* 972 W EAKXFFIR  Aca Universitatis Medicinalis Anhui 2017 Jul; 52(7)

W % R BT ] 2017-5-22 17:45 P4 iR 3k hitp: //kns.cnki.net/kems/ detail /34.1065.R.20170522.1745.007. html

(ASV) (HG) (P<0.01) iNOS ICAM-1 mRNA
(HMCs) (P<0.05) - HG
. MTT HMCs H,0,.MDA (P<
AS-V HMCs : 0.05) HMCs T-SOD. GSH-Px (P<
PCR(qPCR) .Western blot 0.01) . AS-V HG HMCs
ASV HMCs 48 h E2 2 - HG HMCs
(Nif2) « 1(HOA) .« (iN- Nif2 Nif2.HO-1 mRNA
08). -1 (ICAM-1) mRNA : iNOS. ICAM-I mRNA
(H,0,) . (T-SOD) . HMCs T-S0D. GSH-Px HMCs
(GSH-Px) (MDA) H,0, MDA o
AS_[V HMCs 48 h 5 NI‘fZ; HO- 5 iNOS; ICAM- 5
H,0,.T-SOD.GSH-Px. MDA . MTT
(P<0.05) ASV 48 h HG A 1000-1492(2017) 07-0972-07
HMCs doi:10.19405/j.cnki.issn1000-1492.2017.07.007
(P<0.01);qPCR  Western blot HG
Nef2- HO- mRNA (diabetic nephropathy DN)
2017-02-05 0 :40% ~45%
( :81173624) ; 1 30% 2
( :12030603007) ; DN 1 .
1 ( #KI20165D35) (mesangial cells MCs) N
: 230032
DN
z 246052 ,
E-mail: lwpl9@ MCs (reactive oxygen species
126.com ROS) MCs o

ide content of each rat was detected by 'H-MRS and liver tissue was detected by HE stain and serum index were
tested.Results Compared with the placebo group the body weight liver index homeostasis model of assessment
for insulin resistance index and fasting insulin triglyceride cholesterol low densith lipoprotein alanine amin—
otransferase in the serum of rats were significantly decreased in the Liraglutide group (P<0.05). Compared with
placebo group the result of 'H-MRS and liver tissue in pathological in Liraglutide group showed that liver steatosis
was significantly improved some of them even become normal the content of fat in liver was decreased (P<0. 05).
Conclusion Liraglutide can significantly improve the body weight liver index and decrease the content of liver fat
in the rats with NAFLD induced by high fat diet thus it possibly can be a promising drug in the treatment of
NAFLD.
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Protective effect of astragaloside IV on human mesangial

cells and its mechanism under high glucose conditions
Huang Cundong Xu Yuan Li Zhuging et al
(Dept of Pharmacology Anhui Medical University Hefei 230032)
Abstract  Objective
stress in HMCs and its mechanism.Methods HMCs were cultured in high glucose with or without different concen—
tration of AS-IV.After 48 h the effect of AS-V in HMCs proliferation were detected by MTT assay. The mRNA ex—
iNOS [CAM-1 were determined by qPCR and Western blot respective—
ly. The supernatant were collected to measure the amount of H,0, MDA and the activity of T-SOD and GSH-Px.
Results Compared with normal group MTT showed that HMCs significantly increased in high glucose conditions
(P<0.05).Compared with high glucose group (HG) AS-V significantly inhibited the proliferation of HMCs in
dose-dependent manner(P<0. 01). Western blot and qPCR showed that AS-{V increased Nrf2 and HO-l expression
(P<0.01) and suppressed the overexpression of iNOS and ICAM-1(P<0. 05) in HMCs in high glucose conditions
reduced the amount of H,0, and MDA (P<0.05) and increased the activity of T-SOD and GSH-Px(P<0.01) in

supernatant. Conclusion ~ AS-V could significantly inhibit HMCs excessive proliferation in high glucose conditions.

To study the effects of astragaloside IV in high glucose-induced proliferation and oxidative

pression and protein levels of Nrf2 HO-

The mechanism maybe related to the activating of Nrf2 pathway upregulating Nrf2 HO- protein and mRNA ex—
pression downregulating protein and mRNA expression of iNOS ICAM-1 increasing in cell supernatant on T-SOD
and GSH-Px reducing H,0, and MDA content in the supernatant.
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