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[ ABSTRACT ]

ter nitric oxide (NO) and carbon monoxide (CO).

Hydrogen Sulfide;

cular endothelium and inhibiting vascular smooth muscle cell proliferation and foam cell formation.

of H,8 is achieved through the mechanisms such as anti-inflammation, against oxidative stress.

Atherosclerosis ;

Vascular Smooth Muscle Cell;  Endothelial Cell;

Hydrogen sulfide (H,S) is the new gasotransmitter to regulate the function of cardiovascular system af-

H,S can hinder the development of atherosclerosis by protecting vas-

This protective effect

Therefore, hydrogen sul-

fide is expected as a promising therapeutic target for atherosclerosis.
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Figure 1. Synthesis and metabolism of H,S
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% % M ¥4 B ( mitogen-activated protein  kinase,
MAPK) LA S K g 3838, 772 H2 T A2 7E P B 200 B 43 58
AR R . 78 RF/6A P4 K 40 H, NaHS
P B 5 B WLEE 3 3 ( phosphatidylinositol 3 ki-
nase, PI3K ) /2 F 4 & B ( protein kinase B, PKB/
Akt) 15 F &5, R IR G F 1 IS TS i, Akt
Je— 22 MR- IR B EE VO, 7 I AR AP T
HESAO, B PBK G FIFRIET T H,S fig
U875 % Ak B AL AR A2 A8 A Ve T, X — AR
Al PI3K/ Akt #1177 1Y294002 FHIBr, Papapetro-
poulos ZE IR KB, H,S REIE 4 ML AME 5 98 3 1%
fif} ( extracellular signal-regulated kinase , ERK) I p38
fE e AR K P9 K2 48 il ( human umbilical vein endo-
thelial cell, HUVEC) 3§58 , il IR0 244% 51 A IR REAS
BELIET H,S S1EL Y p38 i MR 16 1T A B 40 i 38 51 5 K
W IE DL i ) MAPK {5 538 [t 7 1 7 A Al
HOR AR T PR

H,S X A B A P A 2%, HABBL IR i (0 4
PR fiE s U /15 M & (reactive oxygen species,
ROS) H IR, 5 — LA (nitric oxide,NO) it
[V, fEE P K i L b NO ) RE T, &7 51 o LA
RN B RHA B, Bz NIRTERY H,S 2%
BN B DI RERE RS , IR Sh KA RERE AL 0 K R

3 H,S 8B E S I E T 78 AL 4H AR T A0
i 1 & T % AL 20 B 35 5E

1158 S35 LA I ( vascular smooth muscle cell,
VSMC.) (R34 58 F1AE 7% J2 20 Jikooks B A 1k i A i) o 2
ML, ko AERE AL RS, VSMC 7E 1% £ R & B 1E H
T, HICHE B Ak Sy oy A Y G 0 22 Tl 240 i P A
AR, WA A B2 AR K (vascular endothelial
growth factor, VEGF) Bl 4 1l £F 4k 41 g A= 1 X7 A0
Ak K I F B (transforming growth factor-B, TGF-
B) ;s Hrh VEGF RESE N ifn A5 38 125 P4 A 41 i 33 He 1
LT 8, 5 50400 M 26t B o 38 22, 41 30E 98 1Pk 40
X L AE7BE R R B , S T o e Sl JDk ok R AR A

RN S AR P S8 H R BT, H,S 2R A 1Y
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FIIETE TR 22 25T NaHS J5 4 B Z W vSMC
HHETEFIERS s VR ik — 4878 T CSE/H,S B/
NS A 535 R B1 FIFE T 4 )8 & H B 2 (matrix
metalloproteinase-2 , MMP-2 ) J& /D 41 3¢, L4k, 7E 8)
ko R R Ak R RS AL op | LT HLS MR il A
I, 25 7 AN R EE H,S I, 3l Kok R Ak s
Z B X —AVE A A s i VEGF b
155 45 405 52 By L) o Yang L0 o 3 H,S AN
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AN AR B IR 25 1 321K (low density lipoprotein recep-
tor, LDLR) 23k, 45 T =i BRI B 19 LDLR =~ /NEUkb 78
NaSH J& LA 25 LA Bl . UiB H,S el i 13
JFFHEZHZY LDLR FRIKFEAR LDL 7K PR K 4450 o fig
IMLAE A 98 55 7E >, BAE Zhang %2 BF 58, &
NaHS B PN 56 H & B4 ( propargyl glycine, PPG ) 4b P
ApoE RR B, AR B K- A B R X, Hh X
PP SR, AT RETE T 5 B AR TS TR BN IR TR H,S 78
ShkokERE AL & b 9 E T i BLAESh W Si g PPG
WABESE 2 AIH] CSE AYGHE,

ox-LDL B 1755 W 4t o 2 46 s 60 VR 4 i, 2
#E VSMC 1558 . H,S W a] 4] B w20 i 5 46 i oK
Y, Zhao %5 BT A& N, ox-LDL kb B = W5 41 fifg
AR BE AR, ] NaHS 1 7)) PPG 4bBH 2t — 20
TNEE AR R AL, F NaHS AbBE A8 & A A, H
T 18 R A2 I REAR #2878 H,S 250045 g 20 Jfd
ar B, 400 ) e 4 5% X ox-LDL AT R A2 3 4o
K,p/ERK1/2 3812 SEELAY . H,S A& —Fhiis i i 51
AT LA 36 PR SEURON, A 4B B 1 ( superoxide ani-
on, 0, ) it & fk & (hydrogen peroxide, H,0, ) ,
Jeney ZPIHESE & B, H,S BE A% 10 i A% 25 5 &
AR L R iR S A TR B, XTHT ox-LDL
Fl A A S A P B A #EE

