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microRNA T EH A A X aTT P1ERA M RHRE

Research progress on the function of microRNA in drug resistance and treatment of
colorectal cancer

MAE 28N E, HEE FTHNLAFERARSE F—BAREFRZ, LA Fid250014; 2. LA KFFH
E iz &34, LA i 250012:3. AP ES KRFWEER ILBA, LA Fé 250014)

[ ] A:Gwh%/ RNA (miRNADZ—Fift Y5 5 RNA , HOE 40 7 142 mRNA (13RI AE 2 Rl ME bR (7 i 52 1 7% o A 3%
HEMEM . (P, 85 E e (CRC) S M Z2 B R 2 — BRI 2 A T 45 3R 2o, 7€ miRNA ) 57 % %15 5 CRC LT
TR 253 IR 5 70 miRNA AT DUE L 5200 DNA 453718 52 M4 A SR 250 0, 9D b Rg A AL (K 36 T, 48 3 CRC AT i 241 . miRNA
(10 57 5 IR 2 R T AR M P, S AR T, AL s 25400 e e 4 R R A5 4 P AT 512 CRCARS T T 250 b, B R ) J5
Fetl A ACH AT B RESE N LG 2 5 b, T, DL miRNA J9HE £V6 T CRC TR 24 H SRS AU S th o H i, AL miRNA ffi B2 %
CRC i 24 11 % 3 253 9 L i #19e miRNA B AEPEM B2 S miRNA . HRAE I R 75 22, 38 6 miRNA BEAT A6 A M BRI F 3 25 |

IR AR 0 AL S5 B AR T A B 17 38 22 48 AR RIS v VG T A F KD DG A8 T » (H BAR IR T SRR F it — IR

[RBIR]  AFgwfid/INRNA; 45 B < T 25 06T s ik

[hESDHES] R7353:R730.5 [SCEAFRIRAE] A [XEHS] 1007-385x(2023)05-0438-07

45 B 179 (colorectal cancer, CRC) A& N VHALIE H W,
IR 22— FARERG ST I B I CRC
TBIT I E R TT 5K 2 8UEE IR TT 5 X ik,
T BURAE AR, FERUE AR . CRCIN 2P
P AR R AR S DT OB % S O A A R A 45
AL RIVE B 25 R, TAE R B AL AL 1, miRNA 1
P IRE I 24 R ¥ EEAE Y. e AESRtS /s RNA
(microRNA , miRNA ) 5 Ago 8 [ 55 HAth 21 43 3% [A] &
B RNA 75 & Ui Bk & & & (RNA-induced silencing
complex, RISC) & , 1§ 7 14 25 & . mRNA 1) 3/~ # 1%
[X (3"-untranslated region ,3’-UTR) , I ] mRNA #H % 5%
P R, miRNA AT DA P4 #E 17 mRNA 3%
1525 CRC (NI4T (= 28 % | ML T 1 2 S i b
£, H miRNA Z 2> 38 CRC i 24 (177 4=, (HH HL A
BUHI AR E A B . AR MEA% 570 1% H miRNA
S5 CRCN 2RI Tk AT 25 , LUHX 4 CRC
IT R B FT SR AT I R

1 miRNA £ CRC B E THZARIHLH]

X CRC BT &, M 25 PE 1) 02 PR AR LK
WA RFENERE 2 —. SR, s i 24 1 1 7=
AN ER2ETERLFRS 5N E R E,
{H B AR AL A B A . 4 B 35455 15 2 RE 71 1 4
SR 247 51 L P 40 P O /B T A A DA S 4 N 24
V) BRI k> A 2 B R R T 2 . miRNAFE N
— /NN RNA, AMUBE BLOMRER” T2 5% 1)
Z IR S AR 5 B, 38 W E B AE 5 d T )
mRNA W7 IR 2451845

