CN 43-1262/R " [E Sl k{44 & 2022 4F55 30 455 6 M 541

ARSI AW, BT, w5, A BRI 2R 1 FESIKOR AR AL T RO RE SRR ()] v E Sk EE A2, 2022,
30(6) : 541-545.

5%

[XEHE] 1007-3949(2022)30-06-0541-05 - XHEKE

MR B 2 A 1 TES) K AERE AL b it i 52 0k i

BRI E L, 0, EWE, ARE, H T, EEB
(BEXRFS hERBRIRIT BT HEL T LT 3 b SRR E
FHHAI B AVE R S KA E SR, 3 & B4R T 421001)

[EgHE] FEaBMBEBEAGTIRL;, HIRBHREL, BRAKHE,; ShERB
[ E] ChETrBTEBRMAERALG AMGMEE  DIRBERNE L T BRI LAR SIRWARILE —

FRE AR E L L E A K ridAE, kERBBEEOLRIGAREETRARA, A5 FHEZTANA
el ESAARIBPEABEFTEERN, AFAREANEERBRBEEOLR] RELREERE GO LE R
FohERBRIEIE BT EERBMEEG TR TR DRBHENG L ELRAEEENR L, AL
iR B AR R G LA | S IRBARRRAL PV R BEAT LR I 3T R T AR e ALkl AT K4,

[FESHES] R543.5 [ ZEtERIRFE] A

Research progress of asialoglycoprotein receptor 1 in atherosclerosis

XIA Mengdie, LIAO Wei, XIANG Qiong, CUI Yuting, ZHOU Yating, GAN Ni, TANG Zhihan

(Institute of Cardiovascular Disease , University of South China & Key Laboratory for Arteriosclerology of Hunan Province &
Human International Scientific and Technological Cooperation Base of Arteriosclerotic Disease & Hengyang Medical College,
University of South China, Hengyang, Hunan 421001, China)

[ KEY WORDS ]
[ ABSTRACT ]

man health all over the world.

asialoglycoprotein receptor 1; atherosclerosis; lipid metabolism; cardiovascular disease

Atherosclerosis is the main pathological basis of cardiovascular disease, which is a serious threat to hu-
Atherosclerosis is a chronic inflammatory process of vascular wall caused by lipid metabo-
lism disorder.  As a member of the lectin family, the asialoglycoprotein receptor 1 is involved in endocytosis and degrada-
tion of serum glycoproteins, and plays an important role in various physiological processes.  Studies have shown that the
asialoglycoprotein receptor 1 mutations are associated with cardiovascular disease risk such as low density lipoprotein choles-
terol levels, suggesting that asialoglycoprotein receptor 1 may be closely associated with the development and progression of

atherosclerosis.  This article reviews the role of the asialoglycoprotein receptor 1 in atherosclerosis and its possible mechanisms.
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Figure 1. Molecular mechanism of ASGPR regulating glycoprotein endocytosis and degradation
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