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HE  FHEARNAULEA L RWRNABE ML T E@EHNE NI BFHRLEGTERERA. ARSI R
LB S A RNAT DL R WE T AT HZRAFURKIBEAF O EARNER. B, AT, Rl L
TR, AR E R R AR R A, R ABRNACHALE L & M g+ 2R KK, BF RN EWAT TSI
B AXEARELE T FRERNACIE R AR RLBF AR TENER, FENET FRBRNAT R

Au b7 i 24 o B B R
AL B 6k PR R A

KA

FENREERI A, HKL70% 1) FE R 1 4 5% 1%
RNA, {H A 2% M) 45 8] 5 0% 7 5% il g b 2 1 45 4
RNA(message RNA, mRNA), 4 FE K5 5% il A E il
RNA(non-coding RNA, ncRNA)!". ixXencRNAA] LL4>
R IR H T ncRNA, ALFEFEIZRNA (transfer
RNA, tRNA). HEARNA(ribosomalRNA, rRNA).
#%/PRNA(small nuclear RNA, snRNA)FIA=/NorF
RNA(small nucleolar RNA, snoRNA)ZE, ‘B AT 240 fu A
TEHT LT, SEBONREE; 51— NIHTTRncRNA,
EATI AR B A I 2R e M SR e e, B
S BHIRSE 2 A i R e R T TR .

VT R ncRNARUE HAS LRI LAy PR K
FE/NT200 2 H R IR A/IneRNA,  ALHE/NRNA
(microRNA), tRNAFTA FI/NRNA(tRNA-derived small
RNA, tsRNA), 5Piwizk [ AH1EH IRNA(Piwi-interact-

It BARNAG A A A G EHHEERLET, £HRLERRANFRIH

IncRNA, circRNA, microRNA, 40 jg 387, g% 5, 62 R, wakk, EMFEy, T

ing RNA, piRNA)%%; KR T200MZ H IR R K
ncRNA, FEGFELM M long noncoding RNA
(IncRNA)FIFR B4 fcircular RNA(cireRNA)?. mi-
croRNA R TR PR B, AR LG LB 48, £
S 5 55 2~8 nt AT 415 H I mRNA 5L 7
FIEAMICK, FHZERNAYE FUTERE A 14 (RNA-induced
silencing complex, RISC)WTERK, B4z R ff L P Bg
HIMRNAFHED, (sSRNA R — K5 M 1/ RNA S T,
JH sk X H AR B RGRN AN RIS s ()8 =4, B
B IRNAEMG, S5RRMN. EEERERE. &
BEARAE WA B TR % A 25 22 A TR B e ),
piRNA & M 2L 50 4 A= 5 40 i A 43 25 45 21 11— 271
RNAZ> ¥, 7] LA Piwi 8 [ 50 B A LA A, 5 AR5
MR E T B IneRNAMcireRNA &3 4F 3K
WE AU 2 P R K IneRNA, AT ATE R 24 1 2%

17961806, doi:10.1360/SSV-2022-0087

LA BOth, UM, FhHe. JERMISRNALER KA K R ANS I T I E . R EERE: A arRlaE, 2022, 52: 1796-1806
Qian X Y, Liu P Y, Lu Y. The role of non-coding RNA in tumorigenesis, development, diagnosis and treatment (in Chinese). Sci Sin Vitae, 2022, 52:

©2022 (HEMFE) FiEH

www.scichina.com


https://doi.org/10.1360/SSV-2022-0087
www.scichina.com
lifecn.scichina.com
http://crossmark.crossref.org/dialog/?doi=10.1360/SSV-2022-0087&amp;domain=pdf&amp;date_stamp=2022-10-27