1.1 383 DNA #5145 A

DNA #77 & il RNA AR (5 T4 75 B (5 2.
XTI UE A B MR R A A A UK DRt A
SRR A R AR T B T R AN T . O T
Tkt e (5 5, 20 52 2 1) DNA B E R 4 1 it
52 G0 ARG AT R AE T A S R
DAPRIESE PRI ZH e e P o 6T BbRg Sk idd , DNA 4545 [
S (18 2R U 5 L A R A O, ] g 3 BH R S A
FMEIGYT B EBE 25, —#B4 miRNA £ B2 08 H]
2 5% DNA 12 S R s £ . miR-29
AR S — M R IIAE DNA B 45305 LA pS3 A 77 5K 1
W Y] miRNA, & 7] LA 47 i) DNMT3A. DNMT3B /I
DNMT1 (— 28R ML) (2340, WU ZE /7
e 55 AV 1) e 240 L PR A FEATL A o B0, A S5 T T LA
T miR-18a b iR 57 2 1A B 4 i i 5k 98 AR (K]
(ATMDFIE , % DNA 5347315 5 0 B, 37 DA FE A i
(1) 75 A 25 e 4 e ) 35 RN I RS L £ R AT
2510 H /& DNA 5145 259 97 380, ARG 24 M 1y
A AR, mIR-1587 B #% 5 DNA %% 4
(DNA ligase4, LIG4)-3'-UTR &5 & F-41iH LIG4 [k,
M S CRC 41 H DNA SUEEWTZLR G1 I 4EIR,
PRI fa PR AN AR AET S, IX 58 H T miRNA £ 7
Jee A0 MR 245 4 5 THI A9 77 . miR-125b-2-3p i ik ]
PAFIH WEEL R AEKAE R, A2 G2-M HRH S
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AR AT NAT 2257 2L, Bl 5 KB 2257 R AT 5L
YIPRPATMAET . A miR-125b-2-3p bl ] DL o
CRC 4t ff o BEyL R B (B . 458, FFA T H
miRNA X} CRC FIER# A RE) . ZHAO 5K
B, miR-92b-3p 7£ CRC ffif 25 4H Mk H 30 , ik — 20t
FLRHH , miR-92b-3p i L[] CDKN1C JTER LA > CRC
2111 e J STy o) XS AT 2 R U A
1.2 38320098 T e (CSC) &M

CSC & Mg b — /N B T PR S 58 75 e e
SR TR R A A L o B A A R R R R A AR IR
2 i A4 B XS 5 RO BT R AR R T AR TR i
15 R B AR YT 4O B BUE SR A A T Re e M
CSC 4t ffa J& 13t e 2 1%, PP T 2 35 K \DNA
15 R G0 2 98 KM T A M RRAE KSR AE 48, B D B
o988 A 5 1) B2 U, 5 43 CSC R AR YT 25 0 AN
JE, T DALE AN 0 8 R 7 1 R 28T O\ 40 B
ST R B G, 3 R 0 R R . T A
LT & miRNA BE AT DU 2E 3 B 3R T8, 0 m] LR A
Foor b, AN e T 40 e i dr izt A AR
BT, 5 20 7% 1 AH 9% 1 miRNA 7] BAYE S CRC il
S PR R I p, B 2 R 4 M RE 57 M miRNA,
miR-372/373 S #IF 52 /& CRC T 40 il fr 558 P9 98 1 155
FH . TODEN %"\ N, miR-1246 /£ — &2 |
A LU % CD44v6™ CSC 15 5 CRC 4 i 7 A AL T i 24
Jrmaan HEum . IAh, miR-302a _F i AT DA FAC PG
% B4 (cetuximab , CTX) % CRC 41 i 2 1 2 # i1
WE 1M miR-302a T V& W 48 0 T CTX [ 2= 40 il 94
o BE SR F0E AT 1 bR 40 B R BR B2 58 0E B miR-
302a 7] LL#E ] CD44 1)1l CSC 3% B4 CRC 41 g X}
CTX 34 8, Hlp [7] 3 F# K NFIB/ITGAG % i 14 DL 01 1
CRC 4l i # Mz 22 E ™. S A B 53R 0T, Ak
W miR-19b 7] LA il FBXW7, /1 5 Wnt/B-catenin
I B AT 4 R CRC 40 1) 200 JH 3 2 0 S Bk
miR-19b ] 751 1) 7T 33 4% CRC AR T T E
1.3 428 CRC 8 X £ EMT

