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METERBEFRRININMRER

X R

]

O3B TR R Rt = Bl 200433)

WE  ME T4 (Cancer stem cells, CSCs) &R+ 2 H R EH . AXFRDZEEHF 2 17 70 I BRI — /NS
YA, BN RMIE SR IR RS DL R T IR R R . CSCORES B4 H A R B TR R T
PRAL TR, SORTEMIR IR T R B T MR AR AR R b, SRR R CSC O RIMRER, (B
CSC [z H T4 1h B e 4 B B AT % S BE s K it o X5 CSCs S HEPTAL I B A0k Bh T I v6 97 1)

K.

XA MR TAM, FRHRST POAEE fFSEE, B SR

hESES  R730.1

Bl A5 0 R B TR IR, R S S —
/INER 43 A v ES0UR A 1) M R A B B A IR R T A M R
R WA ARG R Z W 4eae )1, #
FRON IR T 41 Bl (Cancer stem cells, CSCs)Bi it
ahAn At o R T B 0 R B T SR A TR VR I
HAAEHEENE L. —HUSR, BUTE NIRRT
“REMFBZ—, BRI Z MG B
HIBIF T2, $em Vo BHENAEFE. (HE,
JRE T JE AR I A UL KR 22 IR S i
ST A2 R O VR T B B R . R A
NES IR o AATTER AR R 32 6L T S —Fh A, N
VR IT FERE TR Ji A DAMEIRIT IR, =
SROVE IR AE T MRt e, 980 iR AR AR, (H2
BT IR T4 B AR AE, AR B T80T B R BRI
HHPE, fE—IRKVE R RS FRE, S
TR /1 PR T MR E K. W& DL E)
7R BT 200 hela 400, 2259 10 4K 4 Gy MU/,
1% 2H A B v N BR A P9 A L B0 AR LT 2

CREEST a0 o Bk, 7T CLER RIS 6 7 B
TR IR CHTRERAR . BRI R K
(PO, B T e KT LY KR 4 B o B 7 B
AR LA IR IR T4l B ) A 5 T DURE I (R X 3, T
XU HEPTHL ] IR R AR R M TR AR
IR Tt F S 2 — o JEAESR, CSC U
PURINLEIEF IR 2, A I B SRt i
WA, IR, CSC 5 Non-CSC X [H

XUE AL, A SOl B AT Fe 2 i 5 T i

1 CSC B Exagta0ig™s
1.1 DNA 518 & 5 4mAa E BArE S

N AR RS2 H S HE ST 5 T I . DNA SUEE 1) Wr
2, BB AEOE — R ARG T, FH A B,
iRt DNA MR . WREE MW EFE, &
MIFEGH T, KPR Z 1) ATM i@ . DNA
P URERT Y, WO ATM HETTEOE R — R4
FE R0 p5S3.MDM2. Chk2.NBSI.RAD9 1 BRCA,
T St R PR T A A 2 P A A SRR A, i
DNA &R, 1 AR Bt~ DNA fIE 5 FEL
Tk, B TR 4, 5T CSC, DNA 1)
16 52 0 JE) B %) BEL 7 A R s JHL A o R A 1 )
%o Bao 25U TR FL R B, CD133+ 5 5
T4Np5 CDI133-MIZn A bk, FAE 52 3145 i 5 41 i
JAMAR A SRS T Chkl. Chk2 JEPERESE, DNA
WESRMBEEEME . SIEM T CDI33+HHK
BTG Chkl. Chk2 675 s s v s
SHonT EEL A S B BB U 4 0 . Wang 25 PR 7T
CD133+/CD44+1¥1Hi 71 e 40 i, i Chkl ik
Ja, FESTFEUN G2/M HARH AT &, DNA #iifhie =
W, AN TR, Yin 25 ALK MCF-7,
MDA-231 F1 3B CD44+/CD24- K40 i, 2 18 5
ATM 15 5B G L Non-CD44+/CD24-4H fif 1

FAEE X, B, 1988 4 H i, 2011 SEEN T 58 PR IRIRER AR, H ATk T 55 — % B R ST B2 22 20t

ERLA A, ST ES R
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i, P ATM JEIXFAR SRR X EEHE T
ANTR] P Fob 88 AAN [ AL A e e 1 240 i J) 390 9 2 A
DNA 4 (FE ZAE CSC Fa Rt i A7 EZAE .
XA LS TBUR VR T IR , TR AT CSC 34t 1
P RE AT SRR I L

