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A 78 T £ B it 25 A ) R X 3R

NG Rk HEE T F AR
(G RFE_WEERFREA,LHEHF 330006)

KR AP 9B T 4m e A 25 AL 5 AT SR
HE 5 FES:R730.53 SCERARIRED : A

MR IE IT B B S 22— J& L £ 25 1T 25 (multidrug resist-
ance, MDR) , 2804k 57 77 52 W LATH 2K K38 43 I 9o 4 e AL 4y ¢
ez MARZS b 47 5% b Jj 9 07 1. X I 22 25T 24 R A L Y
AF S 0S4 T 300 8 T 24 19 245 0 o Y 0 98 k7 OF 5 v o 2
PR, UTAESkR B2 G 2 M S50 vh R 3 43 1 1R R T 4 i
T4 £ e T 200 R 0 3 — MR 6 A PR TR o T 4 1R R
% . Bt X P EE T 40 Mg (cancer stem cells, CSCs) BT 5T I ER A
R CSCs FIEH T HMAAREZ A Z AL inlE A RA 7 KT
BRI ZL B BE ) T 25 . DNA B E IR T %, 2y
PEHS B CSCs IRHTALTT 25 W B FEVEAE F L DT Ay i 98 438 7 0 52
KT R 77, ASCHEE CSCs K H: it 25 HL i A 56 8F 58 3 47
1 CSCs Kyt

CSCs (& H Lapidot % 4£ 1994 4F 15 Y L A b £ 8
PR I AEAE S 8L T 40 M DI B8 A4 — S ML R AR 3 28 B T

OB REBEREE R A, 2

X EHS:1671-8348(2010)05-0540-03

Jifr 983 B 17 1) 240 ML E /R R Sk CSCs, Bonnet % 5 5648 85 H 25 {0
TE T 40 B A 7 s T A B A SR B 3R A s g S s e W L B
BURRE ST . SR T A0 LAY 43 2 B B2 2003 4F A1-Hajj 58 A
L MR A R v g o B T 4 I R A 2 R Y
e, R FZSAIA BG5S MR8 CSCs B Bk B 22 43 25
Hiok,

i It £ 25T 25 A ST PR A R B AR B T —HE S
b 2 25T 25 A e s L Hoh ABC iz A K LS CSCs
YIS, NKRL 225 2L R 1 (MDR1 1) 4 5 P-4 & 3
(P-gp/ABCBD) , HoAE FIJ& 1R & Fh i e 25 9 S HESE . B BT
9 2% W ME VR BB F I 2L MR 98 T 25 25 1 (BCRP/ABCG2) By 3k
MZ 2yt 25 5L W55 T P-gp B R BKE, HILIE T P-gp £ 15
K AE FLIR R B9 36 7 P Rl BE O — Rl A ST L TR L
Z 2T 245 1) 43 F S Ak A0 T 2R I R 3 7R B R 9 SR s 2 By 1k i 24
P& A OGRS,

