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W O=E ZiEME (CRC) BANZHWE . ZHWE, JEE ZFh B GBI 80N P o 4R IF 5 R D] microRNA
(miRNA) 5 CRC 9 % th A P 33K 4% 05 T OC R % U), miRNA AT LU o #8545 8 1, 3X
S 7 L 45 I A B BRSO R IR miRNA 9 RGK, MIMTFER B R T — A& 22 0 M 4, 7R i
KRB R RE S T wEEAE . miR-101 76 CRC H kKT8, I EL 1 22 4S80 1] 07 15 B o B
JE¥E CRC 4035 . RZEMFER . £H K miR-101 £ CRC &4 K & 1B FIfE—25k
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Role of miR-101 in colorectal cancer: recent advances
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Abstract Colorectal cancer (CRC) results from multistep and multifactorial processes and is associated with the influences
of multiple genes. Recent studies demonstrated that microRNAs (miRNAs) have close relation with the
regulation of gene expressions in oncogenesis of CRC. MiRNAs can regulate proteins through their target genes,
and these proteins controlled by miRNAs can also in turn modulate the expression of miRNAs, which establishes
a complex regulatory network that plays an important role in occurrence and development of tumors. MiR-101
has been found down-regulated in CRC, and regulating the proliferation, invasion and metastasis of CRC cells
through multiple target sites and pathways. In this article, the authors address the role of miR-101 in formation
and progress of CRC.
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1 miRNA &34 5

1.1 miRNA Bi&2iR

WF I W R mi RN AL U5 T RNA K 4 il
1T (Pol TT) WHIFHF LA T (TSSs) , 17 1E
DEImiRNARGE T RNAR A BITIR AR/, 5%
A I RNARIA 2y T ( primary-miRNA, pri-miR )
Ja, &P RREEDroshatE H T 85 U 5 N B ik
RNA (precursor-miRNA, pre-miR) , JG& %R
32 M Exportin-5%5 12 £ MM J51EDicer BEAE
FF pre-miRYEBT VI & A7 3 B HE M S W R 14 4%
HIRA B, —MEEA21~25 M HFRKENH
HEmiRNA, FRNRERNA N B ( mature-miR ) ,
A XUEE mi RN ATE fif 6 J5 , Hrh — 2% B i
XEE miRNAZS & BIRNA S HFIURE &
M ( RNA-induced silencing complex, RISC ) ¥
H, B AEXT FRRISCE &%), i SR ERNA
255 IEAT PR P AE T
1.2 miRNA RI451E K AF AL H

KRR miRNA B — e 3L 6] ) &
PARfE: () BAY m B ARSI . B B e 1k S 2 21
Fesedts (2) LRPE DL | 295 D1 sl 5L % 55 2 M P
KAATE THRE A, I 2 DO I8 25 5% A
PRI s 1y 5 (3) JCTT ik 1) B HE 28 K 2 F Joit 4 A% Ak
By (4) — MBS M miRN AR B 29224 B 47 iR K
B, 3t o R B IR B R SR AE L 5 A IR
LW (5) JLT-#B hy BB 45 A

H A mi RN A D) B 4E T AL 6 e AN 2 AR 4
B2 3T SR B 5 A I mi RN A AT L3 5 P L 1 52
IR HCOG R Yt AR (D) BER R A, BIY
miRNA 55 H A EE DY 3 sy (14 3F 2 0 [X 5€ 42 B AM I,
SILERENmRNAMFEMM . ) M&@z, WY
mi RN A5 H AR DY 3 i 1) 2 5 DXAS 58 42 BLARE
HOREFH A #E B I m RN A B9 B, T AS 5]k 52 3 (A
mRNA R A, IF AR LI I m RN A B K F
TR 48 R 22 K0y L sl W 40 Mok 5, A 58 42 B b
P R EE R . miRNAW A YA &SI
AV IRRATECEM ARG LRERE, HE
miRNA [ B i 9 £ B 20— 502 0 58 b i — 4>
A, XFEZEEZERNXN TmiRNAR 37 X85
INRIE AR, miRNAB S FR M, HAj
i 45 B TR UG B B, JER B T 4 SR A
75 3] 52 56 1 B E"
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2 miR-101 &M= fIERAE S

