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1 CSE Hyp (n=8 x%s)
(s) ()
(mg/kg)
Sham CSE*/+ - 24.4£7.0 182.4 +38.2 1.1+0.6 1.2+0.5
CSE /- - 29.1£8.9 175.2 +36.9 1.0+0.5 1.1+0.4
Model CSE*/+ - 40.8 £9.5** 107.6 +47.4** 2.9+0.8%* 2.1+0.6%%
CSE /- - 56.6 £11.8* *# 61.4 £28.7% %" 4.0 1. 1%*# 3.5+0.5%*#
Hyp CSE*/+ 25 40.2 9.9 114.9 +57.6 2.8+1.6 1.8+0.9
CSE-'- 25 50.6 £20.5 64.9 £28.4 3.5%1.2 3.2£1.0
Hyp CSE*/+ 50 31.1+7.1* 126.1 +63.7 1.9 +0.9* 1.6 +0.8
CSE /- 50 46.6 £16.5 68.5 £28.7 3.2+1.3 3.0+0.8
Hyp CSE*/* 100 26.2 +12.4% 165.8 +51.5% 1.4+0.8% 1.2 +0.5*
CSE-'- 100 45.5 £14.9 72.6 £24.0 3.0+1.2 2.9+0.9
CSE */* Sham CSE =/~ Sham S **P<0.01;  CGSE*'* Model *P<0.05 #*P<0.01
2 CSE Hyp (n=8 x+s)
(mg/kg) () (%) (%)
Sham CSE*/+ — 2.88 £0.64 38.74 +5.62 37.60 +4.13
CSE /- — 2.62+0.52 38.53 +5.29 37.26 +5.09
Model CSE*/+ — 1.75 £0.46** 25.32 +£5.14** 26.50 +3.81**
CSE /- — 1.00 £0.53**# 15.31 4. 16* *# 16.12 +£5.26* *#
Hyp CSE*/+ 25 1.88 +0.64 26.19 +4.78 26.48 +4.48
CSE /- 25 1.12 +0.35 16.06 +3.89 17.73 +4.79
Hyp CSE*/+ 50 2.50 £0.53% 32.27 £5.33% 33.02 £4.97%
CSE /- 50 1.25 +0.46 17.65 +5.46 17.64 +4.96
Hyp CSE*/+ 100 2.62 £0.52" 35.22 +5.65™ 36.48 +4.43"
CSE /- 100 1.38 +0.52 19.22 +5.09 18.06 +4.33
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of NaHS in ischemia brain injury involves the PARP/AIF pathway

The H, S mechanism of Hyp against cerebral

ischemia reperfusion injury in mice
Gao Shanshan' Chen Shuo® Chen Zhiwu'
('Dept of Pharmacology *Dept of Physiology Anhui Medical University Hefei 230032)

Abstract Objective To observe the effect of hydrogen sulfide( H,S) in the protective action of hyperin( Hyp) on
cerebral ischemia/reperfusion injury in mice. Methods Cerebral ischemia/reperfusion models were established in
cystathionine y-yase( CSE a generating enzyme of H,S) -knockout( CSE ™' ) and wide-type( CSE ") mice. The
abilities of learning and memory in mice were detected by the step down test and Morris water maze test. The activi—
ties of lactate dehydrogenase( LDH) and the contents of malondialdehyde( MDA) in brain tissue were measured.

Results  After cerebral ischemia/reperfusion the impairments of learning and memory abilities in mice reductions
of LDH activities and elevations of MDA contents in brain tissue were more obvious in CSE ™'~ mice than that in
CSE*'" mice. Impairments of learning and memory abilities reductions of LDH activities and elevations of MDA
contents were markedly inhibited by Hyp(50 100 mg/kg) in CSE*'* mice rather than that in CSE ™'~ mice. Con—
clusion Cerebral ischemia/reperfusion injury is aggravated in the absence of endogenous H,S. CSE-H,S pathway
is involved in the protective effect of Hyp on cerebral ischemia/reperfusion injuries in mice.

Key words hyperin; hydrogen sulfide; knockout; cerebral ischemia/reperfusion injuries



