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Effects of hydrogen sulfide on myocardial fibrosis and the expression of MMP-2/TIMP-2 in diabetic rats”
Li Fang ,Wu Zhiziong ,Luo Jian ,Xiao Ting ,Zeng Ou ,Zhang Jingjing ,Yang Jun®
(Department of Cardiology sthe First Af filiated Hospital of South China University , Hengyang, Hunan 421001, China)

[Abstract] Objective To explore the effects of hydrogen sulfide(H,S) on the expression of MMP-2, TIMP-2 and myocardial
fibrosis in diabetic rats. Methods Totally 40 SD rats were randomly divided into four groups(n=10) : control group, diabetes group
(STZ group) , hydrogen sulfide treatment group (STZ-+ H,S group) and normal rats treating with hydrogen sulfide group(H,S
group). Diabetes was induced in rats by intraperitoneal injection of streptozotocin(STZ). The pathological morphological changes in
myocardial fiber were analyzed by HE staining. The expression levels of matrix metalloproteinase 2(MMP-2), tissue inhibitor of
metalloproteinase 2( TIMP-2) and collagen [l were analyzed by Western blotting. Results Compared with control group, collagen
accumulation and cardiac fibrosis were observed in diabetic rats’ myocardium, the expression levels of collagen [l and TIMP-2 sig-
nificantly increased(P<C0. 05) , while the level of MMP-2 decreased(P<C0. 05) ,and the ratio of MMP-2 over TIMP-2 decreased in
STZ group. Compared with STZ group, TIMP-2 and collagen [l significantly decreased in STZ+ H,S group(P<C0. 05) , the expres-
sion of MMP-2 significantly increased (P<C0.05),the ratio of MMP-2/TIMP-2 significantly increased. Conclusion H;S could at-
tenuate myocardial fibrosis in diabetic rats,and its mechanism might be related with down-regulation of TIMP-2 and up-regulation
of MMP-2.

[Key words] hydrogen sulfide; matrix metalloproteinase 2;diabetes mellitus;myocardial fibrosis
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