304

ISSN 1007-3949 Chin J Arterioscler, Vol. 31 ,No. 4,2023

ASCBIH . WAE, IMP, & B, SIERGESSTFS5shikEaEmE )], B Esh k2%, 2023, 31(4) . 304-311.

DOI; 10.20039/j. cnki. 1007-3949.2023. 04. 004.

- AN SRR EEL T

[XEHS] 1007-3949(2023)31-04-0304-08

RG-Sl lkok FERE 1k

BRI, BMhE, = B
CGLH B ERBLEFWRAH P GREFKRFE THEEETT 211166)

[ E]

ARBE S TRA—EAANSTREAD THOF AR 5500 R0 5 EM R T AR LR R

BRI NIRRT 4TI, ARG T o T RELR $H AR RIS L4 A LA — ARMRKE, LF
FEERE —BAR  — BB I B R =AY AT T 5T SRR ALRAL T 694 R B F L),

[RBBIW] AWREFTHT; FARBIFRL;
[HE4 5] R5;R363

Gasotransmitters and atherosclerosis
XIE Liping, SUN Zhongxu, JI Yong

— AR

—B M, BALA
[ XEtFRIRAG] A

( Collaborative Innovation Center for Cardiovascular Disease Translational Medicine & Nanjing Medical University, Nanjing,

Jiangsu 211166, China)
[ ABSTRACT]

which can freely permeable to biological membranes of cells.
not exclusively rely on membrane receptors or other transporters.

diversity of mechanisms, and researches of them have always been hotspots in the cardiovascular field.

Gasotransmitters are a class of endogenous signal transduction molecules with low-molecular weight,

As such, their intercellular and intracellular movements do

Gasotransmitters have multiple molecular effects with a

This review will

introduce the research progressions of gasotransmitters in atherosclerosis, with emphasis on nitric oxide, carbon monoxide

and hydrogen sulfide.
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it (endothelial NOS, eNOS) | i 22 R — S Ak & 15 il
(neuronal NOS,nNOS) F1i% 5 — F AL A & ¥ (in-
ducible NOS,iNOS) , It Ab, SV fF R £ | S-F. fif 5 Bl
P45 NO A7 A= W) i Wi A o Pl i ok R & AR 7 A NO
1.2 —84E5mnE R KA

LA A B 40 g Aok s 5 i A5 14 B0 T2 o ~F- 200
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i, CORM-2 5 HO-1 5 5 57 AT 3 2o 38 o 45 32
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Figure 1. The effect and mechanism of carbon monoxide on the function of endothelial cells, VSMC and macrophages
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Figure 2. The effect and mechanism diagram of hydrogen sulfide on the function of endothelial cells, VSMC and macrophages
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