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Hypertrophic cardiomyopathy — mile stones
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Hypertrophic cardiomyopathy — treatment development
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Gene therapy
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(Hypertrophic) cardiomyopathy — myosin modulators
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Table 1. Key characteristics of al phase 3 trials on cardiac myosin inhibi for pati with symg atic ob ive hypertrophic cardiomyopathy
Mavacamten® Aficamten®
EXPLORER-HCM VALOR-HCM EXPLORER-CN SEQUOIA-HCM
Phase 3 trals (number 30 weeks (n = 251) 16 weeks (n =112 30 weeks (n = 81) 24 weeks (n = 282)

of patients)
Key inclusion criteria

Key patient characteristics

Starting dose and
dose titration

Key primary endpoint(s)

Key secondary endpaints

Criteria for therapy
interruption

Dose adjustments and
therapy interruptions.
Drug dosages

Primary findings

Key secondary findings

LVEF reduction
during trial
LVEF <50%

o peak LVOT gradient of =50 mm Hg
at rest or after Valsalva

LVEF of >55%

NYHA class Il or Ill

mean age 59 years

59% men

73% NYHA class I, 27% class IIl/IV
75% on beta blockers

5 mg/day with dose titration at 8 and
12 weeks

1.5 mUkg/min or greater increase in pVO,
or

and at least one NYHA dass reducti

« peak LVOT gradient of

=50 mm Hg at rest or after
Valsalva

LVEF of >&0%

* NYHA class II/IV or dlass || with
exertional syncope

referred for and actively
considering SRT

on maximally tolerated
badkground HCM therapy
mean age 60 years

51% men

93% NYHA dass [I/IV, 7% class Il
75% on beta blockers (36% on
combination therapy, including
disopyramide)

LR

patient deciding to proceed with
SRT or inuing to meet

3.0 ml/kg/min or greater increase in
pPVO2 without NYHA dass worsening
change from baseline to week 30:

* post-exercise LVOT gradient
* pVO2

e proportion of patients with at least one

NYHA class improvement
e KCCQ-23CSS
& HCMSQ subscore

LVEF <50% for temporary interruption or

<30% for pemanent discontinuation
core-lab

last dese at end of double-blind period:

* 25mg =6%
s 5mg =49%
e 10mg=33%
o 15mg=11%

37% of patients on mavacamten vs
17% on placebo met the primary
endpoint (difference +19.4%, 95% CI,
8.7 to 30.1; p = 0.0005)

all key secondary endpoints were
significantly posttive in favor|of
mavacamten vs. placebo

~4.0%; 95% Cl, -5.5t0 ~25

total of 9 patients through week 30
(5 during the study at week 26 [3on
mavacamten and 2 on placebo]
and an additional 4 on mavacamten
at week 30)

guideline eligibility for SRT
change from baseline to week 16:

& post-exercise LVOT gradient
o NYHA functional dass

e KCCQ-23 CSS

s NT-proBNP

e cardiac troponin |

lagt dose at end of double-blind
period:

. 25mg=21%

* Smg=23%

« 10mg=34%

e 15mg=21%

76.8% of patients assigned to
placebo and 17.9% assigned to
mavacamten met guideline criteria
or undement SRT (difference
58.9%, 95% Cl, 44.0t0 73.9;
p<0.001)

total of 2 patients on

» peak LVOT gradient of
> 50 mm Hg at rest or after
Valsala

® LVEF of >55%

* NYHA dass llor Il

» mean age 52 years

® 72% men

« 82% NYHA class |1, 18% class Il
* B9% on beta blockers

2.5 mg/day with dose titration

at 8, 14, and 20 weeks

change in Valsalva LVOT peak
gradient from baseline to week 30

proportion of patients at week 30 with

* Valsalva LVOT peak gradient
<30 mm
* Valsalva LVOT peak gradient
<50 mm Hg
« atleast 1 NYHA class improvement

change from baseline to week 30:

e resting LVOT peak gradient

» KCCQ-23 CSS

& NT-proBNP

« high-sensitivity cardiac troponin |

* LVMI evaluated by cardiac
magnetic resonance

last dose at end of double-blind period:

* 25mg=6%
s 5mg=59%
e 10mg =30%
. 15mg = 4%

LSM difference in post-Valsalva
LVOT gradient between mavacamten

and placebo was ~70.3 mm Hg (95% CI,

~89.6 to ~50.9 mm Hg; onesided
p<0.001)

