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UACR(mg/g) UNER(ng/g) UTGR(mg/g)  SCr(pmol/L) BG (mmol/L) HbAlc(%) 10D, i 10D ¢y,
NC 35.05 £6.75 97.00 £10.39 0.61 £0.48 55.10 £8.04 4.00+0.77 3.80 £0.57 58.74 £7.82 9.94 +4.51
DM 138.51+18.87" 683.25 +8.74 2.57+0.74"  106.50 £16.20" 21.76 +1.57"  11.07 £1.55" 16.00£5.50"  89.90 +15.05"
DRI 107.53+18.36"*  414.94:10.51"*  1.21£0.34"% 93.18£13.06" 22.26+2.02"  10.55+1.24"  35.52+7.48" % 64.37£12.78" %
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NC 1" P<0.05; DM 1*P<0.05; DRI 12P<0.05
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Experimental study on the expression of podocyte protection

by pioglitazone in diabetic rats
Kuang Lei' Dai Wu' Ye Shandong” et al
(' Dept of Endocrinology The Second People’s Hospital of Hefei Hefei 230011}
*Dept of Endocrinology The Affiliated Provincial Hospital of Anhui Medical University Hefei 230001)

Abstract Objective To investigate the protection against podocyte injury by different dosages of hydrochloride pi-
oglitazone in diabetic nephropathy (DN) rats. Methods Diabetic rats were randomly divided into following four
groups - diabetic model rats (group DM n =8) pioglitazone PIO 10 20 and 30 mg/(kg ¢ d) respectively -irea—
ted diabetic rats(group DRI DR2 and DR3 n =8) 8 healthy rats served as a normal control group(group NC).

10 ml urine specimen was collected to test urinary albumin (UAIb) urinary sediment nephrin (Unep) urinary
TGF1 (UTGF-1) and urinary creatinine (UCr) at the basal and 8th week. To eliminate the impact of urine
volume the parameters mentioned above were expressed as UAlb/UCr(UACR) Unep/UCr(UNER) UTGF-1/
UCr(UTGR). At the 8th week glycated haemoglobin (HbAlc) levels were assessed. Renal tissue nephrin and
TGF-31 protein expression were determined by immunohistochemistry. Results (1) The blood glucose (BG) levels
throughout the study period along with HbAlc in diabetic rats were significantly higher than those in group NC (P
<0.05) whereas no significant differences among group DR1 DR2 DR3 and group DM. (2) At the 8th week the
levels of UACR UNER and UTGR decreased significantly in PIO-treatment groups compared with group DM. In ad-
dition both UACR and UNER in group DR2 and DR3 were lower than those in group DR1 (P <0.05) ;the level of
renal nephrin protein: NC group > PIO-treated groups > DM group(P <0.05) and no differences among PIO-trea—
ted groups. The level of renal TGF1 protein: DM group > PlOreated groups > NC group(P <0.05) whereas no
differences among PIO-treated groups. 3) UNER was positively correlated with UTGR (r =0.787 P <0.01). The
expression of renal nephrin protein was negatively correlated with renal TGF-31 protein(r = —0. 669 P <0.01).

Conclusion  Pioglitazone has protective effects on podocytes of diabetic rats which may be related partly with its
effects in upregulating renal nephrin protein and inhibiting renal local TGF-31 expression beyond its hypoglycemic
effect.
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