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[ Abstract |

(HCM) at the molecular level in the last century,the study of mutant genes as an important way to under-

Since the detection of the first pathogenic mutant gene of hypertrophic cardiomyopathy

stand HCM. So far, approximately 1 500 mutations in more than 30 genes have been found to be associated
with the development of HCM, but the pathogenic mechanism is not completely clear. Many scholars have put
forward many doctrines on its disease mechanism. More and more studies believe that calcium homeostasis is
the largest contribution to the development of HCM. In this process,calcium sensitivity, sarcoplasmic reticu-
lum calcium pump and calcium overload caused by abnormal energy play an important role. In terms of treat-
ment, the basic medicines such as B-receptor blockers,non-dihydropyridine calcium channel antagonists,as well
as some drugs found in current research,have been found to be related to intracellular calcium regulation. This
article reviews the progress of calcium homeostasis and energy changes in HCM, which is beneficial to the pre-
vention and treatment of HCM.
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