CPE BRI S CRTRO) 2019 55 11 &5 6 M o EASE - 7

DOI ; 10.12037/YXQY.2019.06-02

(YR G IS

Img, ZAR CHEHBERKSM R IR

i PR RLIRTT A TR i

COWE, JEE 100015)

[ EEY Wk TE O 2 o TR B 51 A i O JIE R ML B SR FR 0 R AT AN A, A SCOHP S 0 L T
il 195 T A T 2 OSSR SR R R LI R £ 1. T IR TS 5 T AT 40

(483 ) PRI 1A & BTt . TG
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[ Abstract] Alcoholic cardiomyopathy is a myocardial disease caused by heavy alcohol use over a prolonged period. The
pathogenesis and the development of the natural history of alcoholic cardiomyopathy are still not clear. This article reviews the
possible pathophysiological changes and the natural history of alcoholic cardiomyopathy as well as its clinical characteristics,

diagnosis, treatment and prognosis.
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