I ERE: AaRE 20224 E52% B 12M

ghi, e AT DhRe th LL B 2 R AL, BE AT DS e i
H AN 45 A microRNA, mRNARIDNAZE, o a] DL
dEREME ZMEOMBEERN, MMERHR. 5
VI 8008 A0 B 0 5 18 1 55 2 b AR A s B R R AE
FATS. stk 2 (ORI 7 IE B, neRNATE R (5 2 %
Jee T k¥ A LIRS, BnZE 4 IncRNA. Xist
IR AR R I AL R IG R rh X G (0 A 2 3% 1Y) 21
W T, R R IS R 2 R R i B
JEIncRNA, Bt 54 FmicroRNAFI & A A BAE H
{12 b Je 0 M Ry S e R e AU,

i 988 1) A e — AN e X R, R PR AR A
b SRR A5 4 i R 5 2k 225 . 20004F, Hanahan{
% M Weinberg 4% 1 IR AL Cell b2 25 1 i 988 41 g [X
Al IR AR S KRAFAE, 230 v B 4 B R A KAS
“F (self-sufficiency in growth signals). HiEKAE 5K
AR (insensitivity to antigrowth signals). KB4
MUBET (resisting cell death). 78 7775 R 52 i G
(limitless replicative potential). HF&E M I8 AE &
(sustained angiogenesis) ZH 2R i FIHE 2 (tissue in-
vasion and metastasis)'”. i % Rl 35 AR P K 8,
SERE FLANBIER N, 201 1V4E AL B0 FHIRALE Cell FIR 3R
Zrik, KRS MOTURIEY RS 11030, By [
S ¥ (avoiding immune destruction). g i i IR
Y 28 AiE (tumor promotion inflammation). 4l 8 & 5%
‘i (deregulating cellular energetics) 13 K 20 A fa e
FZRAZ (genome instability and mutation)! X444
fE. 3] 720224, B HERKRE, EED X
BT AHMNN, Hanahan#3%1E Cancer Discovery
FRZRR R T 4T0H KRR R, AR R R AL AT
Y84 (unlocking phenotypic plasticity). JERAFFFE
W 322 4% B 2 F2 (non-mutational epigenetic reprogram-
ming). % &MHEYH (polymorphic microbiomes)
32 2 40 il (senescent  cells)!'™. % i i (I 4A0E
IR B T 14T, IX LEE S0 AR AIE B B HA K e i e 2
AR AL ) BRI M o — B AR, DU
B 78 43 b e E R AT ST P i R I LA G ARk
B 7 R I, neRNATE JMYRF 4H A X 144N REAE 47
HAT 2 EZ/ER (B, A S0E MAneRNA %
AWM AR, BB, BERW. HEikiREA
AR neRNATE IR &K A ifE R, JF H S 4531
B Benc RNATE MR (12 Wi« Y67 J7 T 19 S AR AN

871, JIncRNATE iR K A A6 T 7 1) A BIE T4 41t
e 2587

1 AERISRNAS R & A R R
11 E4ISRNA L PR A K

5IEHE AR, R an i i oLl ki, A
BAEREHIGENA AL HLEHAERES, #EM
NP IETE. TP532 EE IR, 1IE% TPS3
(RIE DT RESEAEG IR EEDNATR S 55, WAL R 41
SEREME. A B, pS3EAMIEDNAR #I, LARAEE
B (PR [ A TDNAME S, WSEE R, ps3 E 5]
S A M T A R AR 50% DA S Ak b8 v % TR
TP53M ARG RAS, Hop i RIMYC/& TP 31—~ E
FRWEHIE R, MYCR KBRS 5 4 Sl i
2 LA ., 2 5 1R A K A3 58 AH 5 1 2 (K]
gV KBRS, ncRNAT DL ELHzak A e 45
MYCIFRIE. pS3HIEIE 1 IncRNA PVT1, AL TMYC
FLR RSO kb, /EDNATEEUE(E 5155 F, &7F
MYCHE R Fe o s MR R, My Cit i 5t
m6AEHE I ) IncRNA LCAT3¥FUBP1%& H 4853
MYCJA ¥ LU IFUESIT I, BiEMYCHIHE S, ik
S A KR R A= Ak, MY CHR BB TincRNA
%453, IncRNA DNACRYE £ feiE d ) 7z LR IE32
FIMY CHBE 5 5, 3 ik 3] 20 A 34 ) PR 7-p21