1M H,S 4l LDL A 480 A0 R0 H [ B 58 A 7l e
SR 3k BB A3 B ARG 2R v Y A A R R B, 5 =
BRI F 135, M TR H AR M
EAIE7Rmi]n Y R T e VAR

5 H,S Rk EREL B ERLE

5.1 H,S BImA

IR FERE AL = — B RAE T, RZ R
SE AN AN R AE AN AR 2 5 b, H,S BES ] 40 i
FEBANE | 1A% ¥ kB (nuclear factor-kappa B,
NF-«kB) B9 1k, WD b Jei SR AE A F o (tumor necrosis
factor-a, TNF-a ) 1 1 4 S £ 2 1 (interleukin-1, IL-
1) 77 A AR 20 0T 1A B %) 285 R, 3 T & 4 40 %
BN

H, S X SR AE Y 52 il 2 52 2 1), AN SR 5 ke B2 1Y)
Ak, b5 H,S BAE GRS, IR (100 ~ 500
pmol/L) [ NaHS £ Eht R M 40 i K 75 g
T e HE JEE (500 ~ 1000 pmol/L) 9 NaHS £ 5 8{ %
PEANMI N & L I, BAR H,S eS80 b HA e
RAPUR BBERON B2 H AT T 3 Ik sk A Ak

AR FE AR 3 H,S BT RAVEM . Whiteman 457
FERIE  H,S MYHE 5 FIHT A B0 #B 2 F T B 20 (1i-
popolysaccharide , LPS ) 1755 F Wi 41 g 2 14 P A,
Zanardo %[zgjﬁﬁ%ﬁﬂﬂ,ﬁﬁﬁﬂ%u CSE E@%‘%ﬁ,@&h
NEPE H,S 195306, 25 B0 40 M R RE =9, 2E
WK, 25T H,S HE4K NaHS FIHR L 44 (sodium
sulfide ,Na,S) W 7 4= #H 5z A4 FH , 33 B 52 AR I ST
B K 100 T BELT SR A 51 AS IR0 5% | £ H,S IR
YEFIRTBE 5 K 8 AH G, EAh, HyS /] LI il
NF-«B {5530 F 0 35005 , V811 40 i R 7 Ak IR 7
PEAEBLRIER™ . NF-kB 2— MR TEAR
AR FEAE AL ) K R R RIEM, 52 5
RAE A5 B BLINVF 2 57 F-4852 NF-«B IR ¥, £
$5 . TNF-o IL-1B IL-2 \IL-6 IL-8 IL-12 if5 S A —4
CEGHE A 2 Bl BB AR V%
PR 45, A 0 5% 2 W1 76 IR v 40 B v, H,S i
PI3K/Akt-NF-kB {55 8 % 5 2 TNF-o | IL-1B 553
KRR
5.2 H,S IEMLHIER

A B0 Ik ok A B Ak 1 % R s R v 40 i
HNEEMO, AN R A AR P
F4n ROS F17% 4 & ( reactive nitrogen species, RNS)
H Hﬂ%}_ﬁ:ﬁiﬂg;ROS 2k 0, FH EB%( hydroxyl
radical,OH) Fll H,0, 5, 4754 500 7 A R4 fa 4t
SAALRE ) 38 O 2P A B R B T A
T, FECA AL SRS A AR 2 1 4E Y B2 T g
e Ak IV 0 T, S T UL 20 B ) PN REE )22 3B S, 8
G FARIRIE I BRI AL R A T A

i JUEL [T S 00 ) B4 0 5 - JUL A48 L A o 2
7= ROS, JE R ox-LDL, H,S BE#SIHBR H,0, 51
(9 LDL &AL MM, 1M ox-LDL T R . 76 B
ML LA B, NaHS 1T LR Fh R 20 2 bk 4=
BRI H,0, AR BeAb, e A Bk 9 Rz 4
L, 45T AMIRE H,S BE3E o 1 i 2 R4 S AL ( xan-
thine oxidase , X0) &/l H,0, /K #F5 £
FANEPEAR I 19 H,S(10 ~ 100 wmol/L) BEFAEHT
SAALIETY | Mugaffar 5575 BfF 58 & B, 76
LA, 25 7 —Fh 3 AR R A2 19 U46619 23358
0, " FERIK, M 45T NaHS W36 0, - BB B, 1
FHINH H,S BYXFhFH 1 O, ~ b I8 30 il /5 F 2 3%
TG T IR AR AT S U, 1 IS TR 1L AR
At e Ho % B I 1 Racl, 99— J7 I, i He B 1)
NaHS( >200 pmol/L) 68175 F H H 3& A & AL 7 1 2E
B, XSERBUARZE R H,S 47 RE JIBH 1L ROS Ay AE Kl
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Figure 2. Protective effects of H,S against atherosclerosis
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