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Abstract: The investigation and study of cancer stem cells (CSC) have received enormous attention since the theory has been
proposed, but remain topics of considerable controversy. A correct understanding of the biological characteristics of cancer stem
cells and relevant mechanisms, to find new ways and methods to cure cancer are currently the most important direction. In the
following text, we discuss the origin, the identification, regulatory pathway, micro-environment, the role of miRNA in the CSC
and the new potential therapeutic targets elucidated by considering cancer as a problem in stem cell biology.
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i ged R )2 B BE S b B B S | T g BRI 2 —
SE NIRRT 4 (cancer stem cells, CSC)fRUL, iZ ¥
YA N S 2 et — RE DD RE S B A A L 2H 0k, R
A — /IR BA T An M AR R g AN A B B 3
SRR 23 A JA [ i Jed 200 L BE ), TR 2R AR 110
AGPERG I AR 78 RS AT AR T rh R A TR E
PEAE T2 R BT R —/MEE CSC 4 S HE iR YT
Jr e B T S, A R M 6 T e 1
AL THA . R4S CSC B R H I R A A 1R
2 B ) AT e, ABWIAD B B9 B i o R
SePEHRE ] CSCORIA A MR A S K . A 2
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2 80%, 5 A b Bz ZH U SRR A 4G LR | i
i AR A g AN B SR ARl H 2R A
SRR S RARAR AR DA RS PR e 3K 338 T L] T i
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S A U A K e A i FVRBIR 522 & 1) 528 2 #HL50
FRIRANFLVEHE AT LA DN (4 S AN [m] 4 ST A3 7 4
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i = 200 A P ARE A T T e 4 ke, DX A e
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I ARG — S Gk i) e CSC RS E
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W, KRB AT =l CSCETEMR B DCSC P51 H iE
W AR T4 (normal stem cells, NSC) & 4 5848
Z RPN E G NSC IE# A B 5L L] i
VO T 5 Ak R R 1 CSCy RN I FE 43 Ak it 72
o A B AR ARAT F R TR BE T 2k oAk B AR R
CSC; QR AR ALY Kk 5 A 345 3 33
BORAMERE ST, R AL CSCRT, R CSC iR
NSC fiEH 2, CSC 5 NSC A V5 Z M Bl B4k
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I P ) S R TR 0 T B A Y R R
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T T AR AT AR TR . ) 231 A AEL 40 B [ R 7]
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Py 40 i 5 TE % T 4 i (NCS) A 14 2 A AL
[ 5, CSC L RE M o A 38 58 AL oAb RE ) 7= A=
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(it 5 CSC 1 DNA & S AL ) 5 305 44 /2 40 e
PB4 A R RS BR RE 0 SR ¥ i DNA M1E K2 e )
TSI YT R4 RS | FE s 21 2
FEARTE A WA LA 222 S5 ae ), mi
EMT (epithelial-mesenchymal transition )il % 5 CSC
FErEEm I &, CSC iE BRI I BEZ T T EMT &b
FEUS] Hermann S5100% B, ARG AR A — 28 F
PRAYIVAE CD133*CXCR4Y, Bi T HAT CSC BYHHE
Hh, BAHEEAL T MIERER LS, CXCRY & —
Fh#afb N 13244, N CD133* CXCR4* WA 41 i
Al LASERS B b, R A4 25 i s AR )
HASRE I TR, BCSC ALK, CSC 41
WESRAG T 40 MaRE Rt | b i Je 40 i 20 29 1) Ty
FEBCE [ N AER A R e A B, (HSE A
TS5 AR CSC e W] 2870 rbgg v iy LR AR fh 25
SEAS A, AT LATE 1% ~ 20% 35 B NZAE S, SRR
JeE H ABCB5* 2 CSC 19 L #EAE 1.6% ~ 20% 2 [H]
ZhlgdEah CSC L2 1.8% ~ 24.5% 7%
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WAT T R RO S VT /N> T RNA
Z: 5 AT
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AR i BB /N> T RNA, KEEZ) 21 ~ 22 %
TR (BT 20 MEHRR ), B o 55
mRNAs Ff 5 PE 9 5 5 e % 5 B 5 mRNA (9 [ fi
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PP EAE AR R F AT R E AR R
YEH . miRNAs FEPH LLHLPE DL 2248 D ol BE PR i 45
LML RAFEFRM A, i 4 K e T
FER ) B X, K22 A RNApoy I 5% 5% Hoph s T HiAth
FEDH IS PR R BT, T A A A R
FORMITENE, AL 30%KE M 122 miRNA (1
¥, miRNA TEMR Y &AL R F iy i e
FEA A, —28 miRNA 75 Y 2590 9 25 D) £
o, KB4 miRNA DA 88 L R A T BE

