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and p-STAT3 were detected by immunohistochemistry. Western blot was used to detect the expression of pJAK2
and p-STAT3 while tumor necrotic factor-o« ( TNF-o) interleukind 3 (IL4B) monocyte chemoattractant protein—
1 ( MCP) and inducible nitric oxide synthase ( iNOS) mRNA level was evaluated by qRT-PCR. Results 1In
week 12 compared with the control group the levels of blood glucose kidney weight/body weight UAER level
and kidney pathological lesions grade were higher in diabetic group ( P <0.05 P <0.01) while kidney weight/
body weight UAER level and kidney pathological lesions grade decreased significantly after PF intervention ( P <
0.05 P<0.01). CD68 p-JAK2 p-STAT3 protein expression and TNF-a ILI8 MCP- iNOS mRNA expres—
sion were higher in diabetic group ( P <0.01) and lower in PF 25 50 100 mg/kg intervention groups ( P <0. 05
P <0.01) . Conclusion PF significantly improves diabetic nephropathy progression and these protective effects
might associate with the inhibition of JAK2/STAT3 signaling pathway and inflammation.
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Effect of liraglutide on obesity-related glomerulopathy

and its relationship with autophagy pathway
Li Na' Guo Jingjing' Huo Qingin® et al
( 'Dept of Endocrinology The Second Affiliated Hospital of Anhui Medical University Hefei 230601;
*Dept of Endocrinology The Peoples Hospital of Fuyang City Fuyang 236000)

Abstract Objective To evaluate the effect of the glucagonike peptide 1 ( GLP-) receptor agonist liraglutide on
obesityrelated glomerulopathy ( ORG) in mice and its relationship with autophagy pathway SIRT- /AMPK. Meth—
ods  Thirty-four male mice were randomly divided into normal control group( n =12) and hyperlipidemia group ( n
=22) . The high4at group was randomly divided into GLP- receptor agonist group ( liraglutide group) and high-fat
control group. After intervention for 12 weeks renal pathological staining serological and urinalysis were per—
formed. Western blot was used to detect the expression of autophagy pathway protein in kidney tissues. Data were
analyzed by means of homogeneity of variance. Results Compared with the normal control group obesity group
mice glomerular hypertrophy mesangial matrix increased significantly and accompanied by focal stage sclerosis.

Compared with obesity group liraglutide group mice kidney lesions significantly reduced. Compared with the normal
control group body weight wet weight of right kidney and urine microalbumin and blood lipids in obesity group
were significantly increased ( P <0.05) . Compared with obesity group the above indicators of liraglutide group
were significantly decreased ( P <0.05) . Compared with the normal control group the obesity group SIRTH P-
AMPK and LC3B were significantly decreased P62 cumulative increased. Compared with obesity group liraglutide
group SIRT4 P-AMPK and LC3B were significantly increased P62 cumulative decreased. Conclusion Liraglu—
tide can reduce urine microalbumin and improve the degree of glomerular hypertrophy focal stage sclerosis and me—
sangial matrix in high fat-induced obesity-related nephropathy mice and the mechanism underlying may contribute
to induction of autophagy in ORG mice.
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