1.2 BESER

FH, B 4 B AT S R A PR P AR A R,
AT H B AR o R B AR gk, FEAERER
HH %, WREEE R A H (- OH). /K
A TSR PR MRS E B, KR
B 5 WK o AR AT R I e A K 4y 1 1) 4
P, AIELTM IR IR, S5 DNA (R IE R A
Wb R AR, 5l A . MR
JtSE R o) i, TEBR — RRBEWTZL LA K. DNA AZH IR
Bl 1) BB AT U BE T 4 4T, SR 2 5| L A M AR T B it
FEZE AR o ST 15 A2 8 S A 20 o R 400 P 1)
BAERMLE. (HARE &6 —EALERN RS,
AFE A Y E A EE (SOD). i EAERE . A
BRAE, EENERRE HEER, AT S5
Calabrese 25V B, CSC Az T & A [, $27% CSC
e R e A 2 1iEE A B B (ROS).
MRS IS N ERGFH S, BAH R
(AL TE RS /7. Phillips 25V ALK MCF-7
Yt CSC 4 yd e H /KPR 95 CSC
) MCF-7 1k, #4510 Gy W85/, MCE-7 40 %
H ) ROS 7K B S2 38 /55, {H M MCF-7 43 25 1) CSC
HIA LB B 02 . B CSC [ & 1] B 1R 38 1 AL
TR RS, KIEL IR S CSC bLt 3 1 i3 41 i
45 TE ROS Bl AR 723 .« Diehn 20767,
i 43 B CSC JE T BA ROS TERBRIIEI, KB
CSC [IIETEAE JIURES, WS UM n . Li 250
PLKIEZRA/E AN ROS FIAE G, AF T I 3858 41 g
SGC-996 #fiffd Z 4> B (SP) 4Hifg, AKI AT
B S 4R G2 K o 0B CSC NE TR I I RG]
PER—/NEE S, DSk CSC 418,

1.3 BiES5EsTRin

HI% (Autophagy), se4if i 4ERr H &A1
A E EALA . XA N AR TR R, W
YH R ds Sl It 45 B BB A7 AT Ak T
WS AR E Y. BWAH—MZEERZ 2
PSSR A A, SR )G, 2S5 5 iR
&, N EY LR AR R, HNEY
VR A, RS DA RI . E W] 4
YU, py s s, DNA #4504, ROS 5]

WO A5 MR 2 & PIBK/Akt/mTORM®, mTOR
(R TE AT H0) W P A . A VREEAE R R
YH R S T TR FEAE A, SRR IR 1R Rt
HHRHAREEZ . ANSMRNXRBNEZ, —
PRI AT 988 (1) 7 ST A B B A o 5 e o) ) e de
AN, WREE MR A K, R R
TEREE AP BT, B W AR A —FMEL,
58 Jes 200 PRI 3o 19 Wk i ) P EL v 3 R A R
IRV e R AR, BRI B X R A=
KA e P, e 5 2 s 2 M 2 TR e,
Al RAEAE SRR R B I i DNAL 2R ki ik
25, 3Rt BRI AR 6 TR L T Cse,
W AE H P VR AT RS B 5 4% . Alexandre 2120
NN W TE 40 P 4 R oy Ak b e B A
o EWE AT AR —Fh OR3P H52 453 (AL 75 32 1440 g
(TP b RIEAE . taok, A DABEAR 3 e
CSC MR f ok rp e 5t B R .
ZHUANG ZPUR BUBIER FURAIE (GBM) £ 0%
S5, CDI33+HI4Mutt CD133-AI40M E Wb,
F mTOR [ RH #7555 M8 = AEH T CD133+/141 i
Ja RELE A4, LIRSS, bb op gl R 5
CD 133+ 41 B JEUH RO 38 55 $2 75080 /0 E WA B
T CSC 4ERFFVERARRTER L PPIRAS, 18 RdR SH4K
i, TSR AW AES] S CSC KMk, BB BUHE
IT IR

