OB AR 2024 42 A% 45 52 Adv Cardiovasc Dis , February 2024, Vol. 45, No. 2 - 107 -

AE R B0 BLIs B 25 036 Fr R

EER HER
(1. )| KF®mERSENRA, W) KA 6100415 2. W) K FAHEKRT LR TS, @ R 610041)

[FEE] feBRR sl (HCM) A& RF e S s Ik, 45 5 2 £ O TR K S Lt B % R AT K fe e 2%, HCM #4938 77 25
WA, 36 B AR A5 B A PAAF A, X RAEMIE A RRARH R, LR R BAR L A A F, BS54
HCM 345 K b Ar i 22 A S AR 69 T AR BT IR, TR T ¥eb o | TR ERFGT R, NESRHAMRER, RARERZHH
BB IT o

[RER] RER SR ; 43677 WKE & 474

[ DOI]10. 16806/j. cnki. issn. 1004-3934. 2024. 02. 003

Drug Treatment of Hypertrophic Cardiomyopathy
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[ Abstract] Hypertrophic cardiomyopathy ( HCM) is the most common inherited cardiomyopathy and is characterized by left ventricular
hypertrophy ,myocardial hypercontraction, and diastolic dysfunction. Drug treatment options of HCM are limited, including beta blockers,
calcium channel blockers. These drugs do not prevent progression of the natural history and are not effective in reducing the incidence of
complications. In recent years, increased knowledge of the genetic basis and pathophysiological mechanisms of HCM has led to the

development of targeted , potentially disease-modifying therapies. In this article, we systematically describe the drug treatment of this disease

based on the latest research progress.
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