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Mitotic Clonal Expansion(MCE)

oA AFH in vitro AXFTE 0|83} adipogene-
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A 32 So) A ) Al 24783 Ml 2F719] wskabo] &
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A8, o5 AAEol| Fol4 0= W= PPARy2
+ adipogenesis fr=7gollA Fa3F 4TS T o}
Yz}, ofn] Z3p7} o] Foi Xl AP Qe 4
F5x2d HAoe dATT dEHTh oot
PPARy 9] A|ZY 7152 PPARy mRNAGZ0A 7|
Z2A=™, o]% HAFE PPARy whlEe- 2j7i=o} A
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nesis I 7 | HthALe] 2l Fal o] Fo] ARt =AUk
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2 483 AERS % 1520 o 8S B
o Qe
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A3 AA odUA] A3l akglo] Thllx ] Awkik
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I 712l thek A7) F e stelet Az
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Adipogenesis &} X|WHA| 2] 752 de) A, Ao E
Fofaitty Al olz) EelwEEAZF coumaric
acid(47),
terone(49), luteolin(50), genistein(51), resveratrol(48,
52)%9°] in vitro’Jol| A adipogenesisS A gt} H
HATE ol Y¥HE o ® 5571 50-250 uMellA 3]
WA 3] AP MCEFG T Al 22t g-S Helistal o=
013} adipogenesis =4 F012}e] C/EBPB, C/EBPo =
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3Pt o] Foixl AP Eel M= AFAE I Absks
Ef 2 A A S Faol AT 45 AAaAIZIth
£3] coumaric acid, genistein, resveratrol< F24¢
= B3l AAIE ST oA 9 7hA oA 9] A TAL

gallic acid(47), quercetin(48), gugguls-
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hyde(58) 2] adipogenesis #|alj 2} HITPEAI )] 715 o]
Hy =T

>
ol (%
oX ox
4T dlo
o

g

Iv. %3%

Adipogenesis 2 AAY A E = Z-o| T
sl A= AW AgAgsEe] A & 4TS stk
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