2 B85 CcSsC mEitniES@ng
2.1 JAK/STAT (5SiBE%

STAT & —FFE TR SRR RIS
SIEE AR NI RE S 1. JAK-STAT &2 —
&I 5RREE. . BT, RIES MR
S PR AR TR, IR AUA A B
15 5 Smal, MRmEKd, BAANERE
BRI VS VR A R 52 4, 03 i AR K PR32 4
(EGFR). /MM A K K 73248 (PDGFR) %%
n] AR AL STAT3 &, (2 dEHudi T 3% K 4 Bel-2
SRS, HERFMR A K . JAK-STAT 7E CSC [
T AR SR B EEAE . Hsu 252
/gl fiEE (NSCLC) 4y 155 CD133+H A
HRESHUER M, 5 CD133-MEL, &I CD133+
R IE OCT-4, HA T =K T KR STAT3
(p-STAT3), T L. STAT3 HIFHMFIFH & 1,
CDI133+4Hfirf p-STAT3 /K V-FEAK, T,
TN, 72 SLBARBER A B (HNSCC) BF 58 Hh 2,
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FH#H2 & 1 [ W STAT3 , W& &% B 1K

CD44+/ALDH 1+4H i st 82 8 1 b ik
2.2  PI3k-mTOR ESi®5%

MEARZHRIEY PI3K/Akt/mTOR 155 i@
PR I RE 1) R A R e v RS B AR . PIBK B e T
BERRIL T UF4rF Akt 05 G IBEIRIL Akt A H
PIME I R ECE BN, KRR — R AR, 2
RAFALHEANM I . POl T LTI 2 2R
AN, PI3K I& A% mTOR, ] W5, 41701 24 i
T, HERAE S AR ERY. Zhan 2P 2 8 Gy
M5t ok ) CD44+/CD24- f1 MCF-7 48 i 5
CD24+/CD44+ ) MCF-7 #Hlfa %t tt, K ¥ CD24
-CDA4+4HIH 1Y Aktl. Akt2 2 AT mRNA /K78 &
W, #2785 PI3K/Akt/mTOR B 7E CSC 4&SHEHL
HORIEER .

2.3 Notch 5S@

Notch {55 & —AMEdE I F2 B AR SF (S
TIEH, Notch ZAREEEIEN, H C imAMF
FEWITE S3 A7 s sk v -Secretase & A E SR ER G
Bt LG 20 NICD #E % K 3EER . 7EIR
Z AL PR R A SR L T Noteh 155 8
%, ERTAIIRRE. FUIRRE . T 2 4 2 Fh i
AN K AT AR R, $I1FE1E Notch 24K
R 57 ek, Ul i R A AR RS Notch
TSI R R R % Y], Notch {5 5 18 ML 18 5H
PR TI 5 7 MU 3 B RS PIBK/AK AN
NF-kBP % DA & R P R 1 3L R ps3 iRIA
o (5 T5IEKAE CSC H I B L Phillips &
HEPY, RIL CD24(-/low)/CDA4-+ 1 L i o ih 4
FYE % RS 5 Notch 3% P 2 R Fan ZPUH] v -
SV B 70 JE AT CDI33+4RM g K. ke
(R4t Rt tHELAE Wang PR 7, AT v -
S-SRI S0 P BB, R I N T e SRR T4
PR TR BB . {H Notch 135 5B 8% T 7 &
%2, STAMAPE R E AL, 1 T B R 1 SE IR
50 CSC ARSI S HAE S 1B 2 MR R,

2.4  Wnt/p-catenin {5 5@ &

Wnt/B (55 F@A EF TR EAEER
X, Wnt/B-catenin {55 1H B FJH0E, X T-4EFE 2
TN fe e I EE E EEAEH, RO&EANLR
JET4008. i T408e. EimT4nie. kT4,
MWAET MR, Wnt/B-catenin {5 5 38
FHEERAETHREER cSC A AHEE/EH.

Tepera 2504 % B 7L g i Y A0 D B-catenin 2634 ]
RH M7 2L B &k & R0 0 R P SO LR IS BE . $ROR
B-catenin 42 FLARA)— AN T4 MIA7 5 F T« Khan 2557
X PR Uk B 40 B I (ALL) OB SR BH - (1195 B
A SH S IR F AL AR AR LG, 2RIE Wnt IR
S RS2 AR B IS B ) . Wnt/B-catenin 7E
CSC WS s mam st 4, Woodward Z5PS7E 7L 1R
Jort BV R IR I Bk 2 P Hp ok IR G B A R R ) A
P, XFPiES DNA i R I s
K, 1M Wnt/B-catenin {5 Sk 1EZ 5 XM DNA
& I . Kendziorra 2B 1 78X AL ST HE
PRI E s M an e b, Wnt #5687 T g0 fE 5%
¥ (TCF4) FiXEM T . JIBK TCF4 5, XA
Y B 0 i S R RO PR B D . X L E B RH
Wnt/B-catenin {5 5 i % 7] 5 & — M40 CSC U Bt
TR (R R