2.1 miR-101 &4 &

miR-1012 —K/PWIEHLmiRNA, A%
il A 1 LA O I e A, H A R R
E o W) SE R IE S miR-1017E A2 Je /b Bl 3%
K, FEMREHmiR-101)"Z Kk T L E
BAEMEN, HATON T RK Epre-miR-101
ZDicerfB/EM NTIE M B A3 ZHRGN, KEH
21~ 24 HREKERAmiR-101, WA mMiR-
1014535 5 A" 5 iy 750 LA
— BT 3w 0 F A PR, R A ZEmiR-101
r AmiR-101-1 (EM T 153G 65058434-
65058508, miRbase& 3¢5 : MI0O000103 )
HmiR-101-2 (&7 Fo954{k: 4850297-
4850375, miRbase® 55 M10000739 ) Fiff,
M5 35 U135 A A 6] 42 M miR-101-3p ( miRbase &
K5 : MIMATO0000099 ) . miR-101-5p ( miRbase
H S . MIMAT0004513) . Corcorans Vi Fij
ASA9 i R UEAT 5T, A e T SR % AL DT E
¥ (ChIP-seq) JrikiE, miR-101-14 T15
Pk . 65304283-65307532, F il 1 A bG fo7 £
65305833; miR-101-21%75 EFEH ARCL1, {i T
9 YL fhk . 4827381- 4828630, I YL 44 1
4828281, Hiffipre-miR-101-1J&Droshalif§ ] J5 (1
P, fipre-miR-101-2 0 Ffi % 15 EILHRCLIN
FEFYIM = A, (H R L miRN A & & 0 19 15
B RE M EE M2, % RT-PCRIFLT
LoaTIoe
2.2 miR-101 TEEAE A

miR-10147 24 [ 5 L A OGRS 45, Bl
EARZ LU miR-101 A% 32 2 5 5 4y
FEEZH2, COX-2, Mcl-15F0S, HAEHHMEHLHI
W
2.2.1 EZH2 # miR-101 EZH2 & — P A 2%
EZH2 JE X Fr 2 f5% 0 B, FR A 2H 85 1 - i 2R N-
H AL, EZH2 i 2 35 50 T8 5O Gk,
HLTH AT g A 3k 22 04 20 25 10 R 36 A 0 R 4 98 55 1A /Y
Fik, KELBIESL ', EZH2 £ miR-101 &
PR, miR-101 A] DL PR EZH2 1Y 3R38KF,
miR-101 7€ 1E % 1 &0 & BH 1k 4% #% EZH2 ) mRNA
HEABPER B, miR-101 — BB it 2r S 807 4= it
1 EZH2 o A 24 X I g 40 I A 0F 5T B A
miR-101 5 EZH2 Z [A] AN A A A2 a7 B A 5 ) 410 1)
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KR, MAMEIH LR, miR-101 FEMH EZH2

