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[ Abstract] Breast cancer stem cells comprise a sub-population, which enables the capacity for self-renewal
and the potentiality for differentiation and high tumorigenicity. Growing evidence suggests that breast cancer stem cells
most likely contribute to tumor generation, progression, relapse, metastasis and therapeutic resistance. Herein, the recent
advances in breast cancer stem cells were highlighted in this review.
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Z%Hﬁ%@(aldehyde dehydrogenase, ALDH)
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B O Y R PKH26, X AP 22 G gLk RE

AR D RS g i, DX A2
anff 7 R, AHPKH26 LR BE AT 40 i 57
Ve, P A SRS AR R AR R A T B0 e ) SIE
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B, e L IR A0 5 5 45 3 0 2L AR ek o
FAIHCDA4/CD24 7/ Lin™ By 31598 T 40 i L 1)
ij( [8] N

Ak, . S FLE T AR R Oy ke
AR BHAR | RREREER e T AR
SRR S A
3 FIRET AR

KT FLIE TR RIE, IBAEAESr I,
H FTA PR REAR B AT & P B, — P
WIAN, g 40 A ok U5 1 o LR T4
A IR T AR R R e R A5 S i
A, FECT AUE TR AR, R
A FUIR 400 A R Mok i ee . X
PRI — WL A5 A 5 = B 1 FUIR T 4 i L
P T A A 2 ] A ARARL DA R OE SR 4i
MofEig K A am R, 255 & AR 1S
TEILEOE TP Al-Hajj% 2 N, AEET
20 if T B AR U T LR R JEC R 1 1 40 i B S Bk 4
FeL, DR oA L I T 0 400 e 2 1k i S Rl AT 2 R
() LRI T A AR s B AR R o Dy — i
SONR, FLE T i b B 2o b i AR 4 il
2% | iz 18] e Ak (epithelial-mesenchymal transi—
tion, EMT)i/= 4z . EMT 2 —Fh 41 fitd 6 % ol 25
FAEFEIN S . fEAEFERPEEMTR AR d, R 40
Z AN B b B 40 i 5 3 2 () ) R s,



626

XUBREE, 5. ILEREETAREMATERE

Bz A M B 2 B AR LA B, 30 3k T e
i, M2 5EMTH )i R (0] - b Je &%
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bubu i = e Do il ok A 7/ I i 5 1 O Y
J T AN CDA4/CD24 T, 3 SU ity 7 14 4
T LR AR 4 B T R A P B B0 fE R
SRR Morel5 7RI, 1IE Ras/MAPK(S 5
1 S0 i T LAVE S 3R E R AN & AEEMT, 40
J A5 BRI 45, I BFE—cadheringE (1 #35
Wb, WIRE AR, AR cD4ad/
CD24™ % 3 CD44*/CD24™, U WL THERSE T 40
JRLE PRI SR L X SERIFST 4G SR R S T4
f T BEEAEEMT IR, i & 1E 5 FLAR
S o S (S W N SN S LT
4 EEISETABMNESER

HIE®HZLIR T 4025, Wnt. Notch,
Hedgehog M Bmi&s JL AR5 5 18 # A N J2 45
I Rl SRR R D A S DU N =RIN
J, IERRXILAGFSEMEEERDE, SR THA
JdEs A A U X LA E S g
P14 R 5 325 PR Bk 2R 1 AT A L 1) 2L A T 40
AT