3 MEMREHEMES CSC S5

—BNA, MR R AERR R AR R
FREHE, B 7 A M AR B a8 A 2 1) OB RS 508
PR SRS, HE R RIS AE e rp R T
YER . B IAEE (Tumor microenvironment) 5 ff
SRS S E AN OB A 2 o, HA &
ZHE IR dHpsEl i (ECMD . {H CSC
(AR SRS MR A SR 1 2% 2R B A E N AT 78
Fei b, ARANTT ZARH — N F 8, CD133+ ki
Jo 240 L ] R g 1 R B DS, LA A 2 B e
o3 4 0 5 0L P R 4 ) T R A AP, x4
7N, CSC AN IEH F T4 8L, MAEE—idE
G “5”7, R HYERFTME, SRR AR5
SHEPT A BEE .

JHIRE A BT (I FT 2 485 R 4 i 4 K
PRI AR R AW RAME R, ZHmid
BRAR A 0 A M) 3 52 B I (3 4 e 2600, 4
G = AECRH 6 IR 3 2 DR 1 HLIE 25 a2 S b e 98 4
505, ek . Li U T IR CSC
55 Non-CSC 2 [f] HIF-20. F1 HIF #%33% [k 5 3 K 7K
F, KI CSC = Non-CSC. i H, F# 7T HIF
KLz G, BIKT CSC M. HZ4 5 CSC 48
SHEPU BT RIS R R B, H 2 R RIETH
B %2 1) S 6 RAE B

R A BT FR 6T CSC M 2 1) A2 45 Fh 21 g
A 43 UA TR T, AL HE IIE Y R AR K P (VEGEF )
TGF-B, EGF % . AW 7iiE v ™csc @it 4
VEGF KA 3t i3 & i /9 A= i, T RIS, VEGF
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AT @ S Akt/mTOR JEEAERE CSC AR - (K
ULAE CSC 2 FIARSA, P @Rt Af B 2 8] (1
F, ffi CSC BLLESF. XM Z A 53
VEGF [W5r i3 %, #&im CSC Mt T-Re
—HME (NO) 2 AEWNTEERI BB Z R ED
SN TR, BCRE 20 2D 80 AR T
1% 2 IR (R A 5K 85 1 Y, e i 2 5 LT
FUHIRN, BRI NO X T s it A Kt B S 2 E
HY . Doit*Vil i v B e SR 61 (A R B, E
KRR B R IR (AH 136B)2H 2R o 50 e WA
() NO =28, 15 F s AL AN 27 135 B A8 J R ok
Fign g fEE — ARGl (INOS). Keklikoglu
SISO R, E SRR 2 NS e . RIS
Mg e SkEERE . FLARIE. WEDRSF, 3
Fit INOS 5 A R . NO ] 3 il e 2t e
) L LA ) 2 0T, SR S A Th1/Th2 (L
AT, A R T R R R O R R . NO i
R HEE L IBAABLAE CSC T S A 4E RE
. Charles Z*F] PDGF %5 117 B 98 W S 6
IR R B TR ) INOS %, NO Al iE it
NO/cGMP/PKG i3 HNEE (SP) 4w iR 4,
HHom I BE A8 77 . R L 48 55 G CSC 4l A e
EHIER . A, AEFIRER NO BEA Ll
DNA-PKcs #& P 7E Y, _Eif ) DNA-PKcs T4
= DNA &R IIRE 7, AT i xS ot i 3

