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Abstract Cosmetic functional ingredients are products of emotional convergence technology.
Unlike pharmaceuticals, it is very important that cosmetics ingredients contain emotional
attractiveness because they are household products that have limitations in their effectiveness.
Ginseng has long been used as a major prescription of oriental medicine for human health.
Detailed records such as the origin and propagation of ginseng can lead to various cosmetical
application of ginseng as an emotional convergence ingredients that utilizes the authenticity and
excellence of ginseng as an asset of K-beauty. In the unfortunate reality that the first records of
ginseng use depend on ancient Chinese literature, it is very meaningful to describe and leave the
records of ginseng used in the field of beauty. This study examined the general historical records
needed for the study of the cosmetics application of ginseng and the recent findings of
ginsenoside in the area of skin function, and provided basic data that can be applied to new
cosmetics development research.
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Fig. 1. Classical medicine books documenting the
medicinal properties of ginseng[7]
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Fig. 2. The world's major Panax genus spontaneous places[9]

TS 1800 R 24W)q MPEIF A&t 54
A AMEEE) 0] BH 2, d3A, Exgady
50] 71&H0] glo] A Wrlof JatAafe de B
FEUATHE AHE & 5= 6]

o] A8 A B ARATE oE A
A9 A= 2 AFEe] PAL} Hl%sith siAf AT A}
£ B9 QA Z) ol REAT sptALol 2 &
T2 A7 Ee AHE) ol st RE ok
[8]. SF29] Panax ginseng(A%) 019 £=9] Panax
Ht%), Q&9  Panax
japonicus (7&i%), WIEHY Panax vetnamensis
(BiFg%%), B1)9] Panax quinquefolius (Vi¥E%E, TEli
%) 508 H7|otal Qlrh AL AlFo] AFS: 9l
= A 2 AL W2 &7} fA]Eofof g1l o
Solle Ae 9ol FutEojof sh= AgA|Go]
t}. Panax & 4159 ABFAHL oM oF A Hx} vl
E5A90= AP0 ERTE= Fig. 2 9 29l

notoginseng(Zt#%,

1<t migration (6-7 MYA)

2" migration (1-2 MYA)

Ps, Pn, Py, Pj (2X) Pt(2X)

AN o
NS

Fig. 3. Evolutionary model of the genus Panax[10]
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6.3 Ginenoside Rg3
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Fig. 6. Changes in mitochondrial activity and
morphology by ginsenoside Rg3 treatment
after UV exposure[30]
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Fig. 7. Biotransformation to compound K[37]
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