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Stem Cell, CSC)E FEHEMMBEAL £, #5. EX KT HKNE
TR, CSC 2 Mg W — /N A RBJE M. B & EH(Self-renewal)
AKX L@ AT B [1;2;3;4;5,6]. BRI ZBIERT
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AR CSC, ZRT76 4 B/ AR AE [7; 8, 9; 10]. EHit, FHE
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% A7 epigallocatechin-3-gallate [11; 12; 13].

MERE (MERRY) AT ESA TIENZMERK(14]. Bx
— RS R BRI, B ARk N A RAE (2 8.72% K, 12.93%
BB A0 41.53% ZAE) [15; 16). HATHRE, HE 2 F @I H B
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FORIY B2 [23; 24]. X ERFE & B -catenin ¥ 1 X # 4| CSC &
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7 CSC LI B HEH M —MNKG®AE, B -catenin 7£ B 40 1t 41 1%
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JE KM% CSC. 77 ik =2 — 3 | 45 & #y CSC A7 £ 41 40 ALDHI [26; 27;
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K CD44 S5 EH [29]. #F50 WA - A &) ALDH [H & 40 i 25 B 32
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B AR T O AR PR o Bk, T 3 28 i U e A7 vE [30; 310, AT
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KAVRF 5 &, A E ¥ 5 41 ) Wnt /B-catenin 3 ¥, & B -catenin
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e BT A BR 8 48 B B -catenin A1 Cyclin D1 By K-F T, £ B4R, #
FV] g Wt 155 @B KR, T EAEE R AR,
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AR S, BAVFEET, PR T 6% A K305 brE 4
L EK Y Rk Fn ALDH FA M 48 g bh 3 . FEAL W 7T 862 T 98 Wnt/ B -catenin
EEME REFEAA K. XTARLW, MBI HEE BT T a e A
EHH.
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