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(Abstract] Objective To observe effects of a prescription for strengthening Qi and promoting blood —Jiawei Danshen
Decoction (JWDS) on serum contents of H,S synthetaselcystathionine -y -lyase (CSE), creatine kinase isoenzyme (CK) and
lactate dehydrogenase (LDH), myocardial tissue ultrastructure, and CSE mRNA expression in myocardial tissue of model rats
with myocardial ischemia reperfusion injury (MIRI), so as to explore the mechanism of JWDS in treating MIRI through synthesis

pathway of endogenous H,S. Methods Rats in medication group were given medicine 6.19 g/kg-d) for 14 d, and 2 h after the
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last medication, the MIRI model was replicated by ligation of left anterior descending coronary artery/reperfusion method.
Ultrastructural changes of myocardial tissue were observed by HE staining. The contents of serum CK, LDH and CSE were detected
by ELISA method. The expression of CSE protein in myocardial tissue was detected by Western-blot. The expression of CSE mRNA
in myocardial tissue was detected by Real-time PCR. Results JWDS significantly improved pathological changes of myocardial
tissue in model rats with MIRI, decreased serum LDH and CK contents (P<0.01), increased CSE content (P<0.01), and up-regulated
CSE and mRNA expression in myocardial tissue (P<0.05, P<0.01). PPG significantly decreased serum CSE content in rats of the
JWDS group (P<0.01), and down-regulated CSE mRNA expression in myocardial tissue (P<0.01). Conclusion JWDS demonstrates
significant protective effect on myocardial injury in experimental MIRI model rats, which is associated with promoting endogenous

H,S generation to protect myocardial cell structure, inhibit CK and LDH leakage, and up-regulate CSE protein and mRNA

expression in myocardial tissue.
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