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SMC A 53 338 LOX-1, {02 HAe+ LOX-1 2/ 55
Vo LU Y R 4 I 4 TR AT A o ik — 25 R AT o
3.3 LOX-1 3t AS BRI EMEM RN
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BB o A LOX-1 3k (19 J A1 245 ) 30 4 56 V0 $H 25 45 58 i
BRI R AR SR % B SR Y BT R DT
MR R R E MR TILA R R A TR
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R 2E 1 I 730 - R S I SRR A ) . 7 2 HLAth Y SR Y R
1 RE 52 2 I 4 M ) 3 s A5 sk 2 11 K g 33
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G I 39 R A3 SLOX-1 ¥ . Kume 257 prif 45 i, %
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6 RE
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A IIRESC IR SEFE A TG 2 254 AS {5 5 i i, HLE
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MG B 1o BIF ST T A% LOX-1 235 DL )z LOX-1 5
oxLDLAS G AT RS R I 25 PR IO BT AS 253677 1Y
BRI T35, sLOX-1 AN B 5 A U5 #1132 W 2l ik
AP O LA 1 — SR B ML A S PR, LOX-1
A AS BEFRI L UMK & A0 g5 i 7 4 T A

A& E B AR B | R E BRI R R 2 2T BT E K 2
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Progress in lectin-like oxidized LDL receptor-1 as a novel
therapeutic target in atherosclerotic
cardiovascular diseases

XU Suo-wen, LIU Pei-qging
( Department of Pharmacology and Toxicology, School of Pharmaceutical Sciences ,
Sun Yat-sen University, Guangzhou 510006, China)

Abstract; Lectin-like oxidized LDL receptor-1 ( LOX-1) , a newly identified vascular receptor for oxLDL., be-
longs to E-class scavenger receptor which is involved in the binding, internalization and degradation of oxLDL.

LOX-1 also mediates several central events in atherosclerosis: endothelial dysfunction, the apoptosis of smooth mus-
cle cells, macrophage-derived foam cell formation, inflammation and plaque rupture. Taken together, LOX-1 par-
ticipates in each phases of the development of atherosclerosis and thus could be a potential therapeutic target for the
management of atherosclerosis. Recently, soluble LOX-1 has been a useful diagnostic biomarker in atherosclerosis-
related cardiovascular disorders. This paper reviews the regulation of LOX-1 and the crucial role of LOX-1 in the
development of atherogenesis.
Key words: lectin-like oxidized LDL receptor-1; oxidized LDL; atherosclerosis
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