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Effect of Ulinastatin on p38 MAPK Signaling Pathway in Diaphragmatic Muscle of Rats with Sepsis
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Abstract: Objective
Methods

To study the effect of ulinastatin on p38 MAPK signaling pathway in diaphragmatic muscle of rats with sepsis.
Totally 60 SPF adult male Sprague — Dawley rats were selected and randomly divided into group A, group B and group C, 20
cases in each group. Group A was sham operation group, group B was sepsis group, and group C was ulinastatin treatment group. After
anaesthesia, the abdomens of rats in group A were cut from the median line, and then the wound was sutured, the rat models of sepsis
were established by cecal ligation puncture(CLP) model in group B, and the rats in group C were treated with ulinastatin immediately
after operation. The rats in the 3 groups were executed within 16 h after operation. The contractility of the diaphragmatic muscle strips
was observed, the apoptosis rate of diaphragm myocytes and the expression level of p38 MAPK protein were detected. Results Compared
with group A, the contractility of diaphragmatic muscle strips was significantly decreased, while the apoptosis rate of diaphragm myocytes
and the expression level of p38 MAPK protein in the right diaphragm were significantly increased in group B( P < 0.05). The contrac-
tility of left diaphragmatic muscle strips, the apoptosis rate and the expression level of p38 MAPK protein in group C were significantly
restored, and the difference was statistically significant( P < 0.05). Conclusion Ulinastatin can effectively inhibit the expression of p38
MAPK signaling pathway in sepsis diaphragm, reduce the apoptosis rate of diaphragm myocytes and the damage of diaphragm caused by
sepsis.
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