Al LA 5ncRNAZE & K IE/E . IncRNA-EPIC il i
F129~283 nt[X 35k FL# 5 MY CAH HAE F 4 3k 41 i i 1
B, IncRNA-EPICEBRFFAR T MY CXf H L K 4
CDKNIA, CCNA2, CDC20FICDC45H) &5 %P it
Ab, ncRNAW AT DL HALE 518 % 25 2 40 i 1 5
fIETE G, EanincRNA LCATIE ceRNA 3% 4+ P45
A miR-4715-5p, {FAHEARACIFGYE L, 12
it & 2P, cirePLEKHM33@ i W% fmiR-9, ¥
JEEBRCAL, DNAJB6FIKLF4/ A, MTHAKT{E
S ET . RS ncRNATE IR [ e 2 A K o R 35
HEENETER, B2 AT R ER %2, B2 0T
VIR B 12 BURF TS AOHLHIAF 78, I PR N FH L2
Uk, FEncRNATE fR A K (94 B BIE 90 38— 25
LI PR B AL TE 2 FEUEHE, /2 H BincRNARK —
AN EEE A

1797



Bl haE: ARmIGRNALE IR A2 R RANZ i T A

V% LCAT3 ot Rev
3 Discn R
Miret7d NCL ﬁﬁwsm L/ ‘l: FS
c1D E2H2 ‘1' tRF5-GIuCTC
EXOSC \RJ(_ 7SEE RPA pool ‘l’
IncRNA J HE MYC 53 DANCR\%
SEHRNABEESH N 7 <
(MIiCEE) ' “BARIETE 21
= é; R Y B4%8 i 2;?/\/;D?R
WERBFT » B% 25 ,
HERELEN % % EE% %,:gégs APOER2 BEET
—U[cAse-As1 gﬁt&%{@ WV oy 2 PS37E4DIEILE
1 &
@ 3 \!
GLUTIRR > BElitl Tl - @%’% b < BB PSSRRA) Jigaspi
z Yo #
28 > Y0000 <« S
FE NN
Nei”«%caspase-1 %@2 .. xA By ﬁfz > EiE
A TERRA
NLRP3, NLRC4%0 %ﬁi’fi} @,7‘ 4 N #s e
AIM2ASTE/ V& & gié? . @@@ s
&g m0R ﬁ;ﬁ« hSATI
| r
“TINCR box” CTCF
2 5':?/ KILA s HIF2 .
ZEARE mRNA \% min ‘1’ \iz=
¥ 1 il Hops RABUIB-AST  saspresmrmms
B mRNARRENE 9 \ \
Pz NF-kB e éﬂ%ﬂ@%@@N@
Ol
AR ‘1’ SnailfSluggiz=ik
T4RAEXTAICDEVEUR I Syl 3]

VEGFAFIANGPTL4%5%

Bl 1 ARGRASRNALE R A A A R BV . ARG SR AL S ) 1 4R RFAIE P A0 4% T AR A IR IARR AR MBS RNA K
HESEA SRR SR ENEMRBERARK. H. SHl. B8, ek, seafQ. sk, ERAREEZ M

i AR I AR

Figure 1 The role of non-coding RNAs in tumorigenesis. Non-coding RNAs contribute to each of the fourteen hallmarks of cancer. Representative
non-coding RNAs and their binding proteins or target genes are selected to demonstrate their regulatory roles in tumor growth, apoptosis, replication,
metastasis, immune escape, energy metabolism, epigenetics, genomic mutations and other life processes