IR 3% - (0791)6300507 ; E-mail : yxq-1i@ tom. com,



FTREF 201053 A% 39455 54

2 CSCs Hyffit 259 5l

CSCs 23 A8 it 25 1 e AR A SR . 30 ¥R 97 b g 14 7
e R IR 20 2 P Y R 22 B L i AS 2 CSCs, CSCs
ZRETHM Go W1, H A AR & Y o A 6 75 7 2 DNA B il =
fig 7. 38 it = 2RI ABC #% 32 85 1 BT JR T 6 DR 45 ok R L T
BT e G BN R G,
2.1 ABC #HZHEAMLHRER =WMR L6 &H%EE
4 (ATP-binding cassette transporter, ABC ¥ iz &E 1) & —2K&
PSR L, AT RIS RS NIRRT R A EE S, B
HIAFSE AR A B ABC ¥ iz 85 1 £ % ABCB1.ABCCI, AB-
CG2, BRI ATP 4 7= A 14 86 32 SR 40 i 09 14 25 4 22
HH AR A0 O P 25 W e B KT AR 37 1 B 52 200 i 25 2 24 0 1 3
15 3T AU . Kondo %55 BF 58 IA N 7EAR SN EL 2 HE Bk i 1
96 A 2 v b A7 AE L T A0 T A AH 200 A 0 LR A L o 122
MM FEFR N SP(side population) ZH il , SP 2 Jitd i #) /& Goodell
ZE4E F DNA ekl Hoechst33342 2 BRI 1L T 40 M Y& 8 0 3647
PENIE AL AN L 5338 2R G o e R B, s (A% . TR R 1)
SP 41 it e £, fw (% (9 T BA 2 B 40 M B ) ABCG2 # Ho-
echst33342 FE B 4L Ah . WFFRIE ZIA R LR IER SP 41 i
¥1#3i5 ABCG2/Berpl, HIJBEBL AN 5 5 5 i 40 L 1 £ 24
BitkA 3% . Zhou %5 Xt SP 4l 76 % IR 97 40 s /= PANC-1 H
B A T % it 25 ML A A BF 5% v 2 B, SP 40 i 1 A 6 v Pk e 24
WA BT IR E K . Jin R0 A8 b 4 I SR T A0 P oE S
ABCG2 Rk HIH I8 K F 5 W 2 i 51988 /e 3 4 2 = TE A
5 WG IR K I ABCG2 78 #2855 8 Xof K 6 BURR S5 fL 7 25 4
7 HE 24 R R DG HEAE
2.2 FEAKRFERFBBHTER BFFAMBRETERZITSY
%07 e o A B By R IR AL . bel-2 2 — 28 5T B0 L I R R L 4%
FOXT PR T 0 55 D RE AT 43S A U T B R (A bel-2, bel-x bel-
w,Mecl-1, AL/Bfl-1 28) F14¢ #F #8 1= 3£ A (bax, bel-xs, bad, bak,
S50 Hoah B e sk A Ak 7 24 Wkt Ik T8 448 L 1 3% 40 1 R 9 A Sk okt
M FET BT 25 . BR bel-2 4b, CSCs 3545 Fe 35 — 26 H;
At W T E S 5 2y, a0 g8 T M o6 B H i (DAPKD .,
DAPK 2 —Fh 5 I8 2 1 I8 97 19 22 2108 / 75 208 38 1 e, £ 3¢
JA B R AR T P MR T, o 3 7 X CpG & & H b il
R 2 SR 0 R 2 2 T B L 5 Iy 400 L A T 10 B A O S TR IR %
Z AR S . #E— T T B A5 45 R R U] DAPK £
RS 3l B A0 AE B i T 28 0 S 11 A 9 & v AL ) b R
PR EBEEAS
2.3 DNA ZIFHEENLE  DNA fE R ZFhbii 25y 5 i
5y AR5 18 SRR 0 S H 5 IR 04 i 24 1 TR LA 9 DD o6
%, DNA BEHLH EEZA DR B E (BER) KRR YK
BE (NER) 4EE B E (MMR) | [/ 5 5 41 CHR) AT 3E [ I A i
AR (NHED . #iE A XEREEE IR A &2 8 E0,
RIS R — A S ERSF R AR R T R R R AR
FEHREEEM. Bar\h BB LT &R T 30 &
(DMMR H:H A &K E A, K LHERBEIDGE, £ DNA &
il 3 AR e R A O Y R AR R DR AR . RS A
N L0 RO FIEE SRR T R A B R O R RS
MUEARERNERT . (DS E )R8 BE F 5040 i
RAR 5| e T IR B IR 287, R 5 P etk S
KA A A M AR R 2L O B A K AR SR TE B, (3D F5 T
1& 5 56 D) e i B W] 38 o — S8 BO W an e AL 1 51 DNA 45
i SEUMETE L. (DSBS R 80 25 9 MR 0 a8 4,