LSM change, 3.7% in mavacamten
vs. 3.0% in placebo

0 patients through week 30

LVEF >60%

LVOT gradient =30 mm Hg at
rest and =50 mm Hg after
Valsalva

NYHA class Il or lll

decreased exercise capacity,
defined by a predicted peak
axygen uptake of 90% or less
based on age and sex

mean age 59 years

men
76% NYHA class II, 24%
dlass I/IV
61% on beta blockers (11% on
disopyramide)
15% not on background HCM
therapy
5 mg/day with dose titration at
2, 4, and 6 weeks
change in pVO, from baseline to
week 24

change from baseline to week 24:

KCCQ-23CsS

NYHA class

LVOT Vakalva gradient
Valsalva LVOT gradient <

30 mm Hg

duration of eligibility for SRT
total workload on CPET
change from baseline to week 12:

e KCCQ-23CSS

o NYHA functional class

& LVOT Vakalva gradient

* Valsalva LVOT gradient
<30 mm Hg

LVEF <40%

site-read
dose at end of escalation phase:

* 5mg =3%
s 10mg=13%
e 15mg = 35%
o 20 mg = 49%

LSM difference in pVO; between
aficamten and placebo was

1.7 mUkg/min (95% CI, 1.0 t0 2.4;
p<0.001)

all key secondary endpoints were
significantly positive in favor of
aficamten vs placebo

~4.8%; 95% Cl, ~6.3t0 -3.2

total of 5 patients on aficamten
through week 24 and 1 on placebo

Desai and Braunwald, Med July 2024: 655-659
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Table 1. Key characteristics of al phase 3 trials on cardiac myosin inhibitors for patients with symptomatic obstructive hypertrophic cardiomyopathy

Mavacamten®

Aficamten®

EXPLORER-HCM

VALOR-HCM

EXPLORER-CN

SEQUOIA-HCM

Phase 3 trials (number
of patients)
Key inclusion aiteria

Key patient characteristics

30 weeks (n = 251)

peak LVOT gradient of =50 mm Hg
at rest or after Valsalva

LVEF of 255%

NYHA class 1l or Ill

s mean age 59 years
s 59%men

e 73% NYHA class Il, 27% dass lI/IV
* 75% on beta blockers

16 weeks (n =112)

peak LVOT gradient of

=50 mm Hg at rest or after
Valsalva

LVEF of >60%

NYHA class lII/IV or class Il with
exertional syncope

referred for and actively
considering SRT

on maximally tolerated
background HCM therapy
mean age 60 years

51% men

93% NYHA dass [I/IV, 7% class Il
75% on beta blockers (36% on
combination therapy, including

30 weeks (n=81)

peak LVOT gradient of
=50 mm Hg at rest or after
Valsalva

LVEF of >55%

* NYHA dass llor Il

mean age 52 years

72% men

82% NYHA class 11, 18% class Il
89% on beta blockers

24 weeks (n = 282)

LVEF >60%

LVOT gradient =30 mm Hg at
rest and > 50 mm Hg after
Valsalva

NYHA class Il or lll

decreased exercise capacity,
defined by a predicted peak
axygen uptake of 90% or less
based on age and sex

mean age 59 years

59% men

76% NYHA class I, 24%

dass lI/IV

61% on beta blockers (11% on

5 patients improvement of:
= NYHA functional class

= Peak VO2
LVOT obstruction
Cardiac biomarkers

Primary findings

Key secondary findings

LVEF reduction
during trial
LVEF <50%

e 25mg =6%
* 5mg =49%
« 10mg=33%
e 15mg=11%

37% of patients on mavacamten vs
17% on placebo met the primary
endpoint (difference +19.4%, 95% CI,
8.7 to 30.1; p = 0.0009)

all key secondary endpoints were
significanty positive in favorjof
mavacamten vs. placebo

4.0%; 95% Cl, -5.5t0 -2.5

total of  patients through week 30
(5 during the study at week 26 [3on
mavacamten and 2 on placebo]
and an additional 4 on mavacamten
at week 30)

76.8% of patients assigned to
placebo and 17.9% assigned to
mavacamten met guideline criteria
or undenwent SRT (difference
58.9%, 95% Cl, 44.010 73.9;
p<0.001)

total of 2 patients on
mavacamten through
week 16

e 25mg=6%
. Smg=59%%
e 10mg =30%
® 15mg = 4%

LSM difference in post-Valsalva

LVOT gradient between mavacamten

and placebo was —70.3 mm Hg (95% CI,
89.6 to ~50.9 mm Hg; one-sided

p<0.001)

