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Renal ischemia reperfusion participates in renal injury

in diabetic mice through proapoptotic pathway
Han Qingling' Zheng Deyi® Li Weiren®’ et al
( 'School of Clinical Modicine Guizhou Medical University Guiyang 550004;

*Dept of Burn and Plastic Surgery Guizhou Provincial People’ s Hospital Guiyang 550002;
*Dept of Burn and Plastic Surgery The Affiliated Hospital of Guizhou Medical University Guiyang 550004)

Abstract Objective To explore the possible mechanism of renal ischemia—eperfusion ( I/R) aggravating diabetic
renal injury by detecting the expression changes of apoptosis related proteins in diabetic mice with renal 1/R. Meth—
ods Twenty eight healthy and clean male C57BL/6] mice were randomly divided into 4 groups: normal blood glu—
cose sham operation group ( Sham group) (n =6) diabetic sham operation group ( DM + Sham group) (n =6)
normal blood glucose operation group ( I/R group) (n =8) Diabetic operation group ( DM +1/R group) (n =8).

The model of type 1 diabetes was established by intraperitoneal injection of streptozotocin ( 55 mg/kg) for 5 consec—
utive days. After 4 weeks mouse model of renal ischemia reperfusion injury was established by clamping the bilat—
eral renal artery and vein for 30 minutes by non-invasive micro-arterial clip in opened laparotomy and then relea—
sing the artery clamp and reperfusion for 12 h. The renal function was detected by serum creatinine and urea nitro—
gen. The expression of Caspase3 Bel2 and Bax was assessed by Western blot methods. Results The fasting
blood glucose of diabetic mice was significantly higher than that of normal mice ( P <0.05) while the fasting body
weight of diabetic mice was significantly lower than that of normoglycemic mice ( P <0.05) . The serum creatinine
and urea nitrogen in I/R group and DM + Sham group were higher than those in Sham group ( P <0. 05) . The ser—
um creatinine and urea nitrogen in DM + I/R group were significantly higher than those in I/R group and DM + 1/
R group ( P <0.05) . Compared with Sham group the expression of Bax and Caspase-3 protein increased in the 1/
R group and DM Sham group while the expression of Bel2 protein decreased ( P <0.05) . Compared with DM +

Sham group and I/R group the expression of Bax and Caspase-3 protein in renal tissue of DM + I/R group was sig-
nificantly increased ( P <0.05) and the expression of Bcl2 protein was significantly decreased ( P <0.05) .
Conclusion Renal ischemia—reperfusion injury resultes in increased expression of pro-apoptotic protein bax and
Caspase-3 in renal tissue of diabetic mice while decreases expression of anti-apoptotic protein Bel2. Renal 1/R
may aggravate diabetic kidney injury through pro-apoptotic pathway.
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