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Wt {5 5P, W Bl 5 HAZ R E G MEE
HAES , Z IR E G Y H Frizzle f1 LDL 32 (K 5 R 4L Wi, 20 Jid J5t
1, B-catenin S Wnt {5538 i A9 BB AR 40, HRE M2 &
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AR Msi 1 R IAE AR HE Cyelin D1 A1 Cyclin D2 K56 25
IR TG AL G, /S i 0 J 30 0 2 A2, DT AR S 4 REL &40 P 1Y
PHE GG .
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TBX3 FiAHAN . 75 AT WLFLARIFREITS , TBX3 M FLARE ] -2 g
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e % AR, GATA-3 7EFLIR b R 40 M v i i 25k . ik
B GATA-3 J5 , R R B T I LR A R AR 2 I, e 52 6 3 4
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AR A N S & A T 40 A B N LR R A0 M, 2
CD44 " CD24 ™~ 41 Jit 5t B &2 i N 2L I g A 8 {H B2 /> 1
CD44 " CD24 ~ 4IRS BETE i 52 2= (W 2L , R W X 415 1k
— B UE SO = RN g T AR

f BRCA-1 & A Gl & 51 2 14 /Iy BU2L IR b 83 4 i &= o
CD44 7 CD24 "~ 5 CDI33 " 4ii g ( &4 09 NS 30 T 40 f b
) B RSN X L AT i B % TR R AN R, LT S0 ~
100 4~ CD44 * CD24 ~ g, CD133 * 47 & 41 3k 7T {ff NOD/SCID /]y
BB AR 8 . 40 A £ 14 (Octd | Notchl | Aldhl | Fgfrl
1 Sox1) 7 CD44* CD24 ™ 5 CD133 * 4l il vh 2k 1 fin"! . 1k
A1, A 20 A LY b 48 5L DINA 45335 245 i 24 1k, 7 I v
AES A R YR YT RO , A 6B BRCA-1 J5k PR 58 4 /) B 7L R e e
E R R IR T A e . FLRIE T A0 M= S A2 AL T BRCA-1
FHE PRUAH DG L M 9 A HL R 45 B 3R 7 SR IR R HE— 2B 0F AR
BARF 2055 1A R CD44 * CD24 ™ 5t CD133 ™ 21 At i/ ey 141
AR , Zucchi %1 3iF 52— B ) LA7 40 (B E K LR
) B R A e FUR AR R IR R AR RS (T RE A EL
it S A AR RLEY 43 3 A RE S5 5 7 NOD/SCID BRURETE A IRl 28
AU . Bbah, N LAT AR (4 Jieg v A5 04 40 B 8 2L A4
LA7 4R, ULEA LA7 1] A8 5% —Fhisie T 4n i .

O — {35 7L IR 9 T 40 AR AR R & B (B (ALDH)

ALDHI1 2 g 4 2, 1 S8 Ak 1B S0, ALDHL 75 40 g 431 5 499
SEALRLHE B IE O B IR o BRI 2K 1 1 B 25 T 40
ALDHI {E PR Hoechst e 8 )7 1 F1 ALDH I 1 8 98 1 ok
2 AL S LR B 3 o 4% A BRRE 4 i T
ALDH J& ok % ' . 5 —RF5¢ s ALDHI fy 33k il fE 3%
FUIR 1 K2 40 AT T 40 MU . Ginestier %57 % B ALDH i
PR B4 TE AR F 2 R FLIR b B2 40 M LA T/ 40 40
Vo A RKF- 9 ALDH 9 1E 5 FLAR b He 20 M BE TR IR LR
BRI B MO BE 11 TR TEHT . ALDH 535 4 ) LI 8 40
T LR B R 0 2 A, U ALDH 5 355 1 F) LA 8 40
WAL TARE, Ginestier %7 780y ALDHI Gy 20 1 7T H)
S S IFLIR T4 . ALDH1 452 28 fb e 0 FF4%: 14 200 0 S fi
CKI8 (& I ki) Ml SMA (WL ks $iikgef , ALDHI
B P20 5 A A /N, S5l — 3K, S5 —BIFg A
S FL MR T 40 B s TR AT L A LR I R AS I
ALDHI 3Rk 55 24 X,

SEE 2 RO R T A2 2L e T A0 M A B
Ledn, K245 BRCA-1 JE RIAR G i 2L M 98 78 A bR AR YT 2 ~ 3
AN H G ARASHOAREE T S b e g 20 i 4 BT R B, 5 JRUR T
FihIEE RS A LG, CD29"" CD24 ™ 4 i E 75 H1 MEVA 1 4k 42 e 7%
AP EREI, N 6.6% ~11.0% 3N ZE 16.5% ~29.2% . X3
P i e Y IR S T 40 B 8 T R A 9T T 2 g — A R
GOREST I SR 55— ol SI 0 R R T 4R M RE (9 36 97 )7 5. En-
gelmann %5 SR AR R S8 36T L6 , MUCL fibig 47t 57
MCF7 LI 408 22 R T/ B LA i ep 28 3k, 3 26 T4
MuAEfR B & MUCL ™ Mg, Mg v O B8 T MUCT ™ il 200 a3
PRIt , T/ REL A LA 28 4 i 9 400 L — R 7T g2t MUCT 4 i
BIT B . Li 7Y BESE R BN ZEAE thd71 TNF-o %)
MCF7 SF 38 (SRS T 40 B AR 10 B ) 7T 42 2 200 B 8 1 A
BT FTIRE /1. 2878 thd71 TNF-o A f70 2838 45 7L B 98 40
Jw, A5 AT RERE T ELIRIE AT

SIEAA R T A 9 AE T 402 Hoechst3342 Yefa 25 H AR
R AT 0 2 TR BR 75 (9 45 A AR S 2 1. BT, JLAR S AR e
F R T 0 L S — /N R 2 FR R B N1 E AR
—FAE IR A o R4 B RE 5 AR T R 1 A FL R
T4, Li 27 SRR R4 S AT 25 0 i 05 i B
TMDAO /I BZL A8 40 1 TG I 375 1 S ik P s 3 i o = 4 i
Sk CD44 * CD24 ~ f ik, AT ) S A2 o 25 2% Ak B 240
i, PR BT 43 2 B0 98 A0 N, B AR X 8 1 9 LA T 40 ML
EETER R A T7% WAL &4 CD44™ CD24 ™ 45:&, A1
bR M AL E 0. 35 B 25 e 1L 24 ¥k B2 T B AE /DN BUMAR P4 7 2 I
3ol 7 250 0y A ) R L 9 T A0 1) i T L SR SR At
SRR A AE T4

5 EFRTHERNARS

FUIR T 2R BRI R AR e HE XS FLIR K LI T B i)
TR AR FURER T O R o H AT BRI, A
SiE 240 M T A R D SR , £ N EE RIS H AR LR
W7o AR T FL IR R R 22 B0T5 1 e B X B A ¢
AREBIANN , X877 1k AT RE 22 8 I S B 2 40, (B RETE
R IMR AR TR A T RE S R TT AALST, SE A A
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