1.2 JE4AIRNA L IR sE 58

Jieo e % F% 48 e TR 2 PR DR R e, R I &
By MBS M EREE ST, BB ITLREE
B RS AL B R, bR e B R T Ao R RIS AR
FHRERZ . BRI R AR G, SEIRITIERE
ORI HEFERNB AR, DRLHER 72 B eg i % 1) BAR 431 B,
ST e B U e 8 1 1) 2 B o b R RV T 2R R ERL
I J 18] 78 5 4% 1k (epithelial-mesenchymal transition, EMT)
ST b B 2 AR PR A SR SR AT #E AR 28 e ) I
LAY, HARHIE NS5 %E 8 A E-cadherin&IA T,
N-cadherinik A, 32 Bl — L4 5% [K - Snail 1/2,
Zeb1/2 M Twist1/2552 5| E-cadherin 1 #3%, LLK
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TGE-B, WntATNotch: 22 Fit 5 53 i 1 3 7] 455,
WL T AWM AR R W
DAS B iR 6. T s 2 WA PR AR BB R 0 i DL PR 1
R —, BB A R B TR E, A
WFFER W], Ik B2 A A K Rl VEGF-CAE % Dt Jie itk
B R B EEAEH. IncRNAB B AH S Sk A
2(BLACAT2) R IATEM L as R s s B2 b
i, BLACAT2ifid 5H3K4 IR E &R 10
WHEWDRS B 45 &, RMtfk LI VEGF-CHI#R
SEP R R 5 R F) A A RS, BRI
E I 4 M (tumor-associated macrophages, TAMs) & it
A R B T B RAEAN N, AR E Uk A
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. WREGE AR A I (LNMAT 1) ¥ hnRNPLZE (H 18
R CCL2IEH T E, SHH3KA=HEALTHE, Mk
TECCL2W 5. WA, CCL2H b i85 S W 40 a3 N
Jife, @it > WA VEGF-C S 5 bk A AR il 72, S 284ie
HEWE B AR BRI R R0 BURVEGF-C B IIE S
TE B gt bk LS5 B vh R ¥ B R, SR, 2920%1F
Ak T 25 1 e Dk e K A VEGE-CAR ik, 3R
B I e 1) Wbk EL 45 5 A% B AN T VEGF-C I HL ).
K T 45 5 A A e B S AR 2(LNMATR) BE 5 7 5 A% i %
FHA2B1(hnRNPA2B1)ZE &, 02k 21 B e Je 20 P 43
WA AN AR Fh SR T R BV A B 4 A A, e R
1% I ifProspero homeobox 1(PROX1)HIFKIE, %
SRR AT R,

B AH O il B 1 AR L (MALAT ) 2 | — B
SE SUH— PR (1 IncRNA, {H 2 & 78 LI h 40
RAFAMG LR BOE . A FUIRIE 5 3 RN B (Mus mus-
culus)PERI R B RRMALATISRE R o] UAE il 42, i
HixFhE A AT LB MALAT L B R R IR T 5. 1E
ML E, MALAT1RE45 & I RIE# 5% K TEAD, B ik
TEAD% 4 YAP S JLEPIE R Y e fs i ik, Bl it
Ji 983 211 i) (disseminated tumor cells, DTCs)if ¥ 7E iz Ak
A EHENKIARARI, AR s R I S % H A A7 R AL,
St BT BT 2510, A B 9 3 AR R g
B 4 LA G T4 LA ALY, LR TR ke
2l (breast cancer stem cells, BCSCs) 8] 78 Ji I AEZR
SRR R A R HEARIR, NR2F1-AS1(NAS1)ERHR
YU Ik, Wit 5NR2FI mRNASE 4, #H5PTBPI
B A, EHHIRES/ S HINR2FTIE %, 04| ANp63
(LS. ANp63 T Y AT FIEMT, PR 350988 1tk F 14 s
YN PRI i 30% MBS R I LR e B R
AR, XISTHIRIA L Wi 2 ARG, FRIRXIST
(IZRIBRESFIBEMT, JFiEIIMSNA-S 1R Ffa e
I c-Met, AT (22t Fif g 240 B 4k 4

B A& AN B il (non-small cell lung cancer,
NSCLC) 15 W RS AL, Ak /IS4 i fiti s 240 A Sk I8 11
S A IncRNA-SOX20Tfe 6 18 i # [\)miRN A-194-
Sp/RAC1{E S 4l A1 TGF-B/pTHrP/RANKLAE 53l #, M
TRk A,

