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Effect of oxytocin on glucose and lipid metabolism of 3T3-L1 adipocytes
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Abstract: Objective To study the effect of oxytocin on glucose and lipid metabolism in 3T3-L1 adipocytes. Methods Preadipocytes
from 3T3-L1 cell line were cultured in vitro and induced to differentiate to adipocytes. Mature adipocytes were treated with oxytocin.
Glucose consumption, triglyceride, free fat acid, and glycerol levels were determined. The mRNA expression of differentiation marker
genes such as GLUT-1, GLUT-4, ATGT, and HSL were evaluated by RT-PCR method. Results The glucose consumption in the
oxytocin (20, 50, and 100 pg/mL) groups were increased with dose-dependent relationship compared with control group. Triglyceride
in the oxytocin group was lower than that in control group, while glycerol and free fatty acid decreased. There was significant increase
of expression levels of lipid metabolism related gene HSL and sugar metabolism related gene GLUT-4 mRNA in the oxytocin (50
png/mL) group compared with control group. Conclusion Treatment of oxytocin may reduce 3T3-L1 cell lipid synthesis, increase
lipid decomposition, and obviously improve lipid accumulation.
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Table 1 Effect of oxytocin on glucose consumption in 3T3-L1
adipocytes ( X =S, N=3)

Al FE/(pgmL™") AR R/ (mmol L)
payit — 3.3940.22
NEE A 271 i 10 3.7940.09"
=2 10 3.38+0.19
20 3.75+0.61
50 3.8610.07"
100 3.9240.03

SR IRALELE: "P<0.05
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Table 2 Effect of oxytocin on lipid metabolism in 3T3-L1 adipocytes ( X s, n=3)
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Table 3 Effect of oxytocin on mRNA levels of related genes
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