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Biological characteristics of colon cancer stem cells: recent progress
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[ Abstract | Colon cancer stem cells (CCSCs) play key roles in tumor initiation, proliferation, metastasis, and
chemoresistance. Currently a large number of reports focused on markers of CCSCs, with relative less reporting on CCSCs
biological characteristics: proliferation, metastasis, and chemoresistance. This paper reviewed the current research on the
biological behavior of CCSCs, with special attention paid on the regulatory effects of microRNAs on CCSCs, hoping to provide
reference for improving the diagnosis and treatment of colon cancer.
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KE PRI XS CCSCs 4 7 A= #1243 4k B H AR .
Yang % W & # CCSCs ik CCSCs 7 1 Fl a4
PRKE o A AT B0 A B J5 0 8l 2O 7 . TGE-1
o #iE b Rz [A] 38 & §% 4k (epithelial-mesenchymal
transition, EMT) £ v 493 5 o 22 £ €0, At L
1f T HURR 2 25 1 T 9 CCSCs [1] CCSCs #4k . AT BE X
01V T I s 200 L R A R S
1.2 CCSCs #ritdy  RIEWEIT 7R 25 1 9o 40 B ik
n] # ik CD133, CD29, CD24, CD166, Lgr5 1 AL-
DH" S5 FR10H) , XL hRIC Y I 2R 7T RE 5 Hesl 3
PR3k R4 6™ . B X S bR ic ) 1 40 A LA
T 40 i R AE T{Zliﬁﬂﬁl\i‘%ijutt’.ﬁ%ﬂ‘]ﬂfllﬁiﬁk (EES
L‘l&fk‘ﬁ‘éi‘ﬁﬁh 1. i — MW R B, Larb $iik
E T 20 2 v A il g @ A 155 431 i 8 240 B b A R
A&%Lﬁl/\?éﬂiﬂﬂ’ﬁ%ﬁ je o AEAR AR g i A 9
~81 A>T A0 G £, $7 Lgr Rk 28 5 b
JoE 25 OF 1 B H A 6T, PHLDAIL (pleckstrin ho-
mology-like domain, family A, member 1) 7£ %%

FEH R R WAR Iz A MR AR 2B & A
R MR g L. /N T3 RNA GiIRNA) 4 3 1

PHLDAT 1) il o BEL 1k 98 200 Ffd 0 S0 3 8% L i 5 =l 4 0t
P A KRR P IR 2B L 42 78 PHLDAL W] 8t J2 1
FER N g al i pr i - . AR R R B, F A
F-22(1L-22) ji 3 3005 % sk I ¥ STATS LA KA #F
H3K79 2184 [ WA i DOTIL A . 75 5 T4
M3 Nanog.Sox2.PousF1 321k, 4t 45 98 T 4
JURSAE e B0 T RE

2 CCSCs HyigsE MR

2.1 CCSCs ¥zegsax sl Yes fHEREH (Yes
associated protein, Yap) /F iy — Fl 5 5% 2 3 0% K 7,
HA B A b Rk B AL filf CCSCs 18 58 #2075 Y
F. Zhou FUME T Ty 45 R G 414 R

A1 68 fir A3k Yap, 36 D4 AN AR A 30 A
A5 Yap. 45 R G1E T 40 MR i 20 i 1 5

MR Yap AJ U855 B-catenin F1 Notch {55 4% 5, #il
40 M 3 B R AR A . AE HCT116 40 bk ob L R &
I f7 2 K K F (epidermal growth factor, EGF) X}
YR T 20 B 3 B 2 6 5 1 LG8 ) EGFR A 5 8%
WAL A0 i 5 538 % & 1 AKT.ERK 1/2, A 3k 1
M CCSCs 478 . ¥ F CCSCs #2111, A¥ 45 5

K+ GATA6 2 & i &% B (bone morphogenetic
protein, BMP) i % # 22 9 35 I+, Whissell 200 %
BHAE AT i CCSCs Fric¥) Lerd Kk, 1M H ik
AL BMP 5536 . BH 1k iR 40 1 201k . T e R
GATA6 JER A2 5 BMP 235 K -, BELIBT i 1 40
Mo B, 51 & CCSCs KR r4b T, Bsb,
Lin Z" % 3 ALDH (+)/CD133 (+)CCSCs % ik
BRI STATS, 22 v 2 ) Al 41 i i A ke A%, ol />
STATS i 4L 5% ] 3% 3k 5 Kantara 500 % 3, 5@
i RNA el -+ 20 M dnic ¥ DCLK & 1% 7,
[F] FE 7T 3 50 32 8 R B R 9 R ML B 5 CCSCs
BT,