L3 JESRAIRNA S oA
] ] AU B 2 R 2 R AE 2 A FROARR AL, iR

1T i 5 L T DA T A T R A L K 2R
ROTEMRFR, HERATE T gt i,
R T T 5 il PROML 2 A2 W T o 0o 2 P 1R DG B, L 1
Ui JE 400 Tl T s 1 X T B R R Ak 2R I B R . cir-
cMAT2B# #1& 7E JH- 41 L i (hepatocellular - carcinoma,
HCO)H aRIL, @it 554 M fimiR-338-3p, Mifi L
WPKM2f &0 b, W& B, IncRNA-
AC0209787E F/INAH o fil e o vy 2R, 75 78 260 B DL PR B
H AR N S EA S T R T HIF-1ofE S B0 51 i
ik B, AR, AC0209787] LL 5 PKM2HE [ B
FHAEH, #5mPKM2E A Ife e, (EidPKM211#%
R, 13N FIPKM2I SR HIF- 1o/ 5 (5 S35 1,
NI T I R i 5P, TAMsiiid 20 i 4 38 v 4% 336
IncRNA-HISLA, 3% 55 L i Ja 200 (1) 45 5200 1 At A
TP T e e 200 AR P AR 5 ) LR SR b
4B HISLATIER L, #4 BCTAMSsFI g 4 g 2 5] 1
A S i [ i Y A A S 2R (I GLUT L2 A R 154
IR 55— R 7, S ST gn M A O A B i i
SN . GLUTLLE 2 Mg 4 i vl B 30k, 43R
TN R R A 3 . F 9T R I IneRNA
GAS6-AS it 5# 3 K FE2F 1454, MIHIE2F1/r T
(IGLUTI 35, MU0 71 26 0 4 st Ft = g R ik i
-4

A ANEREA T A T IR R 2= A R LR, IS
AL CTAREEA. N T IRAMTE RGO E, gl
W2 0SS A AR Y. SRR A B T
FEH RN U BRI, A R i AR 1 5 — 25 R R
AL R A R LG B (GLS 1) ¥ 45 &k e 1 Ak 0 i
AR E R, neRNATRT DU I 22 N AN R A F LA
M GLS1 %15, ELinGLS-ASiE i ADAR/Dicer# i
FIRN AT HLEI 76 7 375 KF F I GLS T s,
IncRNA-CCAT2: ik &5 o7 FE PR 5 F0 77 1 22 53l i 4% GLS T
PERMEETY), SRS & R M AARGACH
KGAM A% B & Wt = £ 3 BlncRNA-
GIRGLIYFik ETF, [ GLSIMRNA 5 CAPRINT — 4k
ERE AW, (EFEFCAPRINIFIR-AH 3, 35S
FIURLTE A, 4596 20 B TE K 004 R A 3 27 BB T A7
iESL

REFRAR W (0 1 4%, CLHE B SR . A ORI A, X
TYE R RS AT ORT 6 TneRNATH S
AR B 7T 518 /. LncROPMAEBCSCs 1 i K i,
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Bl B A PLA2GI6HI3-UTR KA TIPLA2G16
[RIE, 18N HmRNA M FE M. FIHFIPLA2G1 642 i
Tkt U R i 8 g 7 TR (I L A A8 A DU U 1) 1) 7 2K
BIEPI3K/AKT, Wnt/B-cateninflIHippo/ YAPAS 5 1 %,
B4 5YEFBCSCs T, LINC00958:# i 1 it
miR-3619-5p FiAHDGFIZRIE, M3k e i ig i
A AN M. CirePTK2 B Bt 35 4 PE B 25 4 miR-182-
5p, THBXS AR K JAZE TN, B A g 107 43
fitt, s e iy A

L4 JEZSRNA L b ek if

LI R R A R Sy, FEEAHE
THREAHAE . Btk 40 AINK A 40 0. T40M07E 2 3
PR 34k RS TAH RS AZ T AR, 2N T4
ML RS B VE TAN M (Ty) s VA M T (T, o) R 40
FPETYIMU(CTL)ZE. ncRNA CHHESES 5 5] & Fh 42
Y 7 AR G FE R, SR RE A A s AR T e
Eb iilinc-MAF-430 1) T2 40 ff 54 S K -FMAF [ £ 15,
M BETZH M [ Ty 140 22 4046 5341, cire-Ras-
GEF 1B i 1F [ i 45 41 B (81 6 4 T ICAM- 1[5 1%,
T 5 200 A 7 2 i o R e T o 00 5 A4 oz T A
HAEH™, BR%GEMEAEAER. RAMEREZ
Y e 20 RN SR AR B R T AE,  (E R 4 a2
REAE & Fh R R AE T et S s e 4%, i o] AR T
IR EL A0 O PR 05 5 - 41 U SE T (activation-induced  cell
death, AICD)XK bk G MR, LR 0 4 5 1 1)
CTLs F Ty 1A 3L JiJess A0 i 9 1 24 858 F (19 ATCD UK.
NKILA /& —> 5NF-«BH HAE FH FJIncRNA, 7E3E16 1)
TAHM A RIE B, @i FHINF-«BIE Z @ % KR ET
41Xt AICDIIBURES, T, B sl e/, 12
YERFNLAAR G AT AN TT B e e . B 5%
JHREFEFEINGE. Lnc-EGFRIET, PRIk, Ml
T/, HIHICTLIE M, I AEGFRAK ) 77 20 2t
HCC/E K. Inc-EGFR SEGFRES k454, PHWT I Se-
CBLIFIH EAE R Az ZAGTEH, #2@ EGFRIFIE 5 IL T
U AP-1/NF-AT L (K180, #5110 S EGFRE L,

