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Mechanism of metformin on ectopic lipid deposit in skeletal muscle
ZHENG Hui ,QUAN Juncheng .CHENG Ji,ZHOU RenjieA
(Department of Emergency, Second Afflicted Hospital of Army Military
Medical University ,Chongqing 400037 ,China )

[Abstract] Objective To explore whether metformin improving high fat induced ectopic lipid accumula-
tion in skeletal muscle via regulating PLIN signal pathway. Methods Twenty-four C57BL/6] mice were divid-
ed into the control group (ND),high fat group (HF) and high fat + metfomin group (HF+ Met),8 cases in
each group. The levels of glucose and lipid metabolism related indicators [ FBG, FINS,INS, TG, TC, LDL-C,
HDL-C and free fatty acid (FFA)] were detected in each group. The lipid droplet and TG levels in skeletal
muscle were detected. The expressions of perilipin (PLIN) mRNA and peroxidosome proliferators activate re-
ceptors &8 (PPARS) , AMP-activated protein kinase (AMPK) , perilipin2 (PLLIN2) and 5 (PLIN5) protein were
detected. Results Compared with the ND group,the body weight of mice,levels of serum glycometabolic re-
lated biochemical indicators (FBG,FINS) and lipid metabolic related indictors (TG, TC,LDL-C and FFA) in
the HF group were elevated,the LD number in skeletal muscle was increased, TG level was increased, mRNA
and protein levels of PLIN2 and PLIN5 were increased significantly, whereas the protein expression levels of
p-AMPK/AMPK and PPARS were significantly decreased, and the differences were statistically significant
(P<<0.05). After metformin intervention,the body weight, serum FBG,FINS, TG and FFA levels were sig-
nificantly decreased compared with the HF group,while the LD and TG levels in skeletal muscle were signifi-
cantly decreased,the PLIN2 mRNA and protein expressions were significantly decreased, the protein expres-
sion levels of p-rAMPK/AMPK and PPARS were significantly increased, and the differences were statistically
significant (P<C0. 05). Conclusion Metformin improves the high fat induced ectopic lipid deposit in skeletal
muscle via AMPK-PPARGS-PLINs pathway.
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