4 CSC 5 Non-CSC Z [g|fIW [E)4E35

Ghisolfi 25PN w400 Hu-7. HeG2 i
Non-CSC £ 4Gy W5t )5 7 K, & DU ER 41 i 2048
SP ZHMI I %, SOX-2. OCT-3/4 %40 i FPEAH
K FRIE L, RHEESEZHE T Non-CSC 7] CSC
AL . AU, Lee 25025858 F TNF-o Hi% 5 H!
Non-CSC [r] CSC [#4b. LA Rgh Bxt AT R
CSC K HARSHHRBTAIALHI B AL 3T i B . ik 2,
BTATNA CSC A2 Ma b — B4 e 4, /2 CSC
1] Non-CSC AW/~ A (e RE I 2 .. Laura
BN A FRATE R T Non-CSC [i] CSC #7481
AIREME, IXFE, MFRATTE R85 545 Non-CSC 41 i
() [ I AR AE T — B4 CSC M4 B, T #4344k
MR CSC SLH B R, 1% P03 B ) 8 B
Tzt aig, BF—emEeit:, e
S 4D PR S5 Do 7R ) e S R R B . ik, FEIX
BE A K 22 10, 79 3 AN DRI T R0~ 7 ST S 1 -1
AT CSC LA S AL RS I S 8 8 S5 70 P e ek
A ERE T R LS

5 RE

IR T4m i (CSC) A2 T 4F Sk I8 Ak i ik 78
O, FOAE S N N RER @R, 697 MR
B 7R AT . JGHXT B R R,
R MR R MRS HCPT ST 1%
R . LAk, BEEX CSC WFFIERAN, CSC
SHEFHRPIHLHI O R H ARG 2, X T/EAAN
3878 CSC HR ST U B[R] It 22 3 R VP 2 300
I AR AR P 5. (Hl T CSC &
H BTECH A FE R, WA IR 2 AR RN 7 TH &5
RefRZE . BT HErmwtseEat, DUE IR &5 W 3
A (1) HATEPr BT CSC # 5 & fE Ut
A1 BITE AR, ANE D ERR SRR ) CSC
BROVHRERR, A o T, PR T
Mo, BT, Bk, BrLAHULE A fE— B
[E) 5L, A 7 eI 24 %) 46 e 9 e 1 2 5
S R A B AT SR A, (2) KEBBIHFA,
TERBT RN CSC, X—J5 15 H w58
CSC KAWL A I, Ty —J7 T2 e o I8 1) 7%
PERERE &, AT XORBEE IR FBL.
PRl EEE L IRRIME K. EHIER RN K2 5%k
HRERS IR CSC AL L, 15 = Ab IR 1) CSC
WEFED, EAUAR T FHAD R a7k ke,
AFIT CSC FEHEA e 7 R 7 o B i 7L
PIFF AR, FABZE A iR 1) CSC % A Bl
TAF MR K] CSC RS HRBALEI 7T (3)
CSC 3@ BT IIMLHITT 78, AR/ LM E
BB R AR S RO LR _E R4, BARAT R CSC 5
Non-CSC fEW £ K FiL & L ER, HESERK
M E R HEREX AR, mH, CSC HIE®
T4 2 8] 15 R BEAE 58 S BT ML) - 4R 2 B
Z5%. i, #78 CSC. Non-CSC. 1FH 4R T4
Mo =& 2 I X BAECR, X CURIRRIGTT, T
HIBkr R MHPT CSC Wt KIREEEIR S, (4D
KZHII TR RAI T X CSC T3 )5 &5 4t
MG 1 BEFATE DL, HIRAAG W T CSC 30 i
R FERERERE AN, X I 9 7 T A 7 U
IR I T DG PRIE IT I S Bm I . (5) R 2 5t
RV R BRI 2R, T g 1 A A e 2 VP 22 (R R 3
FEVE RO SE ,  TBLAE I B = 5 2 48 A4 T ) o
Fo

M2, CSC AR5 HRBTHLE B T T Mg s
TRIT R R B RHEBIER, Ut BoIE K
FIRE7E 3 . {H CSC BRAR A3 H e 8] A B b e,
CSC SARHHEPHLE ME U2 Rz ik, HEHEE
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Research progress of radiation resistance mechanism of cancer stem cells

LIU Hu CAI Jianming
(Department of Radiation Medicine, Second Military Medical University, Shanghai 200433, China)

ABSTRACT Cancer stem cells (CSCs) are defined as a portion of cancer cells thatare characterized by self-renewal,

asymmetric division and multipotential differentiation. CSCs are believed to be the main causes of tumor metastasis,

neoplasm recurrence and chemoradiotherapy resistance. CSC supports a new view in ourunderstanding of the cancer,

which suggests that only when the "seeds" of cancer are cleared, can cancer radioresistance be effectively overcome.

Here we take a look at the primary articles in the literature studying the mechanism of cancer radioresistanceand CSC

and summarize them for review.

KEYWORDS Cancer stem cell (CSC), Radioresistance, Cell cycle arrest, Microenvironment, Signaling pathway,
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