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Effect of Jiangtang Xiaoke Granule on MAPK Signal Pathway in Myocardial Tissues of Experimental Diabetic Rats
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Abstract Objective:To explore the effect of Jiangtang Xiaoke granule (JTXKG) on pathological changes and MAPK signal path-
way in myocardial tissues of experimental diabetic rats. Methods: Diabetic rats were induced by high-fat diet and low dose strepto-
zotocin (30 mg. kg-1). JTXK granule 9 g/kg (based on crude herb equivalent) and pioglitazone 5 mg/kg (as a positive control
for comparison) were orally administrated to diabetic rats for 4 weeks. The ratio of heart weight to body weight and the pathological
changes of myocardial tissues were measured. In addition, the protein expression levels of MEK1/2, p38 MAPK, phosphate-p38
MAPK in myocardial tissues were detected. Results; JTXKG reduced the ratio of heart weight to body weight. Results of HE-stai-
ning showed that JTXKG improved pathological changes of myocardial tissues. Moreover, JTXKG significantly down-regulated pro-
tein levels of MEK1/2, p38 MAPK, phosphate-p38 MAPK in myocardial tissues of the diabetic rats. Conclusion: JTXKG could

protect the rats from diabetic cardiomyopathy by inhibiting the MAPK signal pathway in the myocardial tissues of diabetic rats.
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