Shenoy % BFIE T 45 4 16 85 5% 4k Ccolitis-to-
cancer transition, CCT) W #L I . M 15t 97 1 45 4 % 1R
FH4rEs T ALDH(+)CCSCs, &3 Wnt/p-catenin
5 H O R] il CCSCs 28 BE Y g B 7Y e B A1
FORWERE AL CCT k4. 73 A WHIE s 1 IR
TFR B, S R A0 A F- TEN-y Al TNF-a A i35/
fR, C26 CCSCs #f, i i it 425 5 N 7-1a Chypoxia-
inducible factor la, HIF-1o) {5 5 3 [ 8 2% ik L5 P
24 K A F (vascular endothelial growth factor,
VEGE) , fig o ijgq ifn 45 25 nig, S 3o 2B K7L i
1L-6 O] 3@ 3 52 M Notch-1 {5 23 %, ## HCT116

il HT—292H1}]’E?,1‘51€LLSCsE1’\Jiﬁ;;ﬁ £ I ST
PFORRIEMA THEMAE. Mg 2MEMERNT5

5 3 I T S LA L A S0 R 20 i 0k Sk G g PR
Fie 8| S TR A 1 T e B R

2.2 CCSCs ##%0hmxXmb ®mITBEHEH AL
(high mobility group Al, HMGA1) J& 45 Ji5 % 40 g
F B oy F AL h OCHE (5% SR . Belton %1 & B
e H BN B HMGAL 7] i 5 CCSCs % 35
Twistl & [, #7#] E-cadherin ) 335, {2 3k i 5 5%
B & A HMGAL 1 R 5 v BEL UK b 964 200 i 174 68 o
FE AR P 2E 0 A N bR I e B8 1 K . Pasto
40200 % 3 Delta #EFC A 4(DLL4) #03% Notch {5538
B, TS ECT 40 M bR iC ) MUSASHI(MSI-1) 26 35 4
i A Noteh2/3 Hit 4Rl B AR MSI-1 K-, 3% i1
Notch 3@ B i) il Fl  NUMB {4 3% 3 , it 1 400 11 b g
[ . Zubeldia %21 4% Mc3871uc(TGFfﬁl)éﬂﬂﬂﬁ
(colon adenocarcinoma cells expressing luciferase

pretreated with TGF-81) 7 & 2| /) 5, & B
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TGF-B1 B 7 T {2 i J5 & b gg 1) A= 1< o fie filf 1 98 4
M BF 5 % . X AT Re 5 TGF-8L 51 & Mc38 4f i
Smad2.,Smad3 Fl Smad1/5/8 I 1k . 14 34 41 g {2 22 Al
BN EITBREIAE L.

3 CCSCs S ZEBTMMBRAINNE

P2 BRI 45 W T 25 W3R 97 RORAR T 19 £ 2
A, Colak U2 g 5% B 78 CCSCs & 4 16 ¥ P 1k 2
ER NI /TS TR % N7 o3 VA X (A S B 1 B U - |
BH3 241% ABT-737 #1 WEHI-539 w] #J1  $1 4 1=
8 Bel-xL 3 1 o B AR 20 1A P 158 25 0 1k B L $2
w2 A T OB B R Ak 22 R T s R Van
Houdt 581 % 3L 1= 26 (1 40 1l 57 BIRC6 J2 25 1 988
P BF 5% B8 /i # CCSCs X B0 ) 40 A A 4K Bt 1
B CH BT, &b BIRC6 #3897 A W T W B
CCSCs, FHAMIF R, 3k 7 I 57 8 & B 5 cdxl
() SW1222 2 g bk Xof 5842 Wi 5 1) 4 il 25 1k A S %
P, X5 cdx1.Bel-2 ik | caspase-3 i Jj . LC3-
I /LC3- 1T M He il b s A5G, edx1 i1t K LA i 14
M bafilomycinA fI5Y7 RE$2 = S A2 B U5 3 1O 41
L REPE I N TE ST cdxl sIRNA R 1 2 0 fi 3 Fh T
cdx1 95 40 i (4 B8 AR AR KUY . Tnoda 560 %Gk
¢ S IR PR B 11 Cep55/c100rf3_193 {14 41 jifd 25 1
T M40 Ceytotoxic T lymphocytes, CTL) FifE 41
U E s IR N DO R e e TR 7/ K FVAk = N 113
FEIHAAHEHL A9 SWA80 4l i ¥k CCSCs 1y 1 4 , 42 7%
PL Cep55/c100rf3_193 48 [ Sy & filt 1) 9 i 2 1 V0 97
5E CTL 1 k5% 7% )2 16 97 A 1k 2= Kt CCSCs 1 —
FPof7igiz .

