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Mechanisms of Korean red ginseng and herb extracts(KTNG0345) for anti-wrinkle activity
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Abstract : UV irradiation causes skin-aging involving coarse wrinkles, thickening, dyspigmentation, and rough skin sur-
face. These phenomena in complex skin tissue is controlled with receptor of cell surface growth factor and cytokine
receptors. The activation of receptors induces multiple downstream signaling pathways including expression of MMPs
(matrix metalloproteinases). This study was aimed to elucidate the mechanism for anti-wrinkle activity of Korean red gin-
seng, Torilisfructus and Corni fructus mixture (KTNGO0345). In thisanimal study, we have investigated decreasing effects
of Korean red ginseng mixture on MMP-3 synthesis through diminishing TNF-o. signdling that express MMP-1, -3, and -9.
¢-Jun and c-fos as a component of transcription factor AP-1 (activator protein-1) were analyzed the expression level using
real time PCR and western blotting. c-Jun was decreased dose dependent manner both gene and protein level where as c-
fos was not changed. In upstream, JNK and PAK was not changed, but p38 was decreased in down stream. MMP-3, final
product in this pathway was significantly decreased in dose dependent manner. These results suggest that Korean red gin-
seng mixture have a anti-wrinkle activity through TNF-o. mediated MMPs expression pathway.
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Fig. 2. PAK (MAPK kinase kinase, A) and INK(MAP kinase, B) mRNA contents were analyzed with real-time PCR method. But the
mMRNA levels were not changed.
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Fig. 3. Effect of KTNG0345 on expression level of p38 (MAP
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results are presented with standard errors of the mean.
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and p-p38 proteins were dose-dependently decreased.
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Fig. 5. Effect of KTNGO0345 on expression level of ¢-Jun in UV-
irradiated mouse skin tissue. A. mRNA expression level
of cjunin skin tissue. This study was analyzed with real-
time PCR method. The average results are presented with
standard errors of the mean. Asterisk indicate statistical
differences from UVB induced group. (* p<0.05) B.
Western blot analysis of expressed c-jun protein and
activated c-jun. c-jun and p-c-jun proteins were dose-
dependently decreased.
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Fig. 6. Western blot analysis of TNF-o. content in mouse skin
tissue. TNF-o. was significantly increased in UVB-
induced group where as KTNGO0345 administrated
groups were observed diminishing contents.
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Fig. 7. Schematic diagram of anti-wrinkle mechanism of KTNG0345
in UVB-irradiated mouse modd.
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