LSM change, 3.7% in mavacamten
vs. 3.0% in placebo

0 patients through week 30

e 5mg =3%

e 10mg=13%
e 15mg =35%
» 20 mg = 49%

LSM difference in pVO; between
aficamten and placebo was

1.7 mUfkg/min (95% CI, 1.0 to 2.4;
p<0.001)

all key secondary endpoints were
significantly positive in favor of
aficamten vs placebo

4.8%; 95% Cl, -6.3t0 -3.2

total of 5 patients on aficamten
through week 24 and 1 on placebo

Desai and Braunwald, Med July 2024



USZ cohort, Dec 2024: n = 31, mean FU 8.6 months (3 — 16 months)
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Hypertrophic cardiomyopathy — myosin inhibitors - myectomy
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If symptoms persist

ISUH symptomatic or intolerant/contraindication to beta-blockers

Diltiazem
\ (Class I)

Still symptomatic

Mavacamten
(Class lla)

Disopyramide

Usz Universitats
Spital Zirich
2023 Guidelines for the managament of cardiomyopathies, EHJ (2023):00, 1-124
2024 Guideline for the managament of hypertrophic cardiomyopathy, JACC (2024):83:2324-2405



Hypertrophic cardiomyopathy — myosin inhibitors - myectomy
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If symptoms persist

ISu‘l.' symptomatic or intolerant/contraindication to beta-blockers
Verapamil Diltiazem
(Classl) | (Class I)
l Still symptomatic
'. P Mavacamten

. (Class ) (Class lla)
Pregnancy /

Concomittant intrinsic mitral valve disease
* Syndromic HCM
« Storage diseases / infiltrative disorders

I Still symptomatic

/
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2023 Guidelines for the managament of cardiomyopathies, EHJ (2023):00, 1-124
2024 Guideline for the managament of hypertrophic cardiomyopathy, JACC (2024):83:2324-2405



Study design: MAVA-LTE (EXPLORER cohort)

Mavacamten
starting dose 5 mg QD
Mean time from
EXPLORER-HCM EOS
to EXPLORER-LTE
LTE-eligible day 1: 66.5 days

August 31, 2023
(interim analysis data cutoff date)
n = 211 on treatment
739 PY of exposure
April 2019

patients from (range, 3-359 days) EXPLORER-LTE cohort * —
EXPLORER-HCM of M§VA-|_TE .
(n = 244) (n=231) Unscheduled dose adjustment
Time (weeks) -4 42 82 122 16 24 36 48 60 72 84 96 108 120 132 144 156 180 - - - -’252
L |

Echocardiography-guided

First 24-week interval
individualized dose adjustment

between visits

After titration, patients were assessed at 12-week intervals between weeks 24 and 156;
week 180 was the first visit after a 24-week interval

Mavacamten was temporarily discontinued if site-read LVEF was < 50% at any visit;

patients could resume treatment at 1 dose level lower than the previous dose if LVEF was
= 50% at the follow-up visit 4—6 weeks later

Titration scheme differs from CAMZYOS® (Mavacamten) Product information. For details see www.swissmedicinfo.ch.

Patients completed an 8-week washout period after treatment in EXPLORER-HCM before enroliment in MAVA-LTE. Owing to the COVID-19 pandemic, patients had variable time without receiving treatment after
completing the parent study. 2Dose adjustments were based on site-read echocardiography measures of Valsalva LVOT gradient and LVEF. "Dose adjustment was also possible at week 24 after site-read
echocardiography assessment of postexercise LVOT gradient. Subsequent to week 24, dose adjustment was possible if site-read Valsalva LVOT gradient was > 30 mm Hg and LVEF was = 50%

EOS, end of study; HCM, hypertrophic cardiomyopathy; LTE, Long-Term Extension; LVEF, left ventricular ejection fraction; LVOT, left ventricular outflow tract; PY, patient-years; QD, once daily