Ay [E S, EZH2 MRk kMl miR-101, W% AH &

WA ER S, JFH EZH2 HAEMEH T miR-101-1

MASBEPFE miR-101-2 MM #f 2 EZH2 1E 5

{2 EZH2 Xt miR-101 G ¥ 8 3% 4 F 1 2 7 L kA

IHABE, FF42H miRNA 5 H 08 (A 2 18] i 20 5
A B S — P 3k A AR I HIL

—| EZH2 >| Proliferation
VEGF . Bel-2

TE: ——mi

| Caspase-3

_4cma
— ros [ apa
[ Mel-t [ Gytochrome ¢ |

miR-101

1 miR-101 X (EANE

Figure1 Related mechanism of the actions of miR-10

2.2.2 COX-2 # miR-101 i 3k £ i fff 55 "%
F W, COX-2 & % 5 5] 2 B9 vl 68 ) AL il .

(1) COX-2 A BE i of 41 ) 4 7= AH 5 2E B bel-2,
caspase-3 55 Y 1% 14 D 1T 7 Jib 96 20 M 3 5 . JR Tl
R R E EAE A ; (2) COX-2 ] @ i kg e, %
ﬁmwﬁE%MW%,ﬁWW%wﬁﬁﬁT%m,
(3) COX-2 " fEil 1% S LU VEGF R0 A2 1M 4%
AR RS, TRl E A P R 20 A 0 O T
fEHE T Mg il 45 T8 B o

L URE 58 6 B AE Il igs &, miR-1010)
LK HCOX-25L ARG, MmiR-1011) Kk GEY] i
03] PR 0 3 A S AR B RE HT . EAh, Chan%5!I7E
XoF T A e N N R A 54T 2 R R TS 3 B &
B, RHMERAAspirin ( COX-2H06] 5] ) A BEEL
im?iﬂﬁﬁﬁAspirinAE$CRC$ﬁ$% ( RR=0.64,
95% CI=0.52~0.78 ) . X NCRCTHP; R if 7 #E 4t
— BT S, AR AL R o — 2
2.2.3 Mecl-1 #= miR-101 Mel-1 % FH E & Bel-2
FWEI 5L 22—, S — b o W HLEA w3 B n] oy
(943 AL A TR AL . Mel-1 3 B4 FH 2 4 5 28 hr
PRI B M, I A 3R C R R, A A
ML, Rk Mel-1 7K 7 By P F 4k S
T 20

LA TJoncheére 2% B B g8 F 75 01,

O MR i E H B FAEPH

Mel- 1R — B0 1208 757 B 76 0% PR I i 5t =
ZUiA TR EZAER, Mcl-15258 Inif5
HARWGHIE, BEMMcl-109 R EH T H# 5 0
SEEERR ALY TR Lin%E PSR R, Mel-13E A
FmiR-101 EHEEMHEIER, miR-1018890 HlMcl-1
2R IBIKF, FEME H 2P miR-10 17K F T 9 1l
Mel-17KFTHE, SR,
2.2.4 FOS #= miR-101 FOS /& c-fos F& A % 3%
PR mRNA G5 ) — D AZ B . c-fos K&
PR N 5 20 P 4t B eh [ A TE R R, B TR A
BN & A (immediate early response genes,
IEG) , FOSHE R —KBE %M T, FEHE
MR R W b BRSSO
i B #EAE P, FOS & o i Hm M A R
P4k A JUN 2 A 5T 08 Rk, A iiisfbE A
AP-1) s+, AP-1
AT DAGE SRR 4 F A AP-1 4550055 R i RE
5 5k o FOS B KA LAl % s Bk, Ah FH0EeT L)
S8 FOS & 1Ay PR R Hh R Gk T AP-1 38
R SE PR B 3k, 0 i VR A (L Ak R T
Wang 25 78 X B A9 40 I AT 5% 45 R B R miR -
10189 R B HFOSHRIE M A, miR-101897K
R, HEEFOSH R LIH, miR-10138 i 17
il B OS Y 2 75 3 1 52 Wi 9 B 3 E L 1R 28 RS
BE . WAMRIHGE, W RBMmiR-1017] T
c-fos ML T IFIR WAL A F (transforming growth
factor, TGF) B 1AYEL, i fHc-fosf)siRNAR]
PImiR-101- 1R HTLF4EALAE T, T ad R E i c-fos N
ZXTHBRmiR-101- 11T LF e /BT, 4278 miR-101
5 c-fos Z 8] AT BEAEFEAH 3G 14 0L ] 18 42 LT

