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poxia group were significantly heavier than those in control group; the content of TNF-o and Leptin in intermittent

hypoxia was significantly higher than those in control group( P <0.01) and the content of TNF-o and Leptin was

significantly increased with the days of hypoxia; the expression of TLR4 and JNK at mRNA levels in intermittent hy—

poxia was significantly higher than those in control group( P <0.01) and the expression of TLR4 and JNK at mR-

NA levels was significantly increased with the days of hypoxia. Conclusion TLR4 JNK TNF-a Leptin may be in—

volved in the inflammatory response of chronic intermittent hypoxia in rats.
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Anti-apoptotic role of hydrogen sulfide on cardioprotection in diabetic rats
Jia Qiang' > Yang Rui’ Ma Shanfeng’ et al
(' Dept of Pathology Anhui Medical University Hefei 230032; > Dept of Physiology
Bengbu Medical College Bengbu 233030)

Abstract Objective
diabetic rats. Methods Thirty-two male SD rats were divided into four groups randomly: normal control group
( NC) diabetic group ( DM) NaHS + diabetic group ( NaHS + DM) and NaHS group ( NaHS) . Diabetic rat was

induced by injection of streptozotocin at 55 mg/kg intraperitoneally. After 8 weeks

To investigate the anti-apoptotic effect of hydrogen sulfide ( H,S) on its cardioprotection in

hearts were excised and per—
fused on Langendorff apparatus. Left ventricular hemodynamic parameters were measured. The ultrastructures of
myocardium were observed using electron microscopy and the activity of Caspase3 was analyzed by spectrophoto—
metric method. The expressions of Bel2 and Bax at mRNA level in the left anterior myocardium were detected u—

sing RT-PCR. Results
0.05) . However compared with NC group in diabetic rats left ventricular developed pressure ( LVDP)

There had no significant differences of all indexes between NC and NaHS groups( P >
maxi—
left ventricular end dias—
while the
ratio of Bel2 /Bax at mRNA level was decreased( P <0.01) . The degeneration of myocardiac myofibrillae and ede—

mal rise/fall rate of left ventricular pressure ( +dp/dt,,) were decreased ( P <0.01)
tolic pressure ( LVEDP) was increased ( P <0.01) . The activity of Caspase3 was increased( P <0. 01)
ma of mitochondria were shown in diabetic rats. Compared with DM group the hemodynamic parameters were re—
served and the injury of myocardiac myofibrillae and mitochondria was attentuated when the diabetic rats were trea—
ted with NaHS at 14 pmol/( kg * d) . Caspase3 activity was also decreased ( P <0.01) and the ratio of Bel2/
Bax at mRNA level was increased ( P <0.01) . Conclusion H,S can protect myocardium in diabetic rats may be
related to suppressing the happening of cell apoptosis.
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