2 {R4RBIRNAS iRy SR
2.1 PRI W IR TE A P G A AR
WAL — A MRS TR, LR

1800

Qe UM AR R SRR A 2 3 50T, MRS
(AL Wb A 1 BRI R 4 e (CTC) . 7B
[iRDNA(ctDNA)> . i SbEWL(EVSs, T EE 2 Ak
Y RIE IR LG HIRNA(CFRNA) % SR ITRNATE
R A HR ) A bR S R T8 A R D P R
H A1 B8 A 2 microRNAYE J g 5L 3112 W i b
EY), OF —Lut i NIEKIRE. microRNAZE—K
KF 2922 ntfAEgm Y BERNA, R K B RUE M Fa e
PR, A L HR R PR AR R ) 2R b 4. AN T
FRE A o B I FR microRNAs, 5T i — %1 682
42,3253 1 [ 1 DA 31 F14566 44 52 2% 25 (R BT 1 A %71
(IR T, TR T —FhEE T 12 miRNA A Yh5 & Ppa-
nel f) BT I PRSI 757320500 246 I AT A BI04 F i T
IR I S 2 W A= Wb E P s I, H T LA
DA LB AR BB A B IR A, Ak, WA
5E T 15 miRNATRT LLIX 7 fifides 5 e Al H 5, HEHf
HH91.4%, RBE H82.8%, HritthH93.5%" . Ask
56 =t %5 58 H I A A miR-30d-5pAlllet-7d-3p e B
B0 AR N 55 25 P R P 8 W 4 2 b 2 s
I MR miR-15a-5p e T 5 P38 S A0 A i
B L W A b .

piRNATEKFE I SmiRNAAHRL, 7 LAZE 5 Hhid it
YRR, I HAERB AR, A5 A% 0 A% R I A A,
A ERBONH R EYIbR S, WER R, B T FLEh
YR AESEAN B Ah, piRNAW PAH A R A REL
T NS ik, ELinpiRNA-542657E 45 H e v
fEak,  H HMR E S K I piRNA-54265 5
BHE B EEREEME. piRNA-823 EE R
T2 RV R B A AN ) B AN R, R IA
N5 22 %2 kB R BRSNS AN BLAH O A,
INcRNA & —RELIAEE MAEHIIRNA, 52 @R
PR, HREREMREESMEIRA . B
Ao BB I M 6. PCA3 S — Fl 25 [ 5 52 44 1 42 1)
IncRNA, 7E95% [P HT 5 e i ] Hh ik 3k, 7EBPEA]
L T 97 e R 4 R rE A I B e R R
piRNAFIncRNATE 87 H 1) Dy B8 38 7E FE Rl T B X,
HAr A NG ARIRIE 087, BRI ARME ST
FLAE R A= b 25 T 100 R S P A e R i 12
(BRI AE N — R 8. T3 I B AR & T2 B
BABERIIGARN N B F, TEHEgmISRNAZ R
AR RS H 3 A PRI AR I X 42
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2.2 PEEIR Y A 2Y

