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[ Abstract]  Objective

To investigate the correlation between G protein-coupled receptor 120

(GPR120) and insulin receptor substrate-1 (IRS-1) in 3T3-L1 cells. Methods A classic " cocktail" method

was applied for induction of preadipocyte differentiation, and cells without induction were selected as a

negative control. To determine the differentiation of preadipocyte to adipocyte, oil red O method was used to

test the content of lipid droplet in cells. Real-time PCR was used to assess the expression of GRP120

mRNA. A specific siRNA was used to intervene the expression of GRP120 in 3T3-L1 preadipocyte, and no

interfering group was used as a negative control. After interfering for 24 hours, 3T3-L1 preadipocyte was

incubated with palmitic acid for another 24 hours to induce the differentiation. Real-time PCR and Western
blot were used to detect the expression of IRS-1 mRNA and protein. Results The mRNA level of GPR120
was up-regulated in differentiated 3T3-L1 preadipocyte compared with control group( P <0.05). The volume

and quantity of lipid droplet in 3T3-L1 adipocyte were significantly decreased after interfering the expression

of GPR120 expression. Furthermore, IRS-1 mRNA and protein levels were significantly reduced ( P <

0.05). Conclusion GPR120 plays a regulatory role in the expression of IRS-1 in insulin signaling pathway.
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