WAV R ™ let-7 7EFL IR I8 M e 44
4l }fd (Breast tumor initiating cells, BT-1C) H1 3838 F
P, AR TR . AE BT-1C Hid 263K let-7 REHD
il 3 RN R BR AR T BRE T, DA RS R
BB TERITEFERE T, TEAEIPIE AR 4G 40 B (non-T-1C)
il let-7 B 23K non-T-IC #) H & 5 ¥ e 1115
7R, M H-RAS A1 HMGA2 5 let-7 £ 1 4H
516 BT-1C e TR H-RAS 515& [ & 8B bE
IR, XA = AR R i, R Tet-7 3 4o 412 )
JEFE BT-1C v 22/~ #0 J5 PR 8 4 I [ 3% 580 A
A3t A, H AT L miRNA 78 s 20 e 4 1 e
Bt B R AR,

ORISR, AR LRI T 40 M miR-
200c-141, miR-200b-200a-429 5 miR-183-96-182
FERAKTHB R P, Horb miR-200c 3 4 2 ] 378 425 4
FE 40 i 5 BE ) FE LD BMT1 S 8040 161 ek g
S LRI MG B R B TR B RE T o A R AYZ , miR-
200c XF 1E# FLAR T4 A AHUPE R, $8R T
CSC 5 NSC HyAHEE,

Z AN R pS3 PR AY miR-34 5 pS3 A&
PrFEVER 76 5 9 T 40 b g %58 miR-34 AT LA
EREARE T ALY B 3R RE S AR ER e R K
e, MAE p53 Bk iy B 40 b miR-34 2K
F ik, miR-34 J& il & 8 [ 49 ] Bel-2,Notch 5
HMGA2 1235 28 52 AR Z4CR . miR-34 7E iR
Jides bt B IR A REE  Ji ARSI I 5E 2R
CD44/CD133* MiaPaCa2 [FRARMR T-41HE R T miR-
34 G 1 FRk miR-34 JEAMEM AT miR-34 $E[] T
4 Bel-2 Fl Notch1/2 i 87%IB CSC 5%,

16 N e 53988 T miR-326 F1 Notch-1 JE i it
UG IR H , Notch-1 55 #1438 15 410 ] miR-326 (115
Fe IR IR MR, 1 miR-326 AT DL [H)
i Notch ZE FIAYERIL ) B¢ TR CSC 4 Ao
miR-326 Ji5 W 4 B 1K I 08 CSC iy AR A1 1k o fig

J3 AR RN AT DAL % Noteh-1 JIrIRTH 2,

Brabletz 55 7 WF5E 2 BH | 76 R g A &5 B9
W, IR CSC AMAEIT AL By T EL D ZEBT REHI I
miR-200 FK % F ik, 1l miR-200 % (1) miR-200c¢,
miR-203 1 miR-183 Pp[a] i 4 SOX2 K14, Bmil
ST MubR BB, G S ] ZEB1-miR-200 2
%, ARk JR I R S DR T R AR SR

Lin S5 30F5% K BR, 1) B2 B T 1 200 if 22 2 e
miR-302 A] 5[ CSC 2 A 114 S [ ik PR ot g 2
T AL WG T AR Z 05 e T4, FRA mirPS
Y, X FEA M T miRNA 78 Hed T 40 B S 0F 5
T-4n b o 4 A A,

B & X miRNA i 6 1 20 Jf AIF 5 0 A T %
A miRNA e Mg 40 M B 1E 5 4 i 8 5 AL
il v BT AR 2] A R Lk TE A TR R
A bRt R SR SR ) A R T
3.2 METHBPHMREESER

FEWFIE IR T A A S LR A 2
WEHEFRIA | 2R IR % T 40 A 3 B ki) =&
LA 5 3 [ v R SR [N e A 2R S B I R
BLISAL B B | AR S SO ) K A bR 4 B
R RS S 5 A wat Notch .CDC2 Al
EGFR %%, 25895 20 Mg A 2L R 8 S5 g 2 24
M ownt {5 5 38 H O HEFE [ B-catenin & BE T T
B-catenin FFNHIFER APC 15 AREFF 2 B-catenin
AT PN )RR S T 0 200 S 1 A O R
27 Noteh {75553 % 76 48 1l 18 1 410 A 13 3% 5807
DL R 845 ik L 200 B 1 e 2R sk L &R i AR
FHEANEH , Notch 10 [ 19 328 B2 305 45175 5 Ik B9 1)
7 A 0T A L S ) B 1A R T UK B (cell division
cycle 2, CDC2),J& T Ser/Thr £ F I B S5 1% 51
400 R 1 Cyelin B U S8, ARl 20 e
HEAFGEH M, FF5Z CDK Ml & [ CKI /17
R 7R A BRI  248 P AT, FEA
KPR TR CDC2 il H 1 #3A , Nozoe 2511
E R 2877 200 M J 98 P A e Ao e o 3 PR e 2k i
R T CDC2 HE A 50 28 140 il 7 A A OG , 42
7~ CDC2 A A GEAR & #h 28 1 40 M 5 0 28715 4 jl
Ji2 55 J6d RS U5 AN M 4y Ak B 3 W) R 4% 38 2 EGFR
(epidermal growth factor receptor) 3 i 4= 4 K+ 52
PR (EGFR) 5 555 il A2 78 s 20 it () 34 5 63475
B2 (=78 B A T B R AR %
PERE B T EGFR L& AEY 3, 5 EIE 4K
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IS 200 L Ao 2 A0 B A A R R T A A S e
R YIAIC . FE MG 5 2 Bl ) i A N 8 e A K T
PEIEAM A5 . BRI 1L, IS5 HLURIEA
X, B AMAAT Shh i PTEN i J% , NF-«B 2518 %
#5 CSC SRR,
3.3 PET AR SHREAE

