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[ Abstract] Objective To investigate the effects of microRNA ( miRNA)-200c on the differentiation
of 3T3-L1 preadipocytes. Methods Real-time PCR was used to examine the expression of miRNA-200c¢ in
mouse bone marrow-derived mesenchymal stem cells (MSCs) during adipogenic differentiation and osteogen-
ic differentiation. Oil-red O staining was used to measure the formation of oil droplets in 3T3-L1 preadipo-
cytes cells after the transfection of miRNA-200¢ mimics or inhibitor. Real-time PCR was used to analyze the
expression of adipocyte-specific transcription factors peroxisome proliferator-activated receptor y ( PPARy)
and aP2 mRNA in adipogenic differentiation. Results Results from the real-time PCR revealed that the ex-
pression of miRNA-200c¢ was increased after the adipogenic differentiation in mouse bone marrow-derived
MSCs (t=24.709, P<0.01 ), and was decreased after the osteogenic differentiation ( t=38.783,
P <0.01). Transfection of miRNA-200¢ mimics promoted the accumulation of lipid droplets and up-regula-
ted the expression of PPARy and aP2 mRNA in 3T3-L1 preadipocytes (¢ =7.674, 9.657, all P<0.01).
Inversely, miRNA-200c¢ inhibitor suppressed the lipid droplets accumulation and down-regulated the expres-
sion of PPAR~y and aP2 mRNA in 3T3-Ll preadipocytes (#=9.483, 6.419, all P <0.01). Conclusion
miRNA-200c¢ promotes adipogenic differentiation of 3T3-L1 preadipocytes.
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