USZ o

End of
treatment

Garcia-Pavia et al, EHJ 2024; 45:5071-5083



Sustained improvements in LVOT gradients over 3.5 years of
treatment

Resting LVOT gradient Valsalva LVOT gradient
907 Mean (SD) change from baseline 1207 Mean (SD) change from baseline
H T Week 156: =40.2 (32.8) mm Hg; n =187 | Week 156: =55.3 (37.3) mm Hg; n =184
° Week 180: -40.3 (32.7) mm Hg; n =94 T 0] Week 180: =55.3 (33.7) mm Hg; n =91
— ‘6”"-
5 5 Zal
3 5
=T T 7 R o o A 5 3100 S s s S S S
= 307 -
: SEELLEE XN NI, .-..TTTIIé
N rrrrrrr1r—s s 11T 11 [T
BL4B1216 24 36 48 60 72 84 9% 108 120 132 144 156 180 BL481216 24 36 48 60 72 8 9 108 120 132 14 15 180
Visit/week Visit/week
Number of patients at visit Number of patients at visit
mrmodlVOT | DiZEEGNO M B B M M M M M 0 A o A o 3 o oo o o o M o m wm %

-o- Central-read LVOT -e- Site-read LVOT

= |mprovements in resting and Valsalva LVOT gradients with mavacamten treatment were sustained
through weeks 156 and 180, as confirmed by both site-read and central-read echocardiograms

= Overall, 191 patients (82.7%) achieved a central-read Valsalva LVOT gradient of < 30 mm Hg —
indicative of no obstruction — during the study and remained at or below the 30 mm Hg threshold until
the data cutoff

USZ o

Garcia-Pavia et al, EHJ 2024; 45:5071-5083



Change in LVEF from baseline through week 180

LVEF

100 Mean (SD) change from baseline
957 —e— Central-read LVEF Week 156: -9.6% (8.3%); n =175

o0 | ~e—Site-read LVEF Week 180: ~11.0% (8.9%); n = 93

80
757
70
65
60
55+

ngr ——————————————————————————————————————————————————————————————————————————————————————————

LVEF (%)

BL4 8 1216 24 36 48 60 72 84 96 108 120 132 144 156 180

) . Visit/week
Number of patients at visit

Central-read LVEF 230 213 217 196 214 220 216 212 212 198 198 196 195 183 193 189 175 83
Site-read LVEF 2122519219 24 225 223 218 217 214 214 210 210 205 200 186 94

After an initial reduction in mean LVEF from baseline during the dose titration period, no
further clinically meaningful reduction in LVEF through week 180 was observed

USZ o

Garcia-Pavia et al, EHJ 2024; 45:5071-5083



Safety: TEAEs

TEAEs
Events of clinical interest
Atrial fibrillation
Cardiac failure
Ejection fraction decreased
Serious TEAEs

CV serious events of
clinical interest?

Atrial fibrillation
Cardiac failure
Ejection fraction decreased

Drug-related serious TEAEs

TEAES resulting in
permanent treatment
discontinuation
Death

U sz Universitdts
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Patients,

NTA)

228 (98.7)

161 (69.7)
33 (14.3)
14 (6.1)
13 (5.6)
63 (27.3)

28 (12.1)

14 (6.1)
5(2.2)
5(2.2)
10 (4.3)

13 (5.6)

5(2.2)

1870

433
68
15
15

117

40
20

10°
17

5C

Exposure-adjusted incidence

per 100 PY (PY)

Day 1 to Day 1 to
week 60 week 252
187.7 (108.2) 174.6 (130.6)
50.53 (213.7)  39.55 (402.0)
6.57 (274.1) 4.50 (689.2)
3.55 (282.0) 1.94 (721.7)
2.12 (282.9) 1.51 (729.0)
11.09 (270.5) 9.13 (657.3)
2.12 (283.3) 1.64 (730.0)
1.40 (284.9) 0.68 (737.7)
0.70 (286.1) 0.67 (741.0)

The exposure-adjusted incidence per
100 PY of all TEAEs was lower for the
day 1 to week 252 period than for the
day 1 to week 60 period (174.6 vs 187.7)

Of the 33 patients who experienced
TEAES of atrial fibrillation, 15 (45.5%)
had a medical history of atrial fibrillation

Of the 10 patients who experienced
drug-related serious TEAEsS, 6 (60.0%)
remained on treatment at the data cutoff
date

All 5 deaths that occurred during the
study were considered to be unrelated to
mavacamten treatment

Garcia-Pavia et al, EHJ 2024; 45:5071-5083



Safety: TEAEs

TEAEs
Events of clinical interest
Atrial fibrillation
Cardiac failure
Ejection fraction decreased
Serious TEAEs

CV serious events of
clinical interest?

