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ABSTRACT Objective: To research the changes of SD rat Diabetes symptoms via knocking down TGFB1 expression, to observe
the relationship between TGFB1 and Diabetes process. Methods: Intraperitoneal injection of drug STZ was used to set up Diabetic SD rat
model, Packaging TGFB1-shRNA lentiviral vectors were injected subcutaneously into SD rat model while shRNA was injected in control
groups. the change of SD rat body weight and blood glucose levels were detected. Results: After TGFR1 were silenced by RNAI,
compared with the control group, the disturbance of SD rat weight loss was slower, blood sugar levels continued to decline; HE dyed
showed that in interference group, SD rat pancreas islet had a slightly better morphology, presenting slightly more secretory cells.
Conclusion: TGFB1 was a stimulus to the onset and progress of diabetes, it can delay the progress of diabetes after the inhibition of the
expression of TGF beta 1.
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Fig. 2A Body weight change of diabetic model rats in fasting condition
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Fig. 3 Change of pancreatic tissue morphology of diabetic model rats
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