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Abstract: Objective To investigate the effect of Panax Notoginsenosides (PNS) on the proliferation and differentiation
of 3T3-L1 preadipocytes and their secretion of Leptin and PAI-1, and to explore the possible lipid-regulating
mechanism. Methods Cultured 3T3-L1 cells were incubated with PNS at the concentrations of 5, 50, 100 wg-mL™,
and then MTT method was used to detect the cell proliferation, oil red O staining method and spectrophotography were
used to analyze the degree of cell differentiation. The expression of adipocytes differentiation—associated genes of
peroxisome proliferator—activated receptor y,(PPAR<y,) and CCAAT/enhancer binding protein o( C/EBPa) mRNA was
detected by reverse transcription—polymerase chain reaction(RT-PCR ). ELISA technique was used to detect Leptin and
PAI-1 contents in the culture supernatant of mature fat cells. Results Low— and middle—dose PNS had no effect on
the proliferation of 3T3-L1, but high—-dose PNS promoted the proliferation of 3T3-L1. Middle- and high—dose PNS
inhibited the differentiation of 3T3-L1 and down-regulated the expression of PPAR y2 and C/EBPa mRNA. PNS
obviously inhibited the secretion of Leptin and PAI-1 from the model cells. Conclusion PNS can regulate the lipid

metabolism through inhibiting the differentiation of preadipocytes and inhibiting the secretion function of the cells, and

middle dose has the best action.
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Table 1  The influence of PNS on 3T3-L1 proliferation and

differentiation
215 FE fpg-ml ANEIESE(5700m) A4 AE(5100m)
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WA 0.398 = 0.007 1.952+0.146
—LRehd 5 0.399 + 0.026 1.615 +0.224
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2.2 PNS XI5 i 4l PPARY, fil C/EBPa mRNA #
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Figure 1  The influence on gene expression of adipocyte by PNS
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VE: GE Bk, TP <001,

&3 PNSX3T3-L1 BifgRhZRAES i PAI-1 BIRME (v £s, n=3)
Table 3 The influence of PNS on adipocyte producing PAI-1
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