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Abstract

Objective: To explore the expression of autophagy in pancreas of diabetic rats and its relationship with the occurrence and develop-
ment of diabetes mellitus. Methods: Forty SD rats were randomly divided into diabetic group and normal control group. Streptozotocin
was injected intraperitoneally in diabetic group and saline was injected intraperitoneally in normal control group. After the model was
successfully prepared, the pancreas was quickly taken and stored in a refrigerator at-80 [] for PCR and Western blot detection. Results:
The results of real-time fluorescence quantitative PCR showed that Atg4b and Bnip3 were mRN in pancreas of diabetic rats. The ex-
pression of LC3 in the control group was higher than that of the normal control group (P <0.05). Western blot was used to detect the
expression of LC3 in the normal control group, and the difference was significant (P <0.05). Conclusion: Autophagy is involved in the
process of pancreatic injury in rats.
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