B —catenin Wntf5 5 1 F i B 214 K
4. Kalluridg [20] Wt R, B —catenin7E4H
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ISR FLIRIE (basal-like breast cancer, BLBC)
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I7 W) AU — ML o X L g 2 i
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methyltransferase 1, DNMTI1), X245 14 A,
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Snail-GOA-DNMT1 Al AE TR -1, 6-—
MR B (fructose—1,6—biphosphatase, FPB1)AY)3
g1, DL TFPBIMERE . MM S , 1E
Luminal B FL MR 40 i H FPB1AY ik S5 .
FPB1I G2 G 5 1 i 240 e g W e e ot A, 1%
I T A AR R AR K TR A L K Y
SR TN TR R A (PKM2) 726, DT DR 7 Bl
AEE T ATPIIMALSS . FPB 1B 4038 52 7 1l
LERARSE 59 1 (mitochondrial complex 1 )Ji/b T
AR PRI TR R " A . X —FR IR
WIALRE P AR, H95% T B —catenin 5T [H
F(T—cell factor)BFIFIHEAEH , #H—E0E0E TR
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miRNAJE— 28 N VR ) 5 A T4 g iy R
TIRNA, FTLUARSYE “E AN B3R 5]
R f A mRN AR 2 BHIE FEmRNA 1 BHPF Bk B
LG R, miRNAZS S T FL T 40 1Y)
¥ . Shimono ) L BLFLIIE T 405 401k
(). JCEUR M FUIR A0 22 [ A 377 miRN A
KREFAGIE X, miR-200c-141, miR-
200b-200a—429 FimiR-183-96—1827F A fitdis T
YA AR IE LR T AL A A L R g 2
Jig 5 . HomiRNA—200c 5 B3] 7 E %
IFLIR A T, feaiatb b sl
S, [AIIFmiRNA-200ct m] LA 2L 38 120
HRLAEAR PIE BUMEE

Let—72 55—/ 10 il 2L AR 98 T 4t A i 4 1
miRNA, A] DA 20 A g 1 20 i i B 3358
X2 RUR R Rt 43 3L

miR =772 53T & B — > 90 LR T 40
MR miRNA, ZEARIR LG, AT DA PEKLF41Y
Fik, MHIFLIE T 40 B 3R T B AR 22 A
J1o KLF-47235 5 T4l 2 Re 14 19 DA L 1A
TE AL miR-7t AT DU P KLF410 3
R ) P T 400 M 1 R A RS 0 L e,
miR-77EFLIRE A0 ) K S R A 2
k%%, HE-cadherin IEAISE, FEoA AT
WEEE ﬁff)@i@(focal adhesion kinase, FAK)Tfl]ﬂ?U
FUIE A R EM T BRI 2R 7 L R,
miRNA-7 7] G #8224~ B DR A4 1 LA oa
T4

AN, miR-215& — AN T 40 M 7% 1 1Y)
miRNA, A, FLBEAEAMCF-74T
Y0 M 55 37 2 TR A LR A sk . ALDHITY
FICDA4"/CD24 55 1 4 Jif & 7Y (1) 41 iyt =& 14



628

XUBREY, 5. JLEREE TAREEUATIEE

i, [EIEF 435 N-cadherin . J%IE 83 1 25 0]
A bR Y . fEX e, A ST
1 a (hypoxia—inducible factor 1 o, HIF -1 o )Fll
miR-213¥3E3k i, Wﬁiﬁﬂantagomirﬁﬂﬁ?ﬂmif{—
200 LGS HEEMTIS A2, TIRHIF-1 o 23k, #ifl
e S e R IL T s A
6 ZLARE TR FIIEREAE

Ko 2B, RN AR 2 [a) £ 7
FUIRERZ o (8] BT 40 M . i 8 AH OC B 2F 4 2
M. R ARRE . SRR AN LA R LA A A AR AR A
0 A o o P R 1 oA oS R e A i B A A
WOASEE, MR L . R T &M, 2
JifRE T i ik R AN ] D B BB EA T . 7 LR
JEEAME, HAE6(interleukin-6, IL-6)Z55 &
HZ KR ECPI30H MM E AW I, BlESTAT3/
NF-«xBf5 5%, FHOEZMIL-6%% 5% Fl 4
Wh, WIMTE B T IE SCBHE R, TMIL-6. NF-kB
A 33 T LS e 1 R T RSP R T 4 Y
FOIRH B, JEdEpR A KRR 0 e
ShRNAfI\TE'FSyndecan—1(CD138)%%E@?LE&%
h, IL-6 2 HZKIL-6R . 4ififl - CCL-201
T, 1L-6/STAT3/NF-xBfE Sl Bs e iE, S5k
FLIE T A I PERR AR, i Syndecan— 13 1
IL-6/STAT3/NF-«BA5 =i f 45 1 LA T
AR TR VA LR T AR M )
YERT, 1L-6/STAT3/NF-«B {5538 it 1 H FF
S 1) SRR T AR YA YT ROME FHEE . Ling
RiE , 7ﬁ;‘@ﬁHA(tanshinone [INEINY S Boki!]
filx—{F S, WAIL-6. STAT3, Wifkik
STAT3., NF-«xBAlleyclin D1FYFEL, W FUARGH
BRIGTE B, 400 i) 2L 200 B o A A 1) 0088
AR A K