Atrial fibrillation
Cardiac failure
Ejection fraction decreased

Drug-related serious TEAEs
TEAES resulting in

permanent treatment
discontinuation

Death

U sz Universitdts
Spital Zirich

Patients,
n (%)

228 (98.7)
161 (69.7)
33 (14.3)
14 (6.1)
13 (5.6)
63 (27.3)

28 (12.1)

14 (6.1)
5(2.2)
5(2.2)
10 (4.3)

13 (5.6)

5(2.2)

1870

433
68
15
15

117

40
20

10°
17

5C

Day 1 to
week 60

187.7 (108.2)
50.53 (213.7)
6.57 (274.1)
3.55 (282.0)
2.12 (282.9)
11.09 (270.5)

2.12 (283.3)
1.40 (284.9)
0.70 (286.1)

Exposure-adjusted incidence
per 100 PY (PY)

Day 1 to
week 252

174.6 (130.6)
39.55 (402.0)
4.50 (689.2)
1.94 (721.7)
1.51 (729.0)
9.13 (657.3)

1.64 (730.0)
0.68 (737.7)
0.67 (741.0)

= The exposure-adjusted incidence per
100 PY of all TEAEs was lower for the
day 1 to week 252 period than for the
day 1 to week 60 period (174.6 vs 187.7)

the 33 patients who experience
TEAES of atrial fibrillation, 15 (45.5%)
d a medical history of atrial fibrillati

= Of the 10 patients who experienced
drug-related serious TEAEsS, 6 (60.0%)

remained on treatment at the data cutoff
date

= All 5 deaths that occurred during the
study were considered to be unrelated to
mavacamten treatment

Garcia-Pavia et al, EHJ 2024; 45:5071-5083



Mavacamten — atrial fibrillation

HeartRhythm

Philadelphia — real world

al of the Heart Rhythm Society, The Cardiac Electrophysiology Society, u N - 96

& Congenital Electrophysiclogy Society . 23 (24%) hlstory Of AF
Research Letter M) Check for updates = 11 (1 1 %) with AF episodes

Incidence of newly recognized atrial fibrillation in patients with since start Mavacamten (6 pts
obstructive hypertrophic cardiomyopathy treated with Mavacamten new onset, 5 pts recurrent)

Matteo Castrichini, MD, " Said Alsidawi, MD,* Jeffrey B. Geske,’MD,1 Darrell B. Newman, MD,’
Adelaide M. Arruda-Olson, MD, PhD," J. Martijn Bos, MD, PhD,” Steve R. Ommen, MD,’
Konstantinos C. Siontis, MD,"' Michael J. Ackerman, MD, PhD,"”* John R. Giudicessi, MD, PhD'*

Atrial Fibrillation in Patients Receiving )
Mayo — real world . L
- N=63 Mavacamten for Obstructive
= 17 (27%) history of AF Hypertrophic Cardiomyopathy
= 20 (32%) with AF episodes Real-World Incidence, Management, and Outcomes
since start Mavacamten (7 pts
homas le, ,* Nosheen Reza, . thew an, 1 , Gregory Supple, A
new Onset’ 13 ptS recurrent) .\Il‘incmt:.SB:: M];‘II?IISN Amy Mai{zo]f, gRDNP,h:Iai::ole Hz{::by, gI{:JN'Pl?H:Iej(zjmdgroryd: F[:l:ia, :dﬂ; Teresa Wang, MD,
U s z gnE:elr;i“té?t: Kenneth B. Margulies, MD, Anjali Tiku Owens, MD,{ David S. Frankel, MD{

Boyle et al, JACC Clinical EP 2025, 2:411-413
Castrachini et al, HeartRhythm2024; 21: 2065-2067



Mavacamten — atrial fibrillation

Study Mean History | LVEF | LVOT LAVi
Male of AF rest onsetAF

Mava-LTE 228 41/18% 74% 48mmHg 38ml/m? 18/8%
Valor — 128 weeks 108 60 54 16/17% 68% 50mmHg 41mi/ml> 11/10%
Real-world-Philadelphia 96 63 46 23/24% 68% 56mmHg ? 6/6%
Real-world-Mayo 63 60 56 17/127% 70% ? 44mi/mlZ2 7/11%

USZ o



Mavacamten — atrial fibrillation

Study Mean History | LVEF | LVOT LAVi New onset
Male of AF rest AF

Mava-LTE 228 41/18% 74% 48mmHg 38ml/m? 18/8%/2.5%
Median FU-time 166 weeks

Valor — 128 weeks 108 60 54 16/17% 68% 50mmHg 41mi/ml2 11/10%/4.3%
FU-time 120

Real-world-Philadelphia 96 63 46 23/24% 68% S56mmHg ? 6/6% =
Median FU-time 47 weeks

