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[ Abstract)

mouse models with diabetic kidney disease. Methods The podocytes were isolated from the kidney from db/db

Objective To investigate the presence of mitochondrial dysfunction in the podocytes of

mice with type 2 diabetes mellitus and db/m control mice. The mitochondria was extracted for detection of the
function of mitochondrial complex [ and IlI. RNA extraction was performed. Real-time quantitative PCR was
performed to detect the genes related to podocyte mitochondrial metabolism. The expression of podocyte-labeled
protein WT1 was measured by immunohistochemical staining. Results In the db/db mice, the activity of
podocyte mitochondrial complex [ and [l , and the copy number of mitochondrial DNA were significantly lower
compared with those in the db/m mice (all P <0.05). The expression levels of SIRT1, PGC-la, TFAM,
NRF1, NRF2 and podocyte-labeled protein nephrin mRNA in the db/db mice were significantly down-regula-
ted compared with those in db/m mice (all P <0.05). The quantity of podocytes in the db/db mice was con-
siderably less than that in the db/m mice (P <0.05). Conclusion Mitochondrial dysfunction occurs in the
podocytes of diabetes mellitus mice.
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