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Effect of mitochondrial targeted therapy in protective of mild hydronephrosis
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Abstract: Objective To investigate renal protective effects of mitochondrial permeability hole inhibitor in
treatment of renal based on rabbit models experiencing different degrees of hydronephrosis. Methods A total
of 24 rabbits underwent a surgical procedure inducing mild hydronephrosis. Then the rabbits were randomly
allocated into 4 subgroups (M1 group, M2 group, M1’ group,M2' group) and 6 rabbits in each group. By B ul-
trasonic examination,the rabbits were all insured the success of the molding. And M1" group and M2 group
were given Cyclosporin A (CsA) for one week,once a day. After one week, M1 group and M1’ group was per-
fused with 60 mm Hg fluid,and M2 group and M2’ group was perfused with 100 mm Hg fluid. Kidney patho-
logical changes were examined by HE staining. Immunohistochemistry and Western blot were used to detect
the expression of Cytochrome C (CytC) and apoptosis-inducing factor (AIF),and JC-1 staining was used to
detect the mitochondrial membrane potential (MMP). Results Paller score of M1' group (15.042.3) was
significantly lower than that of M1 group (26.0+4., 2) (P<C0.05). And the Paller score of M2' group (18. 0+
3.2) was significantly lower than that of M2 group (37.0%3.1) (P<C0.05). The expression of CytC and AIF
of M1" group and M2' group were significantly lower than that of M1 group and M2 group (P<C0.05). MMP
of M1' group and M2' group were significantly higher than that of M1 group and M2 group (P<C0.05). Con-
clusion By mitochondrial targeted therapy,CsA could inhibit apoptosis, thus,it could alleviate the hydrone-
phrosis.
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