EMT & — M a] ¥ (1) 40 B Fs e, b R 40 Jf A2 X A
Tt v 2 2 Tt - 358 JE AR 2 R0 4 B 1D B 1, 5 3y
FA VR PR 2 14 %) [B) BT 40 e S TR 5
EMT £ 38 Jin i 40 g & A AL B (40 v] B 1, %o 4%
BT 7 G AR R T 24 MER, 1T miRNA J2 il 98 48
A EMT B 2 R R, R F miRNA 4]
] J IR 20 B 1) EMT 2 AT 9838 %% CRC i 24
P4 A . miR-195-5p 1E N — R #ie 8 7, 5 H B B2
# 5 NDTCH2 45 &, 4 il CRC () EMT EA J¢ H
GATA3 A5 1 TL-4 73 W , B 4 FEUM2 FEMIR A G B
I 41l Jifd (tumor-associated macrophages, TAMD Al £ J

B — TR 119 1] CRC K J 55 4 2R 77 45 S0 8
7~ 5 i ZH 2R miR-656-3p 1A W K T 55 44K,
1l miR-656-3p F& K] fi B 42 3k 1 CRC 40 M % 5-FU 1
Mif 245 1% o 33k — B AL 55 R B, miR-656-3p 7] LLH
#: 5 SGPP1 1] 3-UTR 454, 14 111 E-cadherin 314 , [%
fi N-cadherin 1 Snail [ 2% , AT $1 ] EMT i 72 .
XIAO ZEPIE A 7 40 i 71 2 16 2K 5 ) miR-1915-3p Xf
CRC B2 yb F] 4 1 24 240 Jf 1 5 W) B & 3, miR-1915-3p
AT DAIE A i A ZE I ER s 55 4 2R 40 i R e S B i 24
JeE 4 L R, 3 5 PFKFB3 Al USP2 45 & , #1 il EMT i3
J& , T 2 i B0 R4 % CRC 40 LIV T 2
1.4 %5 ta io XS L

AT T AN 52 42 i) b A R 386 B 2 i g 170 5 A
REAE o R T 36 2 4 PR 3 5 B 00 75 1D e = i 400 L 1)
AR 7 At 0 SR e A AR, G R A A SRR T B
InE BARENE A (A1 —FEM2 , e 4 i R A6 7R
URTE R I DL IR SR DU R AR S 32 7 O 4 e
BERE , 2B I DA TR R AN 3 N ZR OB AR , T 2 7E LR I A
Bl A R = AR LR, AR S i B A0 R IR B
XA AHNE T ATP , B4 5 20 At — 26 43 F iR LA K%
0 57 2R R TP 75 R B o, B B A — 7 T X LR
PRFNIE S P 3 A 15 2, 53— 7 1 ] B D
Joi I8 SR R AR S T A0 ATP R 21, 38 4 AR it &
117 5 S0 At 00 o) 285N AT PR AF LT e 482 11 7
FEAR I, 20 it & 30 3 A AN 4T B 48 B = E O SRR
TR PE R T, R 70 R £ EDL ) K I RN A AR R T ) Y
St O IE B Bh T N AR BORTS AT I 2529, Bk
K 2 (R 78 N A T miRNA #2480 i A1 LA
A5 R A BRI 25 1 T T . R B A KR 2 AR
(EGFR) {2t CRC 4l i %} 5-FU ifif 24 , fEML I L, GAO
LR FL R B, EGFR 7E CRC 4 g H 1E 1] 1 %
IncRNA-FGD5-AS1, M fii ' ¥ miR-330-3p % CBF L
fiff 2 (hexokinase 2, HK2) I #I/E F , £ & i 983 7O
B i Be 70 . FH & B J8 (— Fh EGFR 41 il 771D
Ab 40 B v I miR-330-3p 3R 1A B B, it
5 FGD5-AS1 W w] DA BH Wr F ok 2 53, %k 2 HK2
(1) 2 34 8 4 R 0 $5 IURD PR 7S 4 10 AR .
4h, miR-488 W] L 1 il PFKFB3 [ % 1A LA 4E 2% CRC
S e PR R T AR ) O 26, F T AR CRC B F AT TIT
B WANG S W FEIESE , CRC 254y M T LA
# circular RNA hsa_circ_ 0005963 (X FR ciRS-122)1%1%
CA UGN, S miR - 122 A FIH PKM2 LAY
SRR RS SR 24, 01 iR S- 122 UM R
fifi, T T CRC W BRI (1 2451
1.5 & CRC @it A%

