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)k TGF-B1 fa M £ AL, Western blot & # ) NF-kB, TGF-81 % & #) FEHER, R T:4% Ty 4
KA 24 h AREQKTFHGET WA, Ty BRR 24 h KREGRFKT Tz 4, 2 F A% FEL(P<0.05),
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Effects of GSK-3p inhibitor on renal histopathology , NF-kB and TGF-f1 in diabetic nephropathy rats
WANG Xuemei ,\CHEN Haiqing
Department of Quality Management Control ,No. 981 Hospital of the PLA,
Chengde s Hebei 067000,China

Abstract: Objective To investigate the effects of glycogen synthase kinase-3 beta(GSK-33) inhibitor on
renal histopathology,nuclear factor Kappa B(NF-kB) and transforming growth factor-f1 (TGF-1)in diabetic
nephropathy rats. Methods Thirty-six Sprague-Dawley rats were randomly divided into Tz group (diabetic
nephropathy model) , Ty group (GSK-3f inhibitor intervention), Wt group (normal rats). The 24 h urinary
protein levels of the 3 groups were observed and compared. The structural changes of renal tissues were ob-
served by hematoxylin-eosin ( HE) staining. The mRNA expression level of NF-kB was detected by RT-
qPCR., the positive expression of TGF-81 was detected by immunohistochemistry,and the protein expression
level of NF-kB and TGF-1 were detected by Western blot. Results The 24 h urinary protein level of rats in
Tz group and Ty group was significantly higher than that of Wt group,and the 24 h urinary protein level of Ty
group was lower than that of Tz group,with statistically significant differences (P<C0. 05). The cell structure
and morphology of the kidney tissue of the Wt group were relatively intact,and no hyperplastic or hypertroph-
ic cells were observed. In the Tz group,the growth of glomerular and mesangial matrix was abnormal,and the
capillary lumen and renal tubule were depressed and obstructed,accompanied by edema interstitium. The de-
gree of glomerular and tubular lesions in the Ty group was significantly better than that in the Tz group.
Compared with the Wt group,the levels of NF-kB and TGF-B1 in the Tz group and Ty group were significant-
ly increased,and the expression of NF-kB and TGF-81 in the Ty group was lower than that in the Tz group,
with statistically significant differences (P<C0. 05). Immunohistochemical test results showed that the positive
expression of TGF-1 in Tz group was the highest, the positive expression of TGF-81 in Wt group was the
lowest,and the positive expression of TGF-1 in Ty group was significantly lower than that in Tz group, but
higher than that in Wt group,and the differences were statistically significant (P<C0. 05). NF-«B and TGF-31
protein expression levels in the Tz group and the Ty group were significantly higher than those in the Wt

group,while those in the Ty group were significantly lower than those in the Tz group,with statistically sig-
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nificant differences (P<C0. 05). Conclusion GSK-38 inhibitor can alleviate the degree of renal injury in diabet-

ic nephropathy rats,and reduce the expression of NF-kB and TGF-81 in renal tissue.
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