S 575 T 00 R O L DA L R Y R A
2.4 AIREHAEST AN IR AREA A 5 — A E R
PRS2 T 20 M 09 1 38 8797 . Bim-1. Notch, Shh, Wnt %52 i@ %
X CSCs 1y B I8 B k47 % EEAE M . Hedgehog 15 5 il i /2
PABMIGALUM AT S RPEEM R E N R, FEEFES 5
T Shh. K Z & patched(PTCH) . smoothened (Smo) , — £& F [i]
138 23 T AL 55 3 X T Glis d- . — A Hedgehog 15
5 3 A A 3 0 B A 1 Smo A RE S ELE B R Lk L H
TE SR 2 T T A 4 4 b Hh {5 514 530 8% 19 I BE AL R i
KW 5E . Zhao Z- HF 58 & B Smo 22 #K i e 4 & 1 1+ BCR-
ABL 8 (18 FH o 458 35 1 i 1 200 i A B80S A0 D 2 Sof 1
REWRAE M (CML) A5 5, thAh Hh {551 558 6 i 90 3 570
TS T /NEURT A CML X 585 J8 B T 250k .
2.5 UmRIEETEVENG R IR AT — P AR 0% (A AE I R R O
WO WEAZ IR 28 52 A 0, LA 300 T S)e i O My — A SR g A
fL W 3% (TERT) FIBL T RNACTR) 21 /%, fE % LA [ 5 #5447 1Y
RNA g 59 5 54 BUsR. DNA I 38 00T G (0 4 oK o 4 ¢
vity A K BE A R L PR YL LR W B ST . St Y B b
AT B A 1R A A A 1] i 98 e A 1 SC BB IR PO R Bk — s
S 2 2 A 346 B A A A s A A 3 T A L 3 R R 4 i
S22 A IE R MR AN JC o e e G M R R ik TERT. 90% L b
) P i s 440 i JC R CSCs i 2R3k TERT I B A AR i 19 i
WrEEEYE, DFSE R, TR Csuramin) 400 ] s kL B 69 15 Pk 5
FEAKAFME  7E 250 microM F1 175 microM B 757 W BH 52 310 i) i
ST R P 5 RIS SRR C6 BR A 8 K R MM 3 - . g AR
TR 245 v R VR Ry T AR TR YT SR 5 R Ak M £ A 56

Bk _E IR HLHI AL CSCs 38 7778 HAhifit 25 AL 40 41 i 38 5
b T Go $91 . IO IR S B i) 4 i 14 5 R 3 04 24 W 24 Otk AR iR
i DAN 1 +b 548 il & Az T P AR i 0 g 25 9 04 30 A5 s 2 5
FUE STt | P2 SR
3 PR CSCs it 25 14 5% 8%