4 MicroRNAs(miRNAs) X} CCSCs gy 3=

MiRNAs & —Ff PR b5 RNA G i 45 &
R mRNA 9 3'-UTR 76 % 5% J5 7K F 98 35 35
F ik, Fang %00 7 SWI1116 48 il # CD133
(+)/CD44(+)CCSCs H 31 F FJHF1 31 Fh T 4 114
miRNAs, { miR29a, miR29b, miR449b, miR4524
SGLOERNAKME KT R XEREERY
CCSCs 1) 4t i J& 1 Ty R 40 i 43 4k {5 5 3 1 . 40
B A0 O R B B A OC L 378 miRNAs 1
JE¥E CCSCs 1 5 . 4 Ak A 5% B 55 J7 1 4y 3 & %2
i,

Ascl2 J&—# bHLH (basic helix-loop-helix) %
S T TR 25 e L b B 35 Rk, Zha VT HE
HT-29 40 ifi #k CCSCs w fiff ] shRNA T 4 & 2%
Ascl2 B TR S5 1 40 i AL TR Y L R BT
AE 7 35 T 40 Ml R AE 19 A G & P CD133, Sox2,
Oct4,Lgr5.Bmil Fl C-myc 7Kt i R, 18
74 miR-302b mimic TJ kK & shRNA-Ascl2/HT-29
i JRR BROE K 152 22 46 A0 ML AT O DA B T 40 i 4 ik A O
BB FIE HRIR Ascl2 A] g2 i CCSCs 1y 7 1
B, miR-302b 763X AN b & b R E AR . AE
HCT-15CD44 (+)CCSCs H, Ju 2559 % B i 347
B E R Chyaluronan, HA) /CDA4 {5 5 % , 7T {2
fdi 4% 5% [ F Snail 5 miR-203 J§ 3 ¥ X E-& (E-
box) #4545 . 51 miR-203 F ik T, § 5 CD44 (+)
CCSCs & BB 2 19 T 40 IR AR LA K42 28 V56 % L o1k
AEJ7 . Xu S50 BEHL miRNA I & 300 404 42
Gy BT % B, g 40 ] RhoBTBI & miR-31 ff) —
ASETER L 7E 45 i HT-29 CCSCs 1 RhoBTB1
B miR-31 F 4% 30 1 1f7 . 3 B AR5 . 278 miR-31
55 i g A M O . miR-21 1E AN SR Al &
4 200 5 DR i e i DR WU K e L (HAE CCSCs Hr Y
TERHIF A M. Yo S50 @ R e i e &
CCSCs (1 4 itk HCT116 3 BF 235 miR-21, &K ML A]
52 TGF-B2(transforming growth factor beta 2) 5%
R CTGF-R2) T, fEAK T 5 miR-21 454 1) TGE-
BR2 3'-UTR ¥ 14 , 5 B8 BRIE 1 AE 77 38 58 , 48R
miR-21 W[ j@ &f TGF-R2 & # % /E M. [ HE 7
SWI116CCSCs H1, Yu 2517 % B miR-93 258l 4 7] @
it Wnt NF-«B. Notch {5553 # 19 A1 T AF T 3 %
iRl & 1 % & W L B 8 Chistone deacetylase8,
HDACS) 1 TLE4 mRNA F1 % [ 7K ., M 1 #0441
CCSCs 1451 .

AR 1 78 (GRP78) & — il 5 % i 14 I
W 3 R AR RS S 08 PR 7R R b R R A
S ER S E RAGSEHR T . Su SN A8 0 i
Qe AR, i 45w HCT116 40 M Bk ' miR-30d,
miR-181a, miR-199a-5p ik &, & W& {1 7] # [H
YEHF GRP78 iy 3'-UTR. 53 GRP78 %35 T,
V55 IR 240 ML O T B R R A M R TR T A
MRS . Bitarte 297 W88 T HoA T 40 M F5 4 1
S5 ER K B miR-451 F 38 T A AN H 5| ke # 5 [H]
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COX-2 HIE W 40 f £ 3l 40 il Pl F (macrophage mi-
gration inhibitory factor, MIF) 3& ik ¥ =, i % Wnt
5 I L e il CCSCs 1978 . Rk bl ATP 454
£ B WRIE MG 1(ABCBD) % H 3k . 5 80 40 i
X ST B BRE R AR, 4R R miR-451 2 04 45 W
RAEMAYIT — P EEEER.

5 & iF

CCSCs £ 45 1 i LB A R ) 254 B Be 24 e 4%
AR . AR HRTX T CCSCs b ic 91 i BF 58 LS
BRI JE L AE X 3 SO R T 40 0 5L B B AL SR AR
PUAE AW 2247 9 (0 A S BIL )G A B2 355 2 L AT RE 9 M
P R IE A A A 3 B 1Y 5 LR W LA R
WRAFEZNR, #— P ERAM I M CCSCs
AWy AT ) AR I 3 ML RS AT B T I PR i s R
BWr AR ITROR S R BN bR S B AR B bR g W .
1M & T miRNAs %) CCSCs A= ¥ 2 47y I #5 HIL il 11
7F 58 Uy 1) B B g s LA 4R 00 T s A

6 FamHpR
Jir A VR P AR SO 88 AT AT 4 0h 2%
(& % 3 K]
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