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[ Abstract] Colorectal cancer is currently the third most common cancer worldwide, and there are
still half of the patients undergoing recurrence and metastasis after surgical treatment, so it is necessary for
colorectal cancer patients to receive radiation therapy routinely. Due to the side effects brought by
radiotherapy, it is of great importance to solve how to minimize the radiation dose in radiation therapy and
improve radiation sensitivity. In recent years, people discovered that microRNAs can not only be involved
in the origins of colorectal cancer and progress, but also play a increasingly important role in cancer
radiosensitivity. MicroRNAs can regulate tumor radiosensitivity by influencing tumor microenvironment and
function on target genes. DNA damage response caused by radiation includes the activation of ATM,
histone modification and chromatin remodeling, cell cycle arrest, damage repair and apoptosis. microRNAs
can regulate tumor radiosensitivity through above processes. This review focuses on the mechanism of
microRNAs in affecting DNA damage repair and prospects the future of microRNAs in influencing the
sensitivity of cancer radiotherapy in clinical application.
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S5 H R N F B 2 — R PR AR T
SIALTEE 3 ALFNES 4 O, ZEEMRRAIRZ R ER, gk
BN L ARG T i RO R e LA BB R 9
sl SRAEsk , M4 B microRNAs 1] AZ 545 H i nd &
PRI

MicroRNA ( fii#% miRNA) J&—4 &4 19 ~ 25 MR
HIAEGRES/N RNA 43 F, BT, s —Leiig i,
BRI US S5IREAEY SR, Moy 20MmEE, i E RN, B
A LLE A SR S5 S 2 5 RNA UTER (RNA silencing) il
FEPR N SIS TR T . miRNA B84 R 4 2 b HC o 2=,
1A~ miRNA AT DL 2B i 1 AN SEE 0 mT DLk 24
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miRNA P45, miRNA ] DLt 538 5L 5 (40 psS3) igs &
T & FE 8 HE ] (oncogenes ) BVEFH , 55982 3% R (40 mye ) 4%
B KRR FED (tumor suppressors) AUYE

miRNA B T 0] AR08 ) e 5k, 0 22 3 E 35y
FIJE S, Yamagishi 231 Kurihara 251 BB EANET
YA i, PRC2 AT A5 miR-31 32359, i 1A
T miR-31 AR |

T SHAIT)E miRNA 9K

miRNA 7E 307 J5 PAE R AE g R 3L, IR 2 iR &
B TEROT I HE e miRNA 2R354 &A= i 38 AR, T L 3k o
G FEAR R MR A R B R AR B, 73 20T 1 45
B R FE T CAERE YT S 5 1) miRNAs A4 miR-
125a-3p. miR125b . miR137 . miR-188-5p . miR-190 , miR-483-
5p. miR-622 . miR-630 , miR-671-5p . miR-720 , miR-765 , miR-
1183 .miR-1224-5p .miR-1274b F1 miR-1471 {5 41 miR-622 7]
PIYEFIT Rb Al K-Ras 5 W 25 B Ji 48 56 fUMES | miR-
671-5p AT LU 1/ F T SMARCB1 SE00 45 B 0 9o 48 S Al v
Zel0) OFF R R RY Y miRNAs A25E miR-1274b . miR-720, #
R0 TR R UL AR T IR A T 2 OT R R R R AR Y
miRNAs I miR-15a , miR-16 . miR-17-5p ,miR-18a é’—;, T X —
it miRNAs & Z 17

=, microRNA 5211 2% Ji7) 95 8 55 BURE ( radiosensitivity )
HIHL ]

TGS EL IR T R S AL, BOT A A T ARE
I7 IT B RN R IE T AT 58, o oY B T LA
NG IT T BOAE AR AT, ol DLAEF ARG (], X
&S B LRSI W S VAR & B 11 B o S (S F ¢
i BhIAYT B, AT LAY ek 2D PR 21 2 PR AR R SRy S a3 4%
Ve, AR T IR SR T-ARIGIT . B R A BH B o7 80tk
I TE SR R A 25 15 M 9 P R B SR R Y2, van Gijn HIBAEL
ZEUERH T 55 H R AR R BT S BT 2 E G R Y]
e A A i By 9 97 T LA B AT i R 1) JR A A R B (R AR I
5%:11% 11 1] 9% : 19% )", 3& B [ 57 45 A i i N 4%
(NCCN) g 2 1 PR 52 2 98 Pl #4240 A5 0 SRR IO B0 T, R
B BT O 2 T bR IR YT . WA AR 4
Bayy B, v LR B4R & R i fs i R BRI b 3 B R
R GEK S AEAAF R RO B A T RS R R AR
T, SR 2 BT R EARNRY o X7 AN U = HEHT
) B AN EIA SOTR YT, T ELIS B2 7K 2 U7 R AN
R, W] BB 4 5 BURYT 175 & 09 R R & e (9 & A ik
PR A O PR R T M RO AE, RO S BT R CE BE
FrtBT DRI, e B A AR e /N A SR | A
B RS HGTAR T AR A T — AN R AT 1 [,

