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Abstract: The root of Panax ginseng C. A. Meyer has been used as a traditional anti-aging and anti-wrinkle agent in the
Onent. However, it is still unknown which component of ginseng is effective at suppressing wrinkle formation. Recently at least
twenty ginsenosides regarded as the main active ingredients of ginseng have been isolated. Among them, we examined the
effect of ginsenoside Rg3 on dermal ECM metabolism to elucidate the mechanism of anti-wrinkle by ginseng. In our study, to
investigate the anti-wrinkle effect of the ginsenoside Rg3, ECM component and growth factor in dermis were evaluated by
ELISA assay. Ginsenoside Rg3 was found to stimulate type I procollagen and fibronectin (FN) biosynthesis in a dose-dependent
manner in normal human fibroblast culture (p <0.05, n=3), and dose-dependently enhance TGF-81 level (p <005 n=3). In
RT-PCR analysis mRNA level of ¢c-Jun, a member of AP-1 transcription factor, was reduced by ginsenoside Rg3 in normal
human fibroblast culture. These results indicate that ginsenoside Rg3 stimulates type I collagen and FN synthesis through the

changes of TGF-81 and AP-1 expression in fibroblasts.
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Figure 1. Ginsenoside Rg3 increases PICP levels for normal
dermal fibroblasts. Levels of PICP in the media of normal
fibroblasts cultured in a serum-free model with or without
ginsenoside Rg3 were determined at 24, 48, and 72 h by a
specific ELISA. All differences were statistically significant
(p <0.05).
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Figure 2. Ginsenoside Rg3 increases fibronectin synthesis
in normal dermal fibroblasts. Levels of fibronectin in the
media of normal fibroblasts cultured in a serum-free model
with or without ginsenoside Rg3 were determined at 24, 48,
and 72 h by a specific ELISA. All differences were sta—
tistically significant (p < 0.05).
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Figure 3. Ginsenoside Rg3 induces TGF-81 expression in
normal dermal fibroblasts. Quantity of TGF-81 in the
media of normal fibroblasts cultured in a serum-free model
with or without ginsenoside Rg3 were determined at 24, 48,
and 72 h by a specific ELISA. All differences were sta-
tistically significant (p < 0.09).
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Figure 4. Ginsenoside Rg3 suppresses c¢—Jun expression in
normal human fibroblasts. Levels of c-Jun mRNA in skin
fibroblasts with ginsenoside Rg3 were determined at O, 6,
12, and 24 h by RT-PCR analysis. The figure shows a
representative blot. The data shown (mean £SD) is from
two independent experiments (n=4) expressed as a per-
centage of zero hour (1009) after correcting for loading
using G3DPH mRNA levels.
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