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OBJECTIVES METHODS
» Diabetes mellitus is a major cause of end- The Spontaneously Diabetic Torii Theonsetof 45w 20w 30w
stage kidney disease, which involves many (SDT) rat, a non-obese type 2 | DiabetesinSDT " Traatment

complex factors and complications.

* Oxidative stress i1s one of the important risk
factors In the progression of diabetic
nephropathy.

« Serum vitamin D levels are associated with
the all-cause and CVD mortality.

» Although it Is suggested that vitamin D
could suppress oxidative stress, the
detailed mechanism remains unknown.
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[Characteristics of SD and SDT rats]

diabetic model, were divided into
the three treatment groups. We
used the SD rats for reference and
the insulin-treated group as control.
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E | [Real-time RT-PCR analysis] [Immunostaining and western blotting of Nrf2, Keap1 and VDR]
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CONCLUSIONS REFERENCES:

* Urinary excretion of albumin and expansion of mesangial matrix increased in the DM
group, whereas OCT treatment ameliorated these abnormalities.

« OCT improved urinary excretion and immunohistochemical score of 38-OHdG and mRNA
expression of NADPH oxidase.

* The expressions of Nrf2 and its downstream genes were decreased and the expression of
Keap1 increased in the DM group; however, these were restored in DM+OCT group.
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* The results of present study suggest that OCT attenuates the progression of
diabetic nephropathy by suppression of oxidative stress and amelioration of the
Nrf2-Keap1 pathway in non-obese type 2 diabetes.
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