ELA NS E R R E RO R
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Bl iR 456 T8 BB R IS A S B R R AR, T
I A 0 2 1 SR A AR B AR TR . e
Bz 0 SR — P RO R D RE BT B
PR TR ST ] &4 P 32 TR L AR 4 i ol A 35 12 ol
S5 WG RE R LA BH L I T A 17 e 20 2 A 1)
A 7151 R, SCAT DL B Bl O 3% A 00 98 20 S AN [F)
PAREE I A M SR B LR R R T I AR R, B RAE
N — B AR 3 B AR T 2, 3% ] DLE i s
miRNA 1] (5 Wk A58 i 24 e 4 P 60807 R 45 24 4 0 ek
P, T3S A0 TT 25 W0 T 2. WANG S5 5T 3%
B, miR-135b-5p i ik 2> {ig 2k CRC 4 i 8 15 5 A
e 38 B yb R AT 24, ML 78 4E 52, miR-135b-5p it
FIE 2N MUL1 8 /KPR L, AT ULK 1 5
FORT I B W A AN P SZ B e 2 P i 24
W BG 0 . 1 —BERFTAR A0, BV R B 2 O e
41 g HSF1 35177 189 5% miR-135b-5p K] 615 S B yb 7|
BN 2451 . miR-22 tH A IIE B JE i i BTG 138k
PAAFS 3 0 ) T IR 4] R4 % R AT S I CRC
Y 5 5-FU FOESUR R, [H] B, [ Wt ] e S
T B 14 88 4 P AE T DA v AR 2 . CircHIPK3 #8
] 4 miR-637 F14, 31 1% 4% miR-637/STAT3/Bel-2/
beclinl 45T MR 2F 5 W AH S B AE T2 AR, A
JIe 96 24 L P B YD A 25 R BG 98R . F I circHIPK3
BT 1K miR-637 #5 e (2 2F 4H i [ 0k S I ek 55 YD
FIEATN 25 0L B 15,
1.6 #p#| CRC %m0, 8 =

O B O T2 pR R DR I A i B R Y BB T
. ENLE L, g T E B RIS, — 2 H
YR PN NS 5 (LS R 0 DNA 345 56 51 i
(%) 24 i P R s 2 1l P IR (%) P9 Rk B R AR I A
T3P R A AR T A0 T 2 A B B 1T S Bh AN
PEBLIE T SZARIEAE . 00 40 B 1) T2 2 I8 48
A 24 1 — AN EEE AL, BF 7N R COE R 2 B
)8 T AH DG B I 2590, B0 48 /N - 0 771 e W ast
FE DRI R AR B 26 A G . IX L 25 B A
B — 7Rl H A A n) BRI R IR T () 25 Bk
A A, DU M PR a9 1 AR T miRNA
FHXT AR E AR, H 2 30 H A sl A2 5 1Rt
JAM 2R . ZHANG ™ 7 1E B , miR-323a-3p
A] DL i ¥ 1) ErbB3/EGFR 10 il H: 7 ¥ 38 #% PI3KY
Akt/GSK3B-Erk1/2 Ik, , 2 1t CRC 4R i T, FH
W5 B e 25 . Ak, miR-454-3p #JE 1- H iF
S By R AT 245 1 E 77t CHIE 92, QIAN ZEAJF 5
RN, BLYD R EART DL 5] S i JeE 28 B 0% 9 T, T miR-
454-3p fHef% 8 1L BH Wt Bax/Bcl-2 )3 18 J% caspase-3 [
ZLA0 , M 00 ) iR 20 M 9 T, AR A CRC i 245 1 K

