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Abstract: Emodin is a natural anthraquinone derivative, also known as laxin, which exists in Polygonum cuspidatum and dried rhizomes and leaves of
rhubarb and Polygonum multiflorum. It is an important active ingredient of rhubarb. Studies have shown that emodin is closely related to a variety of
cardiovascular diseases, with anti —inflammatory, anti —tumor, anti —myocardial ischemia, inhibition of vascular smooth muscle proliferation,

gastrointestinal protection and other pharmacological activities. This article reviews the role of emodin in cardiovascular diseases, in order to provide

reference for the study of emodin and cardiovascular diseases.
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2P0 USE (acute myocardial infarction, AMI)

FRETH  LER A KRB AT I H (45 :82070312) ;2. 27T
BRESEATH (45 : H2018011 ) 5 3. IV Kt AR B U 2
15 H (45 :201910226008 )
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T AP e T Bk B A Rt vy, HARa7E T
Bk PN %) JEE 3 R A A B B ) 9 1, U3 LT B bk
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XN A A PR EI] . Wang J MRS L R,
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