CSCs M A48 H H2 4L T 2 Mk X 407 CSC A $E5 FI7 %
A LA T IR 244 K 10T 97 1 R a7 R B R SRS . MR CSCs
B A W22 e L AT E A — AT IR A4 D i R I
3.1 ABCH:BHEIMBIF  ABC #1584 (40 %0 09 v i &
TR FXT ABC Hi2 A DI BEAYIALL 28 1.2 {8 ABC $i2 H (H4
G PR AR 2 Z R WA T H 507 259 2510 sh 1 2
AHHL S SR T B 2 A0tk , ABC 532 85 400 1 300 9 T 50580 2
W T —EdE, tariquidar(XR9576) 42482 2 W 2 A4 357 B 7
At E AT B AT A BRI IR A A T S Pogp H 4RI
F BRIl P-gp 9 ATP BEIG VI R SC BB A PR 2 K&
WS AL B S5 25 W B 305 T R A T 24 R
Hu %5 BF57 & B Akt 5 53 [ G805 1877 SP 40 i (4 25 4 &b
HEWE ) AL o ABCG2 78 14 0 41 i (4 5 457« [R] B 380 3
BT A0 Ak {5538 B AT LA b BT 3 A MHCC-971 41 fifg o
B 2R 1 DTG 38400 245 90 9 97 4K
3.2 WTAYT CSCs MU Y AE A 5 5 V0 5 7 6 25 4 L)
YR A R B e A R 45 O R S R A T A L A S
PEEF B E CSCs HFATIAYY o Mtk I 25 K 56 3 B ARl 4k
I A B B A A T B LA R AR LR B 7 A i 2
P S JE W B R R A5 O R SR 2 A TR TR T AT Y O
L& W FZ A= K ]l F (vascular endothelial growth factor, VEGF)
AT N R A0 R S A v AR I AR K R R A — R
T, T REAE 2 B A T R O IR MR R 2 8
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W50 VEGE sl H 32 (R FE BT R . U2 4Rk A RNA
THRARSEAT U MRS 2 B Z EALLRNA T
dsRNA 7E mRNA 7K _E BH 1A OC 2 P 3 15 1Y 2 72 L 2 — T
LA LR BH T B R . Mulkeen 28 Y5 45 7 58 19 BF 9% T & R
VEGF ¥ siRNA 7] LIJUER VEGF 1938 3k H il i 5 Wi 35X — 35
U/ 45 g i 20 L ) 3
3.3 QRS REE SRR S ] CSCs 3R MR 57 1
IR R MBI, F5 T B B LT b I8 40 0 7 A= 40 B 6 9 1
W35 Al A T 0TI A R A0 B . TS AR T A A e
(prostate stem cell antigen, PSCA) J& Ay 51 i3 40 g 4 A /Y,
PSCA 7 M98 A= 4 25 FN IR IS L2 — A 2800 T0000 46 A L 72
LAPC-9 i # BB BY e S T L sg BEST AR (mAD) 1G8 5 PSCA
TS PEGE S AT 0 MR AR S R R AT A B A e R
w1 TR T A
3.4 S TARAY A R T Sl 3 B T
HAF IR IR R B (niche) . CSCs 1] BE £ 16 7€ 5 % (4 niche
T X S5 Y niche BEABISES CSCs i1y B FRTE B, M 10
Tl ek 7 0 A L S ) CSC R B E 40 4h a 4 A  B i A
MOAERIFE T CSC o™, e EL e A4 H %S
ARG T AP BEYE 1 I CAML) , 3 % oAl i i o A5 — =BT
4. Hallaert 25U 4 58E o~ Abl SR I 57) (B 5 4% 2 5k Vb &%
Je) Rl 2 B CDAO A5 A 25 M 12 P - 6 I8 1 3 i s
it i 4 58 HC T REVE FA AL 38 5 o Abl I 0 1 700 5 e T 40
JL RV A TR BT 55 LSC 404k . 0 AT 3 5k 48 i P 5~ S5 A
CSCs 434k . 9K J5 I P48 58 401 10977 245 9 24 BE I e At i
3.5 iR EEE T RTATSE LA B0 Sk A R 3
ZA R SERZAT R (ASODND L /M3 1 1 4t RNAGsiRNA) |
SR AZ i 30 7 SR WA ) 45 Hob RNA THE B AR TR
R I B R R AR L o S M i PR AT A 2 5 B . RNA
THL I B AR BUEE RNA 75 & By B HPTER, 512 0iE RNA
[R) 7 51 9 mRNA B FE i, DTGB 17 8 22 Rk . siR-
NA 2 AT Z p sk i3 ) 5501 . Rl HTERT (9 siRNA
e e NFUIRTE A0 MO PR L BLRE A R R I HTERTmRNA
e U (N R e D K R O -3 O N e
R BT 12 B 2 3R A sIRNA 16 5 1oz T 6 B A7 4380 3t 410 7 o A it
B e TT L 38 T 00 i R A 1 7 5 L B0 A PR g -
3.6 AR AE Y & M T 4 MBS A (hematopoietic
stem cell transplant, HSCT){Z 8§ K 45 F 3k 5 4 1F % & 1l T 40
JE 7 BB 2 28R AR o Ak (IO 97 i o 3 ik A U R A A 2 AR
AL DA AR 00 i B 366 o T 0 o DA T 08 A8 525 1 8 19 365 1l
FARPEDIReAF LT £, 5 T 4l e #% 48 (allo- HSCTD) J2 IR YT
T Il R G PR PP A B R R ) — R . T
FRAN A2 SR T FBCA Jr 58 CIRIS 1 52 i 2 1) 22 Jon 27 W 1t e
Ara-c) X 12 1) A4 1Ml W A8 3 T 4 BAT S B DR T 4 R A% 4
A G55 30 RIFUA L, T bk 2 40 i3 (DLL) i v » 45 5 0E B 4k 75
B S 2 T 40 B9 A2 48 (non-myeloablative allogeneic stem cell
transplantation, NAST) ¢4 DLL 78 J7 3% 1 Ifl 3 0% 4 4 v 5¢
T LD AR AT TR H A AT E KT A R AR
PIoi i 06 (GVHD) & R A% .
4 B 2

CSCs & 4R H L 2 AT AR 98 VA 7 T #0281
R #E—2PWI5E CSCs M 25 ARG AN ML A= W) 5 L 03 T A W) 2K
78 LA R S A S e 3l P 2 A, A2 CSCs M 1) R T R R i
B ATXS T CSCs BYIRYT I A7 L8 2075 i P 14 [) R, Qi 1oy 32 40 4] ¢

FTHREF2010F 3 A% 3945 54

SEPERRIN CSCs 2 18 #1049 LA S 47 Hh 43 B FN 28 58 CSCs; /BB
A BEARIE 25 W e 4% 5 Mk R B8 CSCs T AN 52 W He At 1F 5 T 41 g
DL Bl HSCT B AN KSR A0 688 6K A D XL 8 4652 , %o sk 2 i)
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