A2 MOU Z84Y DL A i A s il A CCK-8 S5 i B
miR-1254 1 1] LLIE i #] MEGF6 (19321 , {4 it 987 48
LR T2, CRC 2 ks BELvb B P i 2 1 38 5
1.7 423549 HE

I 2 s T B IS I AR I AR
PRIT L2 10 i i i 24 AL 1) F 72, bl ATP-25 & &1
(ATP-binding cas-sette, ABO iz T A X E. HEr2/b>
H 11 Fl ABC I8 B I 48 8 N5 Z AN 2 I e A %,
FHEP-HEER (4 (P-GP/ABCB1) - £ 24 2458 FH (MRP/
ABCO) FFLIRJE N 24 & (1 (BCRP/ABCG2) 25, H 1
HHORGH R 52 miRNA i . BRI (1525080 T
TPF0 B 1) miRINA 1011 245 400 &1 HE 33 T 5 AR SR i 245
HU 2594538 , it 5-FU CRC 4L , miR-21 FIE KT+
151 FEAK PDCD4 1314 , AT 3 58 o-Jun Al INK (1) 52
K LA ABCG2 R 1A , e i3k 259 1 HE. BiF A
KIN, Cire-007031 FI K IE I 5 AE T 5-FU CRC 2H 24 Fl1
Y1 i S E ] miR-133b, 13 ABCCS FRIAAFAZIR,
S CRCEMHE, [Hi, CRCANIH miR-133b 7] LLEE
[ ABCC 1 Fak (i 33 25 A7 iR 41 ., 11 miR-506
Af LLidit i Wnt/B-catenin {5 5 i #4101 MDR 1/P-GP
I 31T 38 AR 200 Bk B R P BB T

2 #B[[E miRNA &7 CRCTHZA U5

YNHT AT , FriEE AH 2C miRNA R 575 R I8 BEE R2 M
CRC i 2413 , X E ) miRNA $E [ E R 2 CRC
BT T HA B RIRARN F ATSt . 25 TRF € miRNA 78
CRC (s, B 78N Gl A il miRNA AL a1
il LAIK S35 4 i 24 (1) B 1), H 2875 miRNA 254
HEN TIRIRIEFEHT B A, Sl B ANIE 1% miRNA i
A FH T SR M 1) B R A5 31 1 R 22 1R O E
N miRNA JTVEBEANIGIRBEE | R IR
2.1 AT R R

miRNA £ CRC AT T iR 24 1) A A Ji e 4 22 0%
HEWHE , IF CRONEE IR T T 24 1% CRC U ) B
FHA . HATHEE T miRNA (17697 HiEEEG R
—Ffi2& L3 #79% miRNA (tumor suppressive miRNA,
TS-miR) I A L ) B0 L R R E L, BN S
RIRE 0T 15 miRNA ST, filhn, POEL 2550k
IR, #4 miR-195-5p A miR-497-5p WA Al ISR =5 MSI/
P53 ¥ A= A HCT116 H1 RKOCRC 41 g Xt 570 1)1 1 %
TR LS i H T Rk g — T S S Ty e A ) (2 s
miRNA (oncomiR) , TSR v (14 B R 1 52 46K
FROkD ] T miRNA I7 7. BRI st
miRNA 4% H 2 (anti-miRNA oligonucleotide , AMO,
N Ff antagomir) « 8l #% ¢ (locked-nucleic-acid antisense
oligonucleotide, LNA) .miRNA i 4 . miRNA 4 fi& I
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miRNA /N T 725 . LIANG 285255 TRk ANk
1K 5-FU R miR-21 SEAZ B 77 A% 36 5] 5-FU i 2
CRCHYUAEH, I 320 & s , I ose > A
R EIEBE T 5-FU GFTii 24 4H A ) 20 B 5 12k
22 HBEHK

