736 ISSN 1007-3949 Chin J Arterioscler, Vol 22 ,No 7,2014

[XEHES] 1007-3949(2014)22-07-0736-05 - XHkEEId -

i 55 Sl bk sk AR BEAR 1 56 & B b 251 T HifE

F4aa', RWLFH", 4 B Gk, BHER TR
(1. M PEFELEFHAET, 2. 5N EERBRTAGIEH P SRR EHRA, STMN A FmF 550002)

[RER] av; kB, P, skl

[ E] AEAHEHEKNFOEBIRATHGMILE I E G RORMTAE, EE 0 8 E 3R BARL
AHBRPAER T EMG AR TR ML, RA TRk 2, PHLEAT $ 472 S s EA0RAG LS
BRABAERR AL AR AR T A 5 I S Ak AR AR AL AR K i B A 5, R U3k AR AR S AR AR AR AL P ey s E AR |
A4E B s T RS AR AR AL L P B A Y AL S IR B AR AL s P B R B S —
[FESES] R363 [ X#ktRiIZEE] A

Relationship Between Autophagy and Atherosclerosis and Modulation of Traditional

Chinese Medicine

YU Hong-Hong' , WU Ma-Li*, LENG Ling', and TIAN Wei-Yi'

(1. Department of Immunology, Guiyang College of Traditional Chinese Medicine; 2. Research Institute of Chronic Disease
Control and Prevention, Guizhou Center for Disease Control and Prevention, Guiyang, Guizhou 550002, China)

[ KEY WORDS ]
[ ABSTRACT ]

via the lysosomal system.

Autophagy; Atherosclerosis; Traditional Chinese Medicine; Plaque Stability

Autophagy is a metabolic process for the degradation of damaged organelles or proteins in the cytoplasm
A moderate amount of autophagy has a protective effect for atherosclerosis, but excessive auto-
phagy can lead to cell death that is not conducive to the stability of the plaque. Traditional Chinese medicine can prevent
and treat atherosclerosis through many channels and multiple targets integration, which mechanism is probably related to the
regulation of atherosclerosis cell autophagy.  This paper is to summarize the dual role of autophagy in atherosclerosis, reg-
ulation of autophagy on the significance of intervention of atherosclerosis, the influence of traditional Chinese medicine of
autophagy and its potential significance in the prevention of atherosclerosis.
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