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[ ABSTRACT ]

tributes to plaque stabilization and reduces the risk of related cardiovascular events.

Angiogenesis is a key link in the development of atherosclerotic plaques.

Inhibiting angiogenesis con-

Apolipoprotein Al binding protein

(A1BP), an important secretory protein, has been shown in a growing body of research to play a significant role in the reg-

ulation of angiogenesis.

This article aims to elucidate the mechanisms of action of A1BP on angiogenesis and cardiovascu-

lar diseases, thereby providing new perspectives for the clinical treatment of cardiovascular diseases.
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lipoprotein, HDL) [ A}, Ho il i 5 2 5 25 1 Al
(apolipoprotein A1, ApoAl) £ &, I 45 JIH [ B A€ i
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binding cassette transporter Al, ABCA1) f&—Ff 8 %L
R L[ P i 2 1 A A LT e 5 5 e i
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( mammalian target of rapamycin, mTOR) == E IR
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PR HPLEE R AR N 5 3 ( protein kinase R-like en-
doplasmic reticulum kinase , PERK ) F1%% 5% J# 7% K 1
6 (activating transcription factor 6, ATF6 ) {5 5 i i,
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X-box binding protein 1,XBP-1S)  ATF4 Yy EZSan:1]
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IRE1 o A LA it HOE PR 0E co-Jun SR il
fif# ( c-Jun N-terminal kinase , JNK) 5% «B #JIill Hl T~ 3%
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WA A 7, HoAr 51 ARHGEF2/ 4 [ % 1 (endo-
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Figure 1. Regulatory mechanisms of A1BP on angiogenesis
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