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Effect and mechanism of hydrogen sulfide on MIRI apoptosis in rat hearts
LI Gang,YANG Shuang-qiong
(Department of Cardiothoracic Surgery,the First Affiliated Hospital ,Chongqing Medical University)

[ Abstract]Objective: To investigate the effects of hydrogen sulfide postconditioning on myocardial apoptosis and hypoxia—inducible
factor-lalpha/vascular endothelial growth factor in a rat model of myocardial ischemia—reperfusion injury. Methods ;Sodium hydro—
sulfide was used as an exogenous donor of hydrogen sulfide.Twenty —four healthy male SD rats were randomly divided into three
groups ; sham—operation group, simple ischemia-~reperfusion group and hydrogen sulfide postconditioning group.The myocardial apopto—
sis index was detected with TUNEL.Hypoxia—inducible factor-1alpha/vascular endothelial growth factor mRNA were observed by RT-
PCR.In addition,the expression of hypoxia-inducible factor~lalpha/vascular endothelial growth factor proteins were measured by
Western blot. Results:The myocardial apoptosis index significantly decreased (P<0.01),and the mRNA and protein expression levels
of hypoxia—inducible factor—1lalpha(P<0.01,P<0.05,respectively) and vascular endothelial growth factor(all P<0.01) significantly in-
creased in the hydrogen sulfide postconditioning group compared with the simple ischemia—reperfusion group. Conclusion ; Hydrogen
sulfide postconditioning can promote the high expression of hypoxia—inducible factor—lalpha/vascular endothelial growth factor and
inhibit myocardial apoptosis induced by the myocardial ischemia—reperfusion injury.

[Key words Jhydrogen sulfide;myocardial ischemia-reperfusion injury;hypoxia—inducible factor—lalpha;vascular endothelial growth

factor; apoptosis

—H LISk, L WLk i - FEE 4545 (Myocardial ischemia—
reperfusion injury , MIRT) Bt 2 > ML & G BUBH 55 A B S Al
B, REZHYEBIERNE BN, LRGBS
SEENASRGMARAET, REBFELR OIS 0E
I BOIERMRGEEH SR LA, B30 IUEE
ERREY K CHORRE FAEOCERERIET %
ARG, HFBLR BN MIRL, JEEER , $ALE (Hydrogen sulfide,

EENR:F R981-), 5, A,
BRI # SRS,
BWEEE AR, F ,#4, Email ; yysqiang@163.com,

H,S) #1454k — E {b Bk (Carbon monoxide , CO) 5—E LA
(Nitric oxide,NO)/E IS 3 MSUMMES 4 F AR KA, HS
Xk M P VR 4R 45 (Ischemia~reperfusion injury, IR ).LAULEA
BRAPYER B ESHUR ZA0ABIRE , AR R
PR BLL AL IR AR BRST H,S fa Ab BT LA O YE 1= e &
#%5 % A F-1a (Hypoxia—inducible factor—1alpha, HIF-1a)/IfL
H W A F (Vascular endothelial growth factor, VEGF) #
B, — T WS fE AL IR0 IR B AT BEATLE



HEERKAZFIE 2011 ££4 36 %4 8 #7 ( Journal of Chongging Medical University 2011.Vol.36 No.8 }

— 933 —

1 #R5HA*®

1.1 £E3hih 5 XA

SEFRMENE: SD KR, AE (270 £ 30) g, SPF %, WHHE=F
BRSO ,ﬁﬁ%‘ﬁ’] (Sodium hydrosulfide, NaHS )
(Sigma A7, £ H ) ; %P B VEGF LIS  SPiF HIF-
la ZFEEDA (Santa Cruz A F}, EH ) ;/DRIT B-actin BT
KBTI HRP AR L 50/ NI % TgG DAB A& (b
W H A2/ F] ) ; TUNEL 40 B TR W3R & (Roche 24 F] ) 5
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B alir=
12 Fik
121 MAS5AZFE: SD KR 24 REghlah 3 4,84
8 H, Sham 4. =R BIBKATRE ST T HLR  (BARGEFL, REEEM
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ZE 1 ml JFREREES,
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NBTHUE, BRUAHFTFRETELRES, THEIL4KE
BRI AR BB B 24 2 mm B4 O, P BRI ALEY
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A DNA Taq 25 pl,HIF-1a M T #S1H#% 2 pl,cDNA
HEAR 2wl KK 19 pl, RS 94°CAEE 30 5,58°CiR K
30 s,72°CHESd 1 min, 3 30 MEIF, VEGF B NA RS
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HIF-1a IE ¥ :cagacagagcaggaaagagagtc 247 60.2
JR X :ccaagasagegacatagtaggg 58.1

VEGF  IE X.: cactggacecctggctttactg 330 59.8
XX : ctetectatgtgetggetttg 57.8

B-actin IEX: cctgaagtaccceattgaacac 562 58.1
R X : cteattgecgatagtgatgace 58.1
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KNS, RS A E H X RIX B X E A & & =HIF-
1o 5 VEGF i IOD/H % B-actin 9 10D x 100%,
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MR N B ETRR I RN RS, 5 HIF-18 &80 F
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SE RN VEGF RYFHE LR S5 58 Y i & 5 A Fill 52 1
PR TR ST VR T 78 AN B T A2 Bk I 4B 46 I AR RO B TR I ]
B ik i XISAY i AR AR T BATEMG A — KR, EH T
3 UE SO -7 0 LR S0 BT, MLk — 8 T 3 HIF-
lo BZRIA, FETT T HesR 2 R 2Rk 180 , AT R 4.0 WUR
PER,

HHH TR EMOMERRELE | KB,
FLFEC VAR S8 LA A A B I 8 N B A IR SR R A R T
R, XEARASMHIEETFHES TS E T OmEER
A BREE R . Fliss IR ZHY, ARAT- A EEENRK
B S, FTRE R FE R Rm L P B — AN BB R
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WAL, FATE I Sham 4.0 ILHL AT 5K, IR 4
L AT %% Sham 288 B F+ 55 (P<0.01), #71 IR BE{E#E
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B B L 1R HS FACHIRE B E R IR 5.0 A
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0.01;r=-0.957,P<0.01), X1 R HIF-1a/VEGF B E &A1
B S 3O LA B O, T8 4% MIRI,
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Anticancer effect of realgar on human hepatocarcinoma cell line BEL-7402
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(1. Nursing Experimental Teaching Center of Nursing College ;2. Department of Pharmacology , Pharmaceutical
College , Guilin Medical College)
[ Abstract ]Objecti’ve;To investigate anticancer effect of realgar on human hepatocarcinoma cell line BEL-7402 in vitro. Methods
MTS assay and colony formation assay were used to elucidate the antiproliferative effect of realgar on BEL~7402 cells.PI/Hoech—

est33258 double dying and flow cytometer were carried out for cell apoptosis detection.Intercellular calcium concentration and

mitochondrial membrane potential were detected using spectrofluorophotometer. Results : Realgar inhibited cell growth and colony
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