1002 FREF 202053 AF 4955 6M

o 4= A e . . )
EAN pUN doi:10. 3969/;. issn. 1671-8348. 2020. 06. 032
ML E % http://kns. cnki. net/kems/detail/50. 1097. R. 20191121. 1200. 011. html(2019-11-21)

A i A AE AR 3 I 9 R AR MO B S R

M Wbt AEEEIt LR B BRERTER KIS FI R
(1T PEZKF, LT 100029;2 kT FPEHKRFAFTER, LT 100078;
S.PEATEMFRE S LZMER, T 100053)

[(HE] RFGELEREMN Stk aF T i Bl LS LA ARRPHMLENEHRYE, RS
i EREHEECR ZF, BFR.FLEARAAAEERFES MR LT ARBRGXRZREW, B KFo
HAER R MG E S R E ARG R, AR BT E R RIRIITHEER T,

[REIR] AR E; o AR B

[FEZEDES] R589 [XaktRiZEE] A

[EHE] 1671-8348(2020)06-1002-06

Research progress of autophagy and vascular endothelial

injury related to metabolic syndrome
CHEN Xun"*,YAN Xiaoru®’ ,LIU Jing® ,YAO Yupu®,ZHANG Liping"**
(1. Beijing University of Chinese Medicine ,Beijing 100029 .China ;2. Dong fang Hospital of Beijing
University of Chinese Medicine sBeijing 100078 ,China ;3. Guang anmen Hospital
China Academy of Chinese Medical Sciences,Beijing 100053 ,China)

[ Abstract] Metabolic syndrome is a collection of obesity,hyperglycemia,dyslipidemia and hypertension,
its occurrence and development are accompanied by vascular endothelial injury, which is a risk factor of cardio-
cerebrovascular disease. In recent years, many studies have found the close relationship between autophagy and
vascular endothelial injury related to metabolic syndrome(MS) ,and the inhibition of autophagy level is accom-
panied by MS related cardiocerebrovascular complication appearance. The article briefly reviewed the status

quo of the researches at home and abroad at present.
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