i1 (activator protein 1,

3 miR-101 #CRC X4 % EHHER

CRCJE ™ 5 [ A i B 1) B R 2 —
RER—DEIRNZLRAEY 2R, KAWL
MO IR B SE Y SR I B /= o) N (3 | B
ZAH B . XA R, R A 0
A 2 A AR A AR AL L PR T S kR A
fiE, DT 345 TC PR A 38 4 v RE Sz 9 0K B9 fie I A 2R
I RE R Z R BN, CRCOK AN
R T IR b o A2 AR R A 22 A 3 DY RS P ) R 9 T 2R
A, AL A U DR B a3 0k A4 R T Y R
KRR B RE B AG o I A B a0 4B DU R
R NN R L, ENTAUERE 3K F 1
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W, AW AR ZH SR K ME, miRNA
A 1 I AR AT R TR A R Y R R RN R PR
FEAAE Y miR-10 144 g — R4 il g 10
miRNA, 76 ZMEIE P miR-10183K 0] BT #,
B ET A B . FLME . . A5 E M . Bk

I AT B IR 0 mi RN AR S8 4 FP (9 A FH AR
HHEEE R, HhdafficRC, A miRNA
HECRCHIFRIR T, FHEWAFAETR I miRNATE
CRCHFEIN A (F£1P7P) | w{ENCRCIETE M
FZ Wb i LA B - 48 697 AR

&1 CRCAHARFERIEH mRNA
Table 1 Aberrantly expressed miRNAs in CRC tissues

ik miRNA

| miR-15b, miR-17-3p. miR-17-5p. miR-18a, miR-19a. miR-20a. miR-21. miR-31. miR-92, miR-96. miR-
106a. miR-133b, miR-135b. miR-141, miR-181b, miR-183, miR-191, miR-200¢. miR-221, miR-222,
miR-328., miR-510 . miR-513

T miR-9. miR-30-3p. miR-101. miR-122, miR-124a, miR-126. miR-129. miR-133b. miR-137. miR-143.

miR-145, miR-320, miR-328., miR-451, miR-455. miR-484, miR-498

miR-101, miR-143, miR-145, miR-127,
miR-106a, miR-133b% & #iF W HAECRCH 1Y
R R BB R PR EEAERDY, H
miR-143 . miR-145WF R KL, WHEFEAF AL
WSSO R B AR, B, KER
RIRAPER , miR-14577 38 5o § 2 2% bR 8 1 p70s6
WEE1L (p70s6k1 ) SLAMEIVEGE Y 2 2k M i 417
fif s JE %7, miR-257F B R A0 i v B 3 2k K F
Fhr, HOIH T R R S A0 M 0 1R 28 AT B BE
PIMIERY, Feng Y WF5E R, ZECRCT miR-
106a ik FJ, miR-106a %2 o 98 95 5 1k
KT B 22 (TGF B -R2) AYF 3K K AL 7 i
WRZE . B, HEETHXmiR-101 16584
BEIFAZ W, miR-1012 906 & A miRNA,
2 g 22 AE 5 miR-10 178 fif R A ARG I s AR
WangZE W BF 9 W], fECRCTHCOX-2H1E 20 4 ik
fif (ASPN) ¥5ZmiR-101FmiR-26AH %, Hh
ASPN FJ BB 3 i3 % i 25 1 B FE CRC W & % 8 K 5
PER o Liu%E"5 i 4 # A% 2 B £ ik miR-10119
SW62040 1 &, IESCmiR-1010] DL i 45 4 RACI
FEE M3 I UTRES H R IR RACT EE R R A M
RACTAE N KL Rac 18 H ] 8 1 {2 F 4 i 3% 5
R 1) 40 98 T MR R
miR-1017ECRCIYIZWT Jr T . P& X miRNAHF
S ZWIRA, miRN A YA F HAE s vp i) 2
MBEEE AT EN, HETCRCHS W 4 br il &
AN EARAREE A, HFEERELR
AL OB ER AL AN HE B B TR R AL, KGR
T 9 A1 20 /0 o Bt SR o A B 1 T R Y B A
FECRCH, HLFIEHR hmiR-101 8B4, [HE
LU mi RNAA 7 BURGAS I PR A7 78 — 8 Bk s

