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Expression of caspase 3 in the rats with contrast-induced nephropathy

and the protective effect of kallidinogenase
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Abstract: Objective To investigate the expression of cysteine aspartate protease 3 ( caspase 3) in contrast-induced ne-
phropathy ( CIN) rats and the intervention effects of kallidinogenase for it. Methods Eighty-four Wistar rats were randomly
divided into 3 groups(n =24 each) ; Sham-operated group( group D) , contrast- induced nephropathy group ( group Z) , kal-
lidinogenase treated group( group Y). All the rats were prohibited to drink water for 24 hours but allowed to eat as usual be-
fore modeling. Indometacin( INDO) 10 mg/kg;nitro arginine-L methyl ester( L-NAME) 10 mg/kg;76% urografin 10 mg/kg
were given every fifteen minutes via tail vein injection to establish CIN rats model in group Z and group Y, meanwhile e-
quivalent volume of indometacin (INDO) 10 mg/kg;nitro arginine-L. methyl ester (L-NAME ) 10 mg/kg and normal saline
(NS) were administed in group D. At 3 days before modeling and the same day of modeling, kallidinogenase (15U + kg™' -
d ") was given by gavage in group Y, while equivalent volume of NS were given in the rats of group D and group Z. The rats
were sacrificed and blood samples were taken from abdominal aortas at 12-h,24-h,48-h,72-h after modeling , respectively.
The serum urea nitrogen( BUN) and serum creatinine ( SCr) were detected and kedney specimen were made to evaluate the
pathological change by HE staining. In situ terminal transferase labeling( TUNEL) method was used to detect the apoptosis
of renal cells. Immuno-histochemistry and Western-blot were used to measure the expression of caspase 3 in kidney. Results

Almost no expression of caspase 3 ,no pathological changes,and no cell apoptosis were observed in group D, while obvi-
ous pathological changes,cell apoptosis,and high expression of caspase 3 were found in group Z. The degree of pathological
change of the kidney in group Y was lighter compared with group Z,but more serious compared with group D. The apoptotic

index of renal cell and expression level of caspase 3 in group Y were significantly lower than those in group Z(all P <

DOI: 10. 13429/j. cnki. cjer. 2015. 08. 004



T E I RAFSE 2015 45 8 45 28 45 8 ] Chinese Journal of Clinical Research, August 2015, Vol. 28, No. 8 989

0.05) ,but higher than those in group D(P <0.05,P <0.01). Conclusions Cell apoptosis mediated by caspase 3 is in-

volved in the development of CIN rats. Kallidinogenase can alleviate the apoptosis of renal tubular cells by reducing the ex-

pression of caspase 3 and play a protective role in kidney.
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