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Effects of metformin on PGCd « and lipide expression

in nonalcoholic fatty liver cell model
Cheng Jing Zhang Bao Guan Shixia et al

( Dept of Clinical Nutriology The First Affiliated Hospital of Anhui Medical University Hefei 230022)
Abstract Objective To observe the different concentrations of metformin on the peroxisome proliferator-activated
receptory( PPARy) coactivatorda ( PGCH ) gene expression and the relationship between lipide accumulation
in nonalcoholic fatty liver cell model. Methods 1.-02 cells were treated by 20 pg/ml oleic acid ( oleic acid was so—
lutioned by 0. 5% DMSO) for 72 h to induce the nonalcoholic fatty liver cell model. The control group added ordi-
nary 1640 culture medium containing 10% fetal bovine serum. The model group cells were cultured in the medium
containing 2.5 5 7.5 mmol/L concentrations of metformin and continue to cultivate 24 h then collected cells.

Use RT-PCR analysis of PGCH o mRNA expression and triglycerides ( tissue) enzymatic assay kit to detect chan—
ges of triglycerides in L-02 cells. Results When the concentration of metformin was 7.5 mmol/L in L-02 cells the
triglyceride levels were reduced significantly compared with the model group the difference was statistically signifi—
cant ( P <0.05) . When the concentration of metformin was 7. 5 mmol/L the triglyceride levels was reduced signifi—
cantly compared with the group containing 2. 5 mmol /L. metformin but the expression of PGCHd o mRNA was in—
creased significantly. These differences were all statistically significant ( P <0.05) . When the concentration of
metformin was 2.5 5 7.5 mmol/L with L-O2 cells
compared with the model group and the difference was statistically significant ( P <0. 05) . The expression of PGC—
lo mRNA and the triglyceride levels showed a negative correlation with L-02 cells( r= —0.581 P <0.05) . With

mitochondria injury was improved in the model

the expression of PGCd o mRNA was increased obviously

the increasing of the concentration of metformin in L-02 cells
group. Conclusion The expression of PGCH « is reduced in nonalcoholic fatty liver cell model and metformin can
improve the expression of PGCH . It shows a negative correlation between the expression of PGC4 o mRNA and
the triglyceride levels thus the increased expression of PGCHd o can reduce the accumulation of fat in the liver.
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