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Protective effect of 1,25( OH),VD, on liver mitochondrial
injury in ZDF rats

LI Yanyan, FENG Liru, ZHANG Hongmin, TAN Hongxing, ZHU Lijia, WANG Jun"
(Shenzhen Center for Chronic Disease Control, Shenzhen 518020, China)

[ Abstract]  Objective To investigate the protective effect of 1,25( OH), VD, on hepatic mitochondrial injury in
ZDF rats and the potential mechanism. Methods Male Zucker rats (5 —6 weeks old) were randomly divided into three
groups according to their weight: control (ZL), model (ZDF), and 1,25 ( OH),VD, supplementation ( ZDF + VD)
groups. All rats were treated to 12 weeks of age, and then the related parameters were analyzed. Results ZDF rats treated
with 1,25(OH), VD, showed a significant decrease in serum ALT/AST and liver lipid droplet deposition. Treatment with
1,25(0H), VD, ameliorated mitochondrial injury and increased the expression of mitochondrial biogenesis-related factors

SIRTI, PGC-1a, NRF1, and TFAM. Conclusions These findings suggest that 1,25( OH), VD, alleviates diabetic liver
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injury by improving mitochondrial biogenesis through upregulating SIRT1, PGC-1a, NRF1, and TFAM expression.
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Note. A: Serum transaminases of Zucker rats. Compared with the ZL group,*P < 0.05. Compared with the ZDF

group,”P < 0.05. B: Liver histology. HE staining ( x 200).

Figure 1 Effect of 1,25(0H), VD, on serum transaminases and liver histology in the Zucker rats
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Figure 2 Effect of 1,25(0H), VD, on oxidative damage in the ZDF rat liver
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Note. A Liver ultrastructure of Zucker rats observed by transmission electron microscopy ( x 3500). Red

arrows indicate mitochondria. B Liver mitochondrial membrane potential. Compared with the ZL group,*P

< 0.05. Compared with the ZDF group,”P < 0. 05.

Figure 3 Protective effect of 1,25(OH), VD, on hepatic mitochondrial injury in the ZDF rats
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igure 4 Protective effect of 1,25(0OH), VD, on hepatic mitochondrial biogenesis in the ZDF rats
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