CSC RO BE (P LT 4n it 4nf IR+ i
U7 240 JEL . PN R 400 R 400 A7 35 I 45 2 A ) A i IR
) & A R TR R A R 2o B bl 2 R A A
FH 1 A8 VR SURAE iT LAB | R i &b B AR
A S 10348 S8 AR OR A B I 1 4 L Y T
B, AT TN R — 5 THI AR AE TP R o A 5 I Y2 1Y)
[ e T4, 245 a0 858 Hh A R o 440 i 2 A=
A Ja A 0T Re T EA M R ) & A TR S T
YL ; 55— 7 T SAE SR BT P ) A R T REAS R4k
PR S ARG AE A IR CRE S E s, FEL
1 HE T AN 55 AN A S, T MR

4 Brs T omiety dee g oy

X HE CSC A=W Rk DL B A5 538
PR ETR AR, £ %F CSC 4 i HLEl , -3
SPERE W] CSC 2N, BT e S B e B A
FUFn&sE, LRI g A 3 AE B {5 S B an
Wnt Notch . VEGFR ,CDC2 NF-kB UL & PTEN 254}
FE IR T4 AR Y B B R R E AR,
IR FH R DG 4100 1) 245 4 328 485 e ) A ) 3 S SR 3
B JEIRITIRIE I Al AT T B, AHOCHE ST A | axin
(B-catenin AR 7 ) I 8 506 AY Wit 55
T, AT DL R A1 I Y CSC 3 5
FEAR 31 Notch i % y—47- W (y-secretase ) Fll il
# GSI218 AERFAE CD133* (4 e, FRFEEL
(Hedgehog {573 [ 52 4& SMO 11 K AR il 551 ) mf
it e JERE 3K A TR ) A B T e

AR H AT R LAY K ER 4 CSC FRic 7 NSC
WAFAE, HFEF E £ CSC ¥ FAric ¥ & B,
CSC tric i AU G T s, DLm R T Atk
TP 10 T 4 A P A B 3 CD44 R R
Jin ZETVR I HOO(HT CD44 11 BA T B4 ) fi
AR ) IS T AR, BRI T s T AR Y B
K HMEE R R

P CSC bR IR YT IR AE 19— Fh 5 s 7E
FILFH 4 B X4 W R 6 97 St IR 1l s 8 2

o, K2 90% 5 H RIS 58 M AL 70% 11
PAREA, 2R R TTEEE S T F s 140
ML oA, B IR AR B (BMP) RETS 3 28 i A4 4
JL A3 RS T IR o A L, 0 1 e T, BMP i
PRHE CD133* i g 4 i 1 434k , B AR L 380
[FA R

TR XT3 T 40 A P 1 R i o A
MIVEF o BIFFE R R80T s %) 4 7 2 1 FE P
B FLRR IR A0, AE R A R BR IR IR E & Ui T
S L ) U A AT RE MO T RO, $RR AT LU i
MR TR L A, IR ENA R I TR TR
Hi, fEMZERGEME T, CSC A7 T & 3=
B ROAEE T, PEL R AR W] BB 1n) iR T
4, H Erlotinib (BE£EPER) EGFR Fil ERBB2 fi%
FR I 7 ) B¢ Bevacizumab (i VEGF [ 2
SEREDTAR) AEFRS MR GRS T A R i A Y
FETR R, b T4 M £ B B B REAL, (R
S0 1) Jibgg v S A3 A B A B B AN T, AR H
PEREMEHOAE FH T s T 4n

Zr BTk, AR H RS T A i ) 5 AT
FETE—SE[RIREGN CSC i o g 44t S 2R 20 B T)
B CSC L RAREAH S K 0.1% ~ 309445,
5 CSC % R R IRIME, R 280 141
MR AR IR AT, SIEW TafA 23t
P Bl = AR AR IC 22 5 R ke T A e
FHCHRHLH TP /N T RNA [ SE R
WA T — 058 . (EFE X g+ 4 i F 55 R
IR A AT i T ek 8 4 L B R A Ak
HBELZITHA TR EmERZNIR, T
R ARV X bR T 4 R P R S 24 ) 82 Wk R ke
Jifggg B TR , 2 W ANIR YT B UG VA A TR 5
el , Sy JI e R0 3 SR AR i

(B B L RFEHE S —ERESHR
P B AR AR R AR LA E S BEE A
B 28T 6y B0 )
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