i Rg 9%  S ERE l PAY PRT (  R) 5 A N R K A 1B
i) FAR L CUn g RO BT ) Y AR R, BROR R £ 1) I A
FW, miRNAs 76 B8 9 % S 0K HE A0 3K Bt PE (radiation
resistance ) W & HE 7 T B A9/ ™) T 5% 1 B8 4 S UK
e 2 B E S Ay X, — e R A I R A S5 R ) o S

TPURRAE , 55— E AT DNA 453453 38 5 AH 56 B8 35 PR 52 o fi 9
RS

1. miRNAs 38 f R BT 52 e i Jed 4 S UsR Pk . Yamakuchi
SE116) 9 P AE 45 1 9 40 M TP, miR-22 3@ 5 JE 45 HIF-1a I
VEGF M it stk . 7245 i, miR-22 K ik mARAIK,
FE AL S HIF-1oe F1 VEGF AR5 T, 13X & ] LUJE #F
T Miebe A A I A A AR, 9 T R R S Bk . B, miR-
22 ] DL IO iR e L 17 100 N RS S R AT
4 % S AR

Sun %70 K B IS T 0 A WE 2358 i HIF-1o/miR-
210/Bel-2 3 ¥ U 20 45 1 9 P 938 40 B 0% % G SORRR 1 R
W, HIF-lae &15F miR-210 AR IE T, 1005 & B ad ok 453
TR Bel-2 BYFRIAAE HE A0 M 7 0 B AR T 45 1 i 240 L %)
g

Xiao 458 £ HT-29 25798 sh Py A58 v % B, miR-885-3p
Al DL 5 BMPRIA 7] Smadl/5/8 fOHBERR 1k, IF T % DNA
LA BN ID-1, DT 400 il P e 200 At o A8 26 %, 390 741 e
TR A B8 B 2 e e S U

2. miRNAs @13 DNA 453473 3 5% HH 3G 0 35 P55 i e 4
SR FRAT S 1 DNA BURES 103 J5 fe o 5 | /e 1y i 28 gl e
Lg% O R B A A 5K % AR B ( ataxia-telangiectasia
mutated kinase, ATM ) BT , ATM & — U005 T U4 e i 3
Ko AT 5 R DNA 185 KK 1 22 S W/ JR S TR ™ . ATM 34
TG T SO R 1 A A8 T A e o 0T R A AR B B
Yo tt AR BEAA , IX A B B 40 15 &2 SE P T4 5] DNA #5}
i, G AR AR IR JT , 20 AR R S0 4 B AG A 1 215 S
JiL SR A= AT 45 40 i 64T DNA 185, DNA $ifi—H
B 47, A2 T RR AR, i a5 DNA B3 7™
& AR SR TP . e B DNA B0 18 R ad A
Hr, miRNAs 1] DL 7 F AR — 4~ # 55 DNA #1018
SRR AT R o e 4 e

(1) ATM : DNA BUEIR 35 e AE U 1 40 F . ATM & —
FiAE DNA $405 T B e bR B 437, BTG A9 AT AT LU T T
AN R AERERERAL IS 5 3] DNA B R H, EARE
ATLLE AT ATM 5% M0 45 B3 96 4 5 0% M 1Y miRNA A 45
miR-18a .miR-223 1 miR-203, Wu 2 75 45 i i v & 9
miR-18a N LU 0] ATM 4 2% 1K 52 Wi H: 435 g oo 0 o) 0 Ja
P, miR-18a AR5 M3 T 19 3R 36 T, 330k v A A A A5
B ATM kb, X 5t T DNA B R/, T, K&
1 DNA $5i473 th T fig X B 5 52 00 AN W AR, 400 B A 77 B (]
FEFRIY IR T, 73, miR-223 Fl miR-203 i# i T i
ATM {2 1F T 4 S et 12

