)
Interval Odays  l-year  l-pear  Soyear  Topear  D0-yoar
M of paticns ar risk #38 738 22 03 365 192
Mool petients with SO0 [ I3 22 Li] 1] a1

Cumuelative incidence rae 43% 5.6%

MYO
™ ool patients ar risk 20 167 L. o7 74 2%
M of paticnis with SCD 7 3] 12 16 21

Cumulative incidence tme 6. 9% 1.0 5. 7%
M of paticsis ab sisk 202 758 651 SOFy g 207
M of patients with SCD T 1 14 18 24

Cumelative incidence rule

HNCM

M of patients ot risk 1399 190 14T By als 347
M ol patients with SCD 6 3z 32 HE L5
Cumulative incidence rale 1.3% 2.6% 4. 7% 0.5%% 10. 7%

Comparisons between HCM and ES-HCM (A) and among HCM phenotypes excluding ES-HCM (B). Abbreviations as in Figure 1.




CENTRAL ILLUSTRATION A Large-5cale Retrospective Multicenter Cohort of Japanese Patients With HCM

HCM: 3,335 patients (92%) ES-HCM: 276 patients (8%)  Cumulative 5-year
SCD: 185 patients (5.5%) SCD: 64 patients (23%) '”f;j;“
HOCM (23%) MVO (6%) HNCM (39%)
Cumulative 5-year Cumulative 5-year Cumulative 5-year
incidence incidence incidence
SCD events 4.3% 6.9% &4, 705

Previous fatal arrhythmias: 305 patients (8.4%) + E Missing data 64 patients (1.8%)
Class 1 recommendation in the guidelines

’i‘ i‘ “ w . % 2024 ACC/AHA Guidelines 2023 ESC Guidelines

- = Log-rank
_rank P=0101
Validation of the current 2 : - 2 : = 00t
gllidﬂj“eﬁ bl 12 - L'"Q'"'"k F L Ln 12 .
3,242 patients 2 g s “““ 2 ‘B 9.3
with Class 2a, 2b, and 3 =2 5 ? o = =
recommendations £= B I_ E= %1 56 29
for ICD placement S 3 5 3]
Y 9 ._- v 1 l
Class 3 Class2b Class 2a Class 3 Class2b Class 2a
% Yo

The incidence of 5CD events could not be stratified well between Class 2a and 2b in HCM patients.

Amano M, et al. JACC Heart Fail 2025;m(m):m-m.




Zaver

Diagnosis and management of HCM:
degree of agreement between European and American guidelines

* Multimodalitni imaging nezbytny pro
stratifikaci rizika NSS (TTE, MRI, ev Sco risk
CT) o

Genetic
testing

Follow-up TEE a 1-2 roky
Follow-up MRl _a 3-5 let
12 —svodoveé EKG,

24/48 h EKG Holter a 1-2 roky wansplantation

and MCS

Stratlflkacnl systemy > |dent|f|kace

VysSOCLLC IILIKvabH pduentu —1CD (Aimo, Heart Failure Rev, 2025)
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