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[ Abstract] Objective To detect the influence of exogenous hydrogen sulfide(H,S) on collagen
synthesis and expression of Bcl-2 and Bax in rats with hepatic fibrosis. Methods 80 SD rats were
randomly divided into four groups: a normal control group, a model control group, a low-dose sodium
hydrosulfide (NaHS, 14.4 pumol/kg) group and a high-dose NaHS (36.0 pumol/kg) group. After the
experiment, HE stain and Van Gieson stain were used to detect the degree of collagen synthesis and the
grade of liver fibrosis, TUNEL stain was used to detect the degree of liver cell apoptosis and
immunohistochemistry was used to detect the expression of Bcl-2 and Bax in liver tissue. Results Compared
with the model control group, the collagen synthesis decreased (P<<0.01), the degree of liver fibrosis
lessened (P<<0.01) and most of them were graded in [ or II, liver cell apoptosis reduced (P<<0.01), and
the expression of Bcl-2 and Bax decreased (P<<0.01) in the NaHS groups. In addition, there were also
statistical significance between high dose NaHS group and low dose NaHS group (P<<0.01 or P<<0.05).
What’s more, some of the results of 8th week were near normal. Conclusion Exogenous hydrogen
sulfide can effectively inhibit the development of experimental hepatic fibrosis by decreasing the collagen
synthesis, reducing the liver cell apoptosis and decreasing the expression of Bel-2 and Bax in a positive
dosage-dependent manner.
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