X AMIEPE miRNA T 5, HoE/K M L = 1
DA AL R AP E AR R T Bz R 4
HRIBE J7 , [FIRS AT R 2 6f 1E 5 0 M = A 2 1, Rk,
AR AR miRNA A7 R0% 5% 28 $EA0 2 miRNA J7
PRI A Bk . H AT T miRNA 3814 R 4¢
(RAF FC AR AT SR AR Rk A, B G AR A R & T
RENLEIBALRE A1) A MRS T S .
X B R ZE G A FEAZ IR DA 25 L £ L fur R 1L B
i, BB R 1) 2 AT VBRI AR 72 AN 5 T o 46 1)
RFPEST, LIS BERT miR-34a JE R g 2] —Fb
PR GVNREI A, SR 5 181% % CRC 411, 4 3de
B TP RO RIS P CRC IVRIT AR . (b2
&t AT LUE miRNA X H s 78 B iar .
b TR B SR I TR T 5 il miRNA
AR RRRTE . (EAHX TR B L Id R G R A )
A e R 1) T B R R S FH
23 ERIERKE

FER 0L B BFFEN GO 76T miRNA
(RTT J AR NIRRT K &%% 5. Hilt A
A BOATT R miRNA 2595388 N 7 I ARG B -
(1)MRX34 (Mirna Therapeutics 2~ &) , —Ff 1 i Ji 741
LI miR-34a B , 76 2013 4F 1 YCHE N I 31 2 4 e

YOOOODUN sz

|
WO e

|

HEImRNA
JRHAmiRNA

BES

SRise | (w
{ ‘mr’.trrrr "
R N JiioncomiR | miR-21%

A2 Rty T HIG AR E6 (NCT0182997 1)1 (2) 41 4
PR 7T 5 EnGenelC 2 @B TR T F TR
b i ) S 98 AN /N AR AT £ MesomiR 1, R LATE 14
S T T2 L B 0 miR-16 B, T I R ik 56
(NCT02369198) {71~ , MesomiR 1 [)52IRF 52 14 K 4F
H $t I 98 97 2 W 5 (3) Cobomarsen (miRagen
Therapeutics /A 7)) /& miR-155 F LNA &1 1) 5 4% H 1R
FRHIFR, FABTT B2V T 4 Bpk IR A R R e A 1T 7
T2 HEN TT IR AR5 (NCT03713320) 5 (4) fig i 440,
) miR-193a-3p F 4 INT-1B3 (InteRNA A 7)) VA TT
B S SRR 1 T 301G ARG (NCT04675996) B LT
e T AA miRNA SRR IEf E 1 A A A A
FaE M, /N 4> miRNA 259U 1 By B s 2h » 1 LA
miRNA 29767 CRC S &% it 25 (1B AT 45 BE 7
Il R HTBY B -

3 % &

ZR LR AT 2472 3 CRC B TG Z [N E
FRIE , M0 miRNA {E 2R 12 () 27 748
iR JE T AR AR S HEE o DRI, WA miRNA 12
RE ST LIS T 3T 1 CRC 25 PR 3T T SR AR
H %, miRNA 1) DNA S 2 5 HAis AL
bRz Ial A AR AU | W S 2R B T AN 25 W S
ML IR 5 CRCALTT I 253 DA R (B Do 41
EhEE 2 EAEWT T 256 RSB IA BRI PRI K
J&, CRCAMRLIRT R D R RN Es CRC 3
Wi R s R S 2 k.

2 151f 1 XmiRNA

HERDNABYI | miR-29. miR-18a, miR-1587
[23°] miR-125b-2-3p%%

SR TS | miR-372/373. miR-1246.
%

: miR-302a, miR-19b%
AL R | miR-195-5p. miR-656-3p.
/o

miR-1915-3p%:

% AN | miR-330-3p. miR-488.
il miR-122%%
il

e miR-135b-5p. miR-22.
\\ﬁﬁg‘mgm miR-637%
AN

miR-323a-3p. miR-454-3p.
miR-1254%

N miR-21, miR-133b.
e imottt | TR

miR-195-5p. miR-497-5p.

Vi H45TS-miR miR-34a%

1 miRNA 5 % 208 CRC it Z5 B9
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