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ABSTRACT:; AIM To explore ameliorative effects of Huidouba (HDB) , a Tibetan medical agent, on podocyte
injury in diabetic nephropathy ( DN) rats. METHODS Rats were induced into DN models by high fat diet
(HFD) feeding and intraperitoneal injection of 65 mg/kg streptozocin ( STZ). Rats were randomly divided into
control group, model group, metformin group, and HDB group, 8 rats in each group, for 6-week corresponding
gavage. Oral glucose tolerance test (OGTT) was conducted before and after drug intervention, and 24-hour urine
was collected to detect mAlb and Uecr ratio. Renal histopathology analysis was performed by PASM staining.
Nephrin, the biomarker of podocyte, was examined by Western blot and immunofluorescence assay of renal tissue.
Podocyte injury and ultrastructural changes of glomerular basement membrane ( GBM ) were detected by

transmission electronic microscope (TEM). RESULTS Compared with the control group, the model group shared
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more area under glucose-time curve ( AUC) and higher mAlb/Uecr level (P <0.01), but decreased Nephrin

expression (P<0.01), obviously increased GBM thickness, and more extensive fusion of foot processes under

TEM. Compared with the model group, HDB group shared improvement in the impaired fasting glucose tolerance

and mAlb/Ucr reduction in DN rats ( P<0.01) , up-regulation of renal Nephrin expression, and therefore resultant

improvement in ultrastructure damage of podocyte and GBM. CONCLUSION

HDB, a Tibetan tonic for

Benefiting Qi and Nourishing Yin, can improve podocyte damage and proteinuria, and thus protect kidney from

damage in DN rats.
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