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Effects of Total Ginsenosides on Gap Junction Function in Melanoma B16 cells

WANG Suping', ZHANG Guangxian', TAN Yuhui', XIAO Jianyong', WU Yingya', DU Biaoyan', QIU Pengxiang’,
LIU Juan' (1. School of Basic Medical Sciences, Guangzhou University of Chinese Medicine, Guangzhou 510006
Guangdong, China; 2. School of Chinese Herbal Medicine, Guangzhou University of Chinese Medicine, Guangzhou
510006 Guangdong, China)

Abstract: Objective To investigate the effects of total ginsenosides (TGs) on the gap junction (GJ) function in
melanoma B16 cells, and to explore the possible mechanism. Methods Effects of TGs on the proliferation of B16
cells were determined by MTT. The gap junction function was analyzed by fluorescent tracer method under fluorescent
microscope. The ratio of average count of the receptor cells in each test group to that in the control group was used as
an evaluation index of GJ function, and flow cytometry was used to detect the ratio of G4 to G3 in Calcein labeled cells
(G4) group and double negative cells (G3) group for the analysis of the changes of the gap junction function. The
expression of connexins(Cx) was detected by Western blotting method. Results TGs at 1~8 wmol*L™ had no effect on
the growth of B16 cells after co—culture for 48 h. After co—culture with 0, 1, 2, 4 and 8 pmol+L™ of TGs for 48 h,
the transfer of the Calcein in B16 cells was obviously enhanced under fluorescence microscope, and the G4/G3 ratio

was 0.06 = 0.01 in the control group, and was 0.09 +0.02, 0.10+0.01, 0.12+0.03 and 0.13+£0.02 in 1, 2, 4 and
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8 wmol-L™ TGs experimental groups, respectively, the G4/G3 ratio in the experimental groups was significantly higher

than that in the control group(P < 0.01). The results of Western blotting showed that the expression of Cx32 in B16

cells was obviously increased after co—culture within 0, 1, 2, 4 and 8 pwmol+L-1 of TGs for 48 h, but TGs at the

above concentrations had no effect on the expression of Cx43 and Cx26. Conclusion Low concentrations of TGs can

effectively promote the gap junction function of B16 cells in a dose—dependent way in vitro. TGs at 1-8 wmol *L™ can

significantly improve Cx32 protein expression in B16 cells, but show no obvious concentration—response relationship,

and has no obvious influence on the expression of Cx43 and Cx26.

Keywords: Total ginsenosides; Fluorescent tracer; B16 cells; Gap junction; connexin; Flow cytometry
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Figure 1 Effects of TGs on Calcein spread through GJ in B16 cells observed under a fluorescence microscope
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Figure 2 Effects of TGs on the GJIC function in B16 cells by flow cytometry
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Figure 3  Effects of TGs on the expression of Cx32 in B16 cells by
Western blot
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