Real-world-Mayo 63 60 56 17/27% 70% ? 44ml/mli2  7/11%/14%

Median FU-time 32 weeks

Annual incidence of atrial fibrillation in HCM 2-7%

USZ o



11/2023 - 45 4, genotype negative, proBNP 920ng/l, Bisoprolol 7.5mg

140mmHg
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01/2025 - 46 £, proBNP 120ng/l, Bisoprolol 7.5mg + Mavacamten 15mg

U sz Universitdts
Spital Zirich



01/2025 - 46 £, proBNP 120ng/l, Bisoprolol 7.5mg + Mavacamten 15mg

U sz Universitdts
Spital Zirich
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4 8 12 16

20 24 28 32 36 40 44 48 52 56 60 64
Mavacamten treatment duration in weeks

weight kg

LVEF %

LAVi ml/m?
LVOTvals mmHg

NTproBNP/10 ng/l
LVOTrest mmHg



04/2024 - 772, diabetes, chronic kidney disease, BMI 34kg/m2, NHYA Il

MWTH 21mm basal septum, LVEF 68%, LVEDVi 39mI/m2, 9% LGE, no evidence for infiltrative disease
USZ .oz
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Kreatinin 44 -80
eGFR(Krea) CKD-EPI 2009
eGFR(Krea) BIS1-Formel

CK, total <170
Troponin T, High Sensitive <14
NT-proBNP (Roche) =738

Universitats
Spital Zirich

UsS

Entnahme
Eingang

Befund-Nr.

pmolfl
mi/min
mi/min

un
ng/
ngi

07.10.2024-09:00
07.10.2024-11:43
J410070926

109 H
42(1)
41(2)
42
19H
312

24,06.2024-12:03
24,06.2024-13:33
J406241229

1M1 H
41(1)
412
48
21H
386

30.04.2024-14:00
30.04.2024-14:40
J404301488

101H
46 (1)
44(2)
56
J0H
646

Start Mavacamten

05.04.2024-08:15
05.04.2024-08:50
J404050410

139H
32(1)
33(2)

8502 H

27.02.2024-09:15
27.02.2024-10:42
J402270734

159 H
27(1)
30(2)
67
45H
10424 H




1 year later
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1 year later

MWTH 21 15
LVEDVi 35 53
LVOT _prov 150 4

LVEF 68 52
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1 year later

MWTH 21 15
LVEDVi 35 53
LVOT _prov 150 4

LVEF 68 52

NYHA lll; Myalgias; most likely not statin-associated — Pause Mavacamten



Hypertrophic cardiomyopathy — (future) therapies

Subclinical HCM

Sarcomere Small LV cavities
variant Hypercontractility
esThE ) Diastolic —)
abnormalities
genotype/negative I !

i Fibrosis
pher:otype Impaired energetics
| Myosin inhibitors I
Genetically . . :
Myosin inhibitors? | Myosin inhibitors in

targeted therapy nonobstructive HCM?

Geneltically
targeted therapy SGLT2 inhibitors?
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Adapted from Carolyn Ho



Hypertrophic cardiomyopathy — (future) therapies

Sarcomere
variant
‘positive
genotype/negative

phenotype’
4

Genetically
targeted therapy
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Subclinical HCM

Small LV cavities
Hypercontractility
Diastolic —
abnormalities
I 4

Fibrosis
Impaired energetics

Myosin inhibitors I

Myosin inhibitors? Myosin inhibitors in

- nonobstructive HCM?
Genetically

targeted therapy SGLT2 inhibitors?

Bristol Myers Squibb Provides Update on Phase 3 ODYSSEY-HCM Trial ~ April 14, 2025

PRINCETON, N.J.--(BUSINESS WIRE)-- Bristol Myers Squibb (NYSE: BMY) today announced the Phase 3 ODYSSEY-HCM trial evaluating Camzyos
(mavacamten) for the treatment of adult patients with symptomatic New York Heart Association (NYHA) class II-IIT non-obstructive hypertrophic
cardiomyopathy (nHCM) did not meet its dual primary endpoints of changes from baseline to Week 48 compared to placebo in the Kansas City

Cardiomyopathy Questionnaire — Clinical Summary Score (KCCQ-23 CSS) and peak oxygen consumption (pVO2). No new safety signals were observed.



Herzlichen Dank fur lhre Aufmerksamkeit
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