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[ Abstract] Objective
with diabetic retinopathy (DR). Methods
(5,10 mg » kg ' + d ') treatments for 1 —7 months. TdT-mediated dUTP-biotin nick end labeling (TUNEL)

was used to detect apoptosis. Immunofluorescence was used to assess the distribution of transcription specifici-

To evaluate the antiapoptosis effects of resveratrol on retinal Muller cells in rats

Retina was obtained from normal and diabetic rats with resveratrol

ty protein 1 (SP1) in retina. MiR-29b and SP1 mRNA expressions was evaluated by quantitative real-time pol-
TUNEL-

positive cells can be dedected in the inner nuclear layer (INL) retina of 1-,3-,5-,7- month diabetic rats and

ymerase chain reaction (qRT-PCR). SP1 protein expression was evaluated by Western blot. Results

resveratrol administration effectively suppressed streptozotocin (STZ)-induced apoptosis of Muller cells in
INL (P<C0.01). As compared with normal rats, miR-29b expression in diabetic rats retina decreased,and the
SP1 expression significantly increased (P<C0. 01). Furthermore, diabetes-induced down-regulated expression

Res-
veratrol is a potential therapeutic option for DR and miR-29b/SP1 pathway play roles in the anti-apoptosis

of miR-29b and up-regulated expression of SP1 could be rescued by resveratrol (P<C0. 05). Conclusion

mechanism of resveratrol.
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