FAAEWTERY, 1L-8H)ZKCXCRILEFLIR
T s, MIL-8454 2 CXCR LTS
TR E R, RE T LS T A A
WH B, fERBRIERAIY . FCXCR1/N
FHibifrepertaxinfH Wrix — 55 %, LI
F 0 FUNRIRE T A0 B A B, s R 1 kA
FEERs 14 Singh%E " HI KU T BFH 1
LR AN IR A7 LR SR B2 56, & BRIL-8

(1) 22 35 7K - 5 3L IR ek 19 /N R R &2 1E
A, EAH BYTL-8 AT LA L AR G R T AL 5
EGFRIEHLHIF7M1% JE (lapatinib) FICX CR 172 7]\
A3 FREHTF AT LA 1L -8 5 384 L AR T B 1
VERT, 452 7E HER -2 BH P i 2L B 98 2 e o
CXCRI1209/NorF 48P0 S Hima s Je r= A v A
YEM .

A, Sigurdsson%[%]*&iﬁ, F i v R
Hﬂé:l:gﬁémﬂﬁﬁ}ﬁ%ﬂ@ﬂ?émﬁﬁiﬁ?‘(thatO(‘yte
growth factors, HGF)if i 300G Wtfs S8 5, 15
ST AR PEMTER], TCGF- B FITNF- o
3 A] DL G R HEEMTE S 3L IR 8 T 240 i 19 7=
A, DR AR T AR RS
7 FLBRET AR SphEE TR

i 96 T 240 B 0T A% S8 Ak 97 245 0 ) HS BT B A
NI R AR T L B LT B R
R FLIRIE R a0 R B H A bR A e, I
20 ARG % R H D447 /C D24 LR T
Y1t 55 A 97 B AH B B B, LR B ER T K
RE SRR 4R 5 . M ELET =, PLAER R iRYT
Y HER -2 PHPE 2L g £8 38 20006 Ao B 1) Jieb 9
Y, CD44/CD24F (1) 4 I 15 A B i 14
e ORGSR, AT LA
R [e] Jieb g T 4 i 60 25 ) LAl H R 2 R BT
B, FERBHF MR,

— TGRSR KB, L P IRE & R
F B B S Bh ALY S, ALDH BH A g 1) E )
SR, ALDHBH: IR 3R A5 1) 58 429 PRGE it
(pCR)FR W E MK T ALDHFAM: ) fgs . {HCD44"/
CD24 FM 2 (A5 F TG L

Mao% 2 HGHE , TEVRSN SRR AL PR
T M R MCF-70] D15 3R 8 CD44/CD24~
1) LR I8 T 4 R I3, 150 B g 1 4 i ot
EGALTT 5 R BT . 7E X 2t A2 B
AE B AL B FLMREE T4, Notchlif
Fik ., shRNAS S Notchl B FR G, XL
J 9 T A T 55 A e ) RS B G R, TR L
€ AR T o (A 7 e R NS R i s
B, FRCBRNoteh 1 3£ J5 1) e 4 i X 48 A2 B iR
J7 IR, HLEIAESE W, Noteh 138 PR A R
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PN A A2 BB T B IA R A2 IR I o7 Y L
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MR B REE RS 0 AR N LI 2 B
SRS AR, DRIL I A A 8 24 1 e hn R e geE
PR SR IR, 3G 0 T LR T AR AR Y E
HIF-1 o FEARAMSEEG TP AT T S SRS 2L
JE T M R, RIEE, e RSP LI ET e
BIEIRIT LR AR R AT A T B
AktFI B —cateninG 4 I8 1215 18 i 7F B 41
SR TR, BT U T A LA Y 3
fne XEEHFR R, IEJEH THEE I RS T 3L
Ji 9 1 A0 B T T 000 A AR 2 1 R T AR
S, LT BH S ST I A AR B2 P g Y S T
YRR YT 25 IS
8 & iF

LI T A0 M Y 2 30 A B 5 L s 1 %
BLEI R AL TR ), B G L s T 20 B S0
ML . A2 e 3 PR R F LI AF 9 9 AN B
WA, MFUMRE AL . B UL B AN
Wr B, 0 ) L AR T AR R T Tk s gk
— R, WA AR ELE R e R 0 R i R
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