FIRCE BRI BT it AT A FE 4 2 0 B
Bt
E 2L RAKAEE T RITRANAFZ-HEERA2WRAAEA, AN 450052)

HESES RI65 XHEFRERS A
DOI  10.6039/j.issn.1001-0408.2014.17.11

XE%HS 1001-0408(2014)17-1571-03

B E B ARAEERIHE X AR B Ak F P B AZE B (TC) . Hd =85 (TG) R-F AT b X sz id ey Foh, 7 ik IR
KR oA AR Ao B RS AR IR S BlUS , oA xR AL e AR FERE-A) 3R SRk 4, EF xR 4R Ao R AR AR K RS i 4
0.9% EAANE SR, FERE-F 32 & Bk 28 K R RS i 40 F) 358 K 100 pg/kg, 4 B 20K, %428 B, R k4 BT aa st X R, &
PRI & A 2L K R T An R R 28 25 )6 S i P TC TG R T F= F i 4m oAz W -F kB (NF-kB)mRNA & 4@ el B -F-45 5 #5345
BT 3(SOCS-3)Famkik, R .5 EFsRBAKE, BRHAK LKA B FoiF P TC. TG K F & TF £ fis NF-kB mRNA .
SOCS-3% & £ 1A K-F ¥ B35 (P<0.01); 5 Nepb4a ik, fefik-F) 458 1k 28 X S AR % o do i F TC . TG 7K -F & F £ i NF-«xB
mRNA . SOCS-3 & & £k K -F ¥4 00 2 HAL(P<0.01), Zib: Al SRkt 2 58 55055 S X R RR S s F4L,
EAAUH T A 37 BT i KA AR R E

KR ABEERKG R KR T N ; aiedz B kB e R AR 5 A Sk B F 3

Effects of Liraglutide on Body Weight, Serum Lipid and Hypothalamic Inflammatory Pathway in Obese
Rats

CUI Yan, LI Hong-rui, SUN Gao-jie, WANG Jiao, WANG Shou-jun(Dept. of Endocrinology and Metabolic Dis-
ease, The First Affiliated Hospital of Zhengzhou University, Zhengzhou 450052, China)

ABSTRACT OBIJECTIVE: To study the effects of liraglutide on body weight, TC, TG and the expression of hypothalamic in-
flammatory pathway in obese rats. METHODS: Rats were given basal feed and high-fat diet; 8 weeks later, they were divided into
normal control group, obesity group and obesity-liraglutide group. Normal control group and obesity group were given 0.9% Sodi-
um chloride injection intraperitoneally, and obesity-liraglutide group was given liraglutide 100 pg/kg twice a day for consecutive 8
weeks. Rats were sacrificed after fasting overnight following last administration to weigh body weight. The levels of TC and TG in
serum, the expression of NF-kB mRNA and SOCS-3 protein were detected before medication and after last medication. RESULTS:
Compared with normal control group, body weight, the levels of TC and TG in serum, the expression of NF-k B mRNA and
SOCS-3 protein were increased significantly in obesity group (P<<0.01); compared with obesity group, above index of obesity-lira-
glutide group were decreased significantly (P<<0.01). CONCLUSIONS: Liraglutide may significantly improve the increase of body
weight and dyslipidemia in high-fat diet induced obese rats, and the mechanism might be associated with the improvement of hypo-
thalamic inflammatory pathways.
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Fig 1 Electrophoregram of the expression of NF-kB mRNA
and SOCS-3 protein in hypothalamus of rats
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Tab 3 Comparison of the expression of NF-k B mRNA and
SOCS-3 protein in hypothalamus of rats(¥ + s)
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