(2) 2H 3% (A 1B A0 G4 {2, )5 5 ¥ ( histone modification and
chromatin remodeling) : ATM #¢3i% 5 MR FEREE B E E AR
LB SR FRAE ST TR 1 R 4R B0 5 30 00 22 A, 35k PR A 5 23
174 2 B AN e (o ST B 90 A5 S 3 e 0 ST AR 159 B
My, PRIIE 5 B 20 8 8 A AN YL £ 5 55 9B F DNA 30 8
St E R, KA DNA 05 iR e BB ) ATM 234 40
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FE M H2AX HEATRERR A E M , (A5 e (A T RS BiAR , IR 51 &
JE4E DNA e, BTt &k WA M4~ miRNAs A
PIVEFH7E H2AX : miR-138 FI miR-24

Wang 220 % BUE AN ZE B W miR-138 7] L i
H2AX foci BIEIL, 7E 26 A U208 4l ig i % 35 miR-
138 [ & {fifs H2AX FIkFEAIK, 80 T DNA $ifif5 i B 4F
FH DT A 45 40 Jf 6 A, B 5 45 40 0 U5 SR 5 i i, Lal
2 1240 6 0 R I 0 miR-24 7T L)L R 8 H2AX f3ik, #
Tl 40 AEAE DNA B0 5 iAE E AR, S 040 i X F 85 o 2 55
PGTEMEUR, FRM A miRNAs  RILFHLLEFL
BIY 5 2 A8, (i 1F 1 40 o G 4 S UL i B AT T
miRNA 1F T 20 25 (4 R G 60 57 50 90 AR 56 32 P9 76 485 B W o o
BITEFT /0 UL AR

(3) Z i JE) JA A6 % 15 (cell eycle checkpoint ) : 2 it & 3 46
R AE L R 7E DNA $i4 )5, 7T LU -5 40 g J5 34
e | NN A5 200 i A 2 08 1 Bf 1) 96 4T DNA 185, Fitsi s
A 290 2 T AR [ 400 A 40T , (R 4 SR DNA #3050 T
ARSI S E T AL, miRNAs T LU 75 40 e &1 330
A AR S AR g 4 e >

PTG DNA 505K o5 0 T L 43 F i 5 S R F ps3.,
p33 JEiH £ miRNAs () T iiF #8551, 40 miR-125b, miR-504
miR-311 25727 | Cdk F 2 DNA B0k 2 s b 25 32 (0 33
fitf, DNA $if5i/5 Cdks BBERRILAE G , T 1 T B, 200t J& 10 45
AT REE . BERRILY Cdks AT LABE Cde25A LR AL,
I3 20 8 5= , DNA 450 Jo ik KB . Wang %517
R TESS A0 miR-21 T DLAA R Cde25A By ik,
A 0 R R 5= RE 384 o e S 45343 46 B2 ek ) 00+ 45 P e 20
e Py B S BURR A

(4)DNA #1515 & ( DNA damage repair, DDR) : DNA 15
PiJ5 TELDT T ATM BTG | Y €6 J5 25 98 DA R A0 ff ) 0 4 s 25
—FRINARE , A IR AT 500 DNA i B 5 . o
UL DNA $ifi /2 DNA BUEE K24 ( DNA double-strand breaks,
DSB) , ERIMEE T2 P73, [R5 5 241 15 & ( homologous
HRR ) #1 3E [ IR K ¥ &
( nonhomologous end-joining, NHEJ) ") 33 1 fl & 52 77 w1y
Z 3| miRNAs AR,

BRCAL [ 46 2 FE K5 F. Moskwa 451
RIE SR miR-182 AL B | RSS2 5IE S4% miR-182 i 3%
KRS R HRR B3R, 35 T 40 M A9 58 5 Bt DNA-
PKcs 5 NHEJ "FEZE 5T, Yan £ % 3 miR-101 7] LI
i T 9% DNA-PKes, (4 il AS GE A 35 4T DSBs 184, {2 i
iR Ay S AR