© WA )3 i [ & F A F A EFH

MELIE A N, M TFHAL P B miRNA, fE3 b
miRNA (L3 s ME ) MRIME M E, %P
(A mi R =101 04 6 0 JH: T8 A1) 1 R mT o 42 P ) LA vk 7
(R I B B 0 A B . (B JEmiR-101% 3k F % A6 T
Z B B R R, BN X miR-101 A9 I X CRC
Y2 W TG 3 A S, R A A ke = R EE Y Py TR
Z WY . A TF Y e B R E B mi RN A 3R G5 A%
3, R[] P 0 A R E B mi RN AR kY, A
R miRNA R IR TG AT 22 5, [/ — igg 2 ki
(A ) i) ) sk AF A 22 5%, AR PR miRNA SR
REW AR 225 . T — M miRNARE §E X R A 7]
Ji 988 AS A s A miRNA Y AE , BB ZFPmiRNA
R ) 2 R — AT RE ARG I T B T A )
S ERk . HERY
miR-1017ECRCIIRYT K Hil)s 1 . HHETCRC
MIRYT 7 B AT RIGYT, IR 4 BT
(R¥E M. Bmyb R, D B RSE ) Kor 148
WVAYY (PHZhi . DARBHTAE ) B e,
K FmiR-1017ECRCIA YT J7 18 1Y BF 52 F 475 A 3
B, M TmiR-101 24 2480, (F15 45
(A RUBSE: i , HLHE A AT BE 22 2 A mi RN A&,
— B LR mR T R, DL R ane] s A5
R —, BT miR-1018 8 @67 i —
S AR A T RESE B . miR-10 13 1 #0845 52
e L A L 5 R AR 22 RE D L B il i g Y T
fRI7I7 3k 4, X LN CRCAYIA YT SR 4 158 i 8
o TECRCH miRNA K 1E O AY 22 5 6] H 5 A+
X, fECRCHIE LT miR-200c. miR-2110 & £k
JemiR-320, miR-498 Ik ik B k& M 194
FERFIRIE2 R e B, DI B B0 L R R E T
CRC (DukesZ3H ) , miR-101A9 kK2 i -
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$25%
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Fhs AL . TIHHFIVIHCRC, miR-1010 %4k
B R (P<0.05) , miR-1017% ik B &M
W E LR, mAEB R, LR & &
HRFM (HP<0.05) , ZHEWE /4 B,
miR- 10138 ik 7] 3l 37 9000 45 2L M 98 O A S AR A7 %
(HR=0.550, 95% CI1=0.351~0.863 ) FI I 41
# (HR=0.562, 95% C1=0.397~0.794) , miR-
1015 Fak #7R BB 15 300 o

4 E =2

SARK AL, miR-1017ECRCHE k30 il i 92
miRNA, miR-101E )2 7ECRCHA IR BB,
FETERS 25 RIBFF S 2k, FER IR B 5 B0/ AT DAL
HCRCHFEINZ Wi bR &Y . miR-10100 T2 Y
HEZZMEEZW, FEEXEA 240,
I FEHE ) B 2 Z 0 i, M B Z AR S
P i B AR, XA BT — A 5 % 0 A
4, e b SR OCHE B T SO AR g, kT
Al Ik 2B WBE AR A EH A . 44K, miR-101
HUEmiRNA M 45 il — /NEB 43, X e HAqS
mi RN A fY 5% i i 26 38 % 2 4 A~ 1R b Jgg 1) & A &
J B 5 i B AF e R BR M, bR R A R R AT SR A A
WEAMEIEE, ZWMHARZ HHEZRERE
VI, 3w 55 AW R R SOk .
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