BRI A AT WA . b
ST WIIRTT . RIDRITE. PRI ETE A
Ho AR RA R SRR, T ULRETIRE.
TR TT 2R F TR 260 JR B8 97 i, T s Ar
BER. IEAEM™E, FRAEMNTFAWE, ¥h
MR R R IT R A A
PEVRIT T, BT ERE ZONERERE I, 5 2 A
. BRRITRAEAEIR YT, EPUR 25 R 4 i
BT30S, SERORERTT &, AP ib T AL AL
PRI ThRE, A EIBUMRE FIER. #Emya T A
GBI TT I JUF RS R IT F B, HEWER /.
EEHPERR, (LSRR A RIR, Hr B . miR-138
RE 8 50 n) P K 0 E 4G 25 S CTLA-4M1PD-1, AN 24
miR- 138 7] T8 g R 4 /)y, K BImiR-138 24 4y
I % 71 miR-424(322)if i B 4245 4 PD-L1{I3
UTR X #1i He 323K, AT BELITPD-L1 S ek 25 .
I, ncRNATEMYE VAT, otk 4 rmsyT AT,
AR H E RR AR TT A s va o7 TR AR B A AR A

i 98 i 245 T 8 B A 52 Wi 988 ¥ 977 0 R 1 s K TR
K, BUT AT REE R T # S PR AR 2 . R 259
PRI 24 0 R Do R P i 24 AR SRAS P 247, D R e i 245 42
BT IR 0 S o 1, A A R SR 2 0 3 o e 40 i R
AR TERK; TSRS 24 2 i AR IR T I R v R 41
F BT IR HN 250, IX PSS 245 75 A B A
PR T L R A O 25028 . neRNATE R PRI 24 3 F 1+
SR, BRI Z FWT IR, ncRNAR) R RILfE
75 P68 240 G R L 25 W) R BB i AR R (R 1), P %
H T (cetuximab) Fl i 2 Bk #1371 (trastuzumab) 2 i R
WL A PURE R 259, T B R IAEGFRIVSE B
Jp e B S B R, e B THER-25R1A
B L e A B B0Y5 9T . miR-100F1miR-125b7E i} 75
ZE RPN s ERIA, B [ 0 5 Wnt/B-
catenin 7 15K 7, FEWnt(5 5l B8, M
Mg, sk, LS PSP RIE S
AGAP2-ASTRERS (R F A AR K. Mg T, 5l
2 BB 25 75 IR B (gefitinib) & —Fh R
F HE K TR T 52 AR R B (EGFR-TKO)# i 571, e B
1EATP4: & BIEGFR-TKIE AL s, AT BH 1E 350 52 14
(1 RS 25 57 LncRNA-PART17E 7 JE % JE i 24

A R R, I S g 45 A miR-12942 i3 Bel-2
FEE B BN s T A ik, (R T 5 AR B e i 241,

A F 25 248107 BRI B AR DL B 259 [RIF sl f5
i, DRI 1T 30 A A2 E S AR m 24
v EVER, & 25 REBUE . /5 v A Bk
FH R T B B a7, (B 2414 i H B KPR 1] 1
HEW 7. W7 RP, FIHLncRNA-UCA1RERS BT
0 541) 240 P 498 7 R 375 5 40 R T AR AT B T e 4 L 0 I
B/ PEARER (AT BURPE Y, ARSI SR, 1
LCAT 1 i3 1 (1 fi 98 48 i =R FHRAC 1 /N 4340 i 55
EHop-016/E R4 Bhifl, ] Ao 42 B 5. 245 3R 7 il
YA R, DL R AE cirePLEK HM3 G 25 54 [0 9 198
Y, AKTHIHIFIMK-2206 7] DL 5 2642 B35 S (1)
G SR A A KA, BRI AE RencRNATE I 8a i
i R ZE AT, (B2 BRI FHLE AN
FEA), KUk, X FncRNATE R MR IGTT FUE 1R
K % Bk

3 it

19764F, ANAIEH RS N — RN R A%
2 L PO 200 LR A E cireRNA S T, 19914, Xistifi
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Non-coding RNA plays an important role in all kinds of processes of life activities by its complex RNA regulatory network. More and
more studies have proved that non-coding RNA can regulate carcinogenesis and progression by affecting the growth, metastasis,
apoptosis, metabolism, and immune escape of tumor cells at the epigenetic, transcriptional and post-transcriptional level. In addition,
non-coding RNA has been proved to be differentially expressed in a variety of malignant tumors and has the potential to be a good
biomarker. This review summarized the role of non-coding RNA in different aspects of tumorigenesis and development, and
introduced the application prospect of non-coding RNA in liquid biopsy and chemoresistance. It is believed that non-coding RNA, as
an important regulator of cell life activities, should have more in-depth research and valuable clinical application in the future.
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