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Abstract: Objective  To observe the effect of Linagliptin on the protein arginine methyl transfer 1
(PRMT1) expression in the kidney tissue of type 2 diabetic rats, and on the renal function protection.
Methods The SD rats were randomly assigned to two groups:the observation group (#=20) and normal con-
trol group (NC group,n=10). The observation group was injected with STZ to prepare the model group of
type 2 diabetic nephropathy. After successful modeling,the observation group was randomly divided into dia-
betic group (DM group,n=10) and diabetic ligliptin intervention group (LM group,n=10). 12 weeks later,
the levels of body mass,systolic blood pressure (SBP) ,diastolic blood pressure (DBP),fasting blood glucose
(FBG) and insulin (FINS) ,insulin resistance index (HOMA-IR) ,creatinine (Cr) ,urinary microalbumin creat-
inine ratio (ACR) and 24-hour urinary microalbumin (24 h mALB) were measured in all rats. The expression
of PRMT1 was detected by reverse transcription-polymerase chain reaction (RT-PCR), Western blot and im-
munohistochemistry. Results The values of body mass, SBP, DBP, FINS, HOMA-IR, Cr, ACR, and 24 h
mALB in DM group were significantly increased compared with NC group. After 12 weeks of treatment with
Linagliptin, the values of body mass, SBP, DBP, FBG, FINS, HOMA-IR, Cr, ACR,and 24 h mALB were de-
creased and PRMT1 expression in the kidney was significantly decreased. Conclusion Linagliptin may im-
prove the function of diabetic nephropathy via decreasing PRMT1 expression in the kideny.
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