(5) JAT= (apoptosis) : QNALHE SR TT & WY DNA Hi45 A4
REFEARE B R B R, S T skt S S ™ 25 04 J5 2R (A 4l &
ATEAR ) ARSI S TR, pS3 #E DSBs i R T2 R
N EEZAEN, BRTTESS R 0T miRNAs 76 i 14
T AL R Ao 5 S B B4 R 38 40, Chen 4500 R BLALE
S5 RGP # 5 T Y miR-200¢ 7T LI PTEN  p53 2% R

recombination repair,

(15) .PP1 Fll caspase-3 BUZRIA , FE2E AiivJeg 40 M 8 1= A9 [R] s, 14
T 240 A A e B RO e A bR P Hu DY & B
miR-504 7] LR i p53 % sk i 1  p53 I8 09 I T AR A A
Jie JE ST |, 17 ELAAR P9 S 5630 B miR-504 1T LAt 0F 290 g vk 78
PR B8 0 T 4 i o AT I A B S IR P L Le %Y & B
miR-125b W& p53 Ay I8 45 4> F, i3 F 35 miR-125b 7 LA
TP TEE Y pS3 FHAMHIPHT . HESAR SIS, miR-125b (3£
KA T B, F A8 miR-125b 253800 pS3 f & 1, JEAE ot
P33 IESAIYIEE T,

., S5 Rs

45 i B R RS = KR, AT, SEEE RS
JEEAE O 285 (NCCN) JilvIed 272 e DR 552 e 4 e A7 45 B AR S
PR Z HMNBIHAYT o SRS 43 (R E X IR YT ROni 22, JF B
HATIHEHTBOT F AL R B, I O S AS [ 077
BB RN RIR 2050, W0 7 R 4 i St R 11
ML, - TU8 45 i S e 4 4 o G5 J | b F 0 3 T 5
P2 0T BB AT M TE I PR L O AT B,
FUAHATT A 85 B3 H SO SR B AR 56 AL
SHEUSME S DNA 50 E 2 AE F ARG . FR G512 DNA
P AL HG ATM BOSTS , 418 (s A e (R 98, 40y
JE A 0518 52 P T, microRNAs 7 LLil i bk 3 72
AT DNA SR8 52 R, DT 42 e e 1) s S e

FEFCA PR 42T rp % BT AR £ miRNAs W8 g )
IR BT RURAE (5245, 46U Weidhaas 25120 %% 1 let-7 SR 1K)
miRNAs AT DU i 00 KRAS JJ5 58 DRI i g 1) 4 Sl
P, AN SE 026 B L3R let-7 BUZRIA S0 E AS49 41 64 4 5
BURNE, Lee 2554 % 90, 75 A549 40 b, miR-7 AT DL i
EGFR-PI3K- Akt i JAE 25 b Je7 40 0 A 68 S Uk, HJ2 A
AR 2280 miRNAs 7T L8 4 i I8 1) i S5 A0 Jake v 40 =i B 75 40
TSR A5 AR AT AF S B miRNAs BT IR 5 b8 i
SR U T B 2R N K RIRE T

I, BEFE YT miRNAs BFREATR A, K I miRNAs 7] LIl
TR T bR R B AT DINA 5477 308 46308 4 A S 0 32 D8 4
iR G SR, A X 26 miRNAs 1] P4 i 988 50 80U
P, AT S RO Tl s il e . B AT, K sz e v
FRF Y — S0 R 0T UM 56 miRNAs DA JCH & #E4E Y
B AR PRI FHARE 70 . 45 76 miRNAs 55 g oy i
JEAEBIFSE o, A 1 — 2 BTG miRNAs 7 AL A9 3L A
TSR AR B R 6 PR 9 O 1, ARAS b 42 = o7 T
S0, WA 503 , 7367 Byl A [R) B i e R 5

FlEAR AANSGAARE AP AR N BEAT T 5
TS AT AT AN TE 24 B HR 95 8000 55 1) 2, 78 WX B 52 14 2k S7
FIRREPET AR

EETTEAR RIS SRR R S5 1060 AREIL LR
TSR BB s TAR AN TT WA IR 7 [w] | 36 R SCHRE JE 5
PRI 7 B AU 5 AR L, AR
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(PERFEFZSMPRET) X TEMBRLHIITE

1. $147 GB 3100 ~3102—1993¢ AN ELAL ) F A SC i BAALAIAF S 1A B IL B H RN, BARAT ] S IR AR B 2 s ik
g 5 ) R T B ALTE B2 BRI ) 3 3 R ( AN REZEEE Hh At 2001 4F YRR

2. 5l i AR R TCEIE (4 AR P SO RS 30 1 v ] 08 Y v SO A 349 (08 Y o R BT 1 PR A S, AR
H AL (I anAS Tk A G FITUFRR
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