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Abstract: Coronary heart disease is the leading cause of death worldwide and is the result of a combined effect of multiple risk fac-
tors. Serotonin plays an important role in the development of depression, and thrombosis due to platelet aggregation. Many studies have re-

ported on the association between the serotonin transporter gene-linked polymorphic region and coronary heart disease. Here is a review about
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the previous studies related to this topic.
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Abstract ;

Dyslipidemia can increase the risk of cardiovascular disease, and lowering lipids may reduce the development of atheroscle-

rosis and its complications. Statins can reduce low density lipoprotein, however, many patients with cardiovascular events still occur with ca-

ses of low density lipoprotein. Apolipoprotein C-IlI has a direct role in causing atherosclerosis,

and it can prove the release of inflammatory

factors. Also, it is an independent risk factor for cardiovascular disease. Thus apolipoprotein C-1II inhibitors provide new interventions for

the treatment of cardiovascular diseases.

Key words

e 45 %2 975 ( cardiovascular disease, CVD) H 35

FER AR, AR 7 2 F HE ) CVD fa i R 2
— K Z E I8 19 (low density lipoprotein, LDL) #%
ISINH I B IRk FERE AL i L R, 2T 9T R

YEZ B M3 (1989—) , BRI, Bl - 7E i, EENTF W

apolipoprotein C-1II ;lipid regulation ; cardiovascular disease

Wb TT 2825 W 9 N A8 > LDL AT R#AR CVD A9 %
AN AN Y £ B E e LDL IR 0 B R & R
CVD™ BRI A C- A 1 B 5 B0l Wkl B R Ak 14
YEHT, St A IR 5 A6 M B~ A, BOlR s C-TTY)

U9 5 LG A I RFST . Email ; randan89 @ sina. com



