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Abstract: Non—coding RNAs (ncRNAs), which are abundant in organisms, have been of special concern in
recent years. Most ncRNAs do not encode proteins, but they play a significant role in participating complex
signaling cascades in various diseases by regulating gene expression and protein functions. Pancreatic cancer
is known as the king of cancer because its early symptoms are not obvious, diagnosis often occurs at an ad-
vanced stage of the disease and its treatment effect and prognosis are extremely poor. There is still a long
way to go in scientific research of pancreatic cancer. This article describes the mechanism of ncRNAs in the
occurrence, progression and drug resistance of pancreatic cancer, hoping to provide some ideas for re -
searchers to find targets for the tumor detection and treatment.
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BRILLASE, IncRNA B BERE /S48 1 B O B A 18
WL e s e A0 L ) AR 280, cire RNA it
J 1] BT 4T A FRAR RNA, EREAE N miRNA 1
AR miRNA A P RE DR ke, X289 4
B RNA P41 2 SR E O A L SR
RERY AT, P, WF5ETE ARt RNA TEREAE
HBOAE PR R G T BC T

[Pl e — M BOLAR M E T H. S AR A RAR
RBEEAE, HAFRRARIEIL O R 5T 2N 4 10
JIN 4.8 (A 4.4 1, JRAAEE -5 AN L AR A9 T 15
A K, Huang S50 48 /™[5 S B Bk Je Bl 1EA T
T oM, BRI 64 e AR AN R AR T AR
A T L s AR RS A TR,
NE i 2 B B BT 548 (body mass index, BMI) =
30 kg/m’]5 BMI 1EH YL BN B EAH L, Hk A
JER BRI AR R B XU EE A 1.15~1.53)09, M
BEE S, RIS A R AR 7 12 T 5 R 1 Bz
PRI IR ) ARG, 33X M BB 42 X U i Ay IRt
P4 (pancreatic ductal adenocarcinoma, PDAC)".,
PDAC Je: 5z i WL AR B i i, R 22 B2 i Jge i |
BN S EU, DB T B NFLOIRE
P (intraductal papillary mucinous neoplasm, TP—
MN)FIZE 7 3% P R (mucinous cystic neoplasm,
MCN)I% & S PR 22 rprizl, 7 JBRAR b B 9 i 1
W), FEREN KRAS 2R7EF 2L Ras/Raf Al PI3K/Akt
BRI, PEMTZ R AN . b, R K
PRI HI R 1A (cyclin—dependent kinase in—
hibitor 1A, CDKN1A )3 3238 DA K JE A B AR
PEFEBEAMI I 24 (cyclin—dependent kinase inhibi—
tor 24, CDKN2A ) RZE KRG AR A G1 1]
6] S SR o 24 e a2 30 JER i ST, 00
JEN TP53 Hl SMAD4 2 RAE KA, FEFAEK
K- B (transforming growth factor—B, TGF-B)if [
SN, (RS R 200 e ] S0

FI R, 1 IR 7 5 e Ry ) 2 miT AR /D
AR, I H R AN A S U 2 2 A
PR oAl R ERL, DA T SR JER A (A2 W, fie e
T A, BIRG T ARUIBREBE 5 44
AL 109%~25%FF HATY T i tH BJey i S A A3z g
R, (BFARY T2 n] BETA AR Y e — 709
WA, JRAE T PYAMBTE RN S—FRUR MG NE 525 Ay T 2
035 RO IR R M SR R R (HUR T 2y
PERY & FRAEAE M e A S5 R A T, A2 6
SMEFNIGE AL T 245 M i 2 R PR B i 1 7 ) 2 2

[ BT s, VP2 ARgES RNA TEBIE
HAGIEFHAPIAEZETRIK, ENZ 5P
A R RS 2507, PRI, TR T Al 4
RINA SN s A AR JE AR 25 O ML, /P>
TSN BN LA B i v 2540 %o [ it de s 245 240
(25— R

1 3E4%FD RNA S5EREENLZ £iHE

JRIRFE A LUE & ARG S RNA, SXEERNA
Z 5 M kAR S HERE, S Wt {55 % A
W I K7 8] 5t % Ak (epithelial -mesenchymal transi—
tion, EMT) . 98 73 21 35 (tumor microenvironment,
TME)RF o IXSEPH 2R B9 19 AR 2 R EUMR Y K
VLR R o T AR RS RNA 53X 26 (5 Sl B Y
SIRMZE XS IR L R YIRS+
1.1 Wnt/B—catenin {5 518 &%

Wnt/B-catenin 55 &L B B 1 (B-ca—
tenin) A% O B A W) & B RN B RE . TR
Wit {5 5 AP BT B, 40 65 v 0 Bl 4o okl BT
AXINI #1 APC (adenomatous polyposis coli)Z3HiiZk
B—catenin , i 5 I 1 (casein kinase 1, CK1)Fl
WE I A BB 38 (glycogen synthase kinase 38,
GSK3p), FfiJ5 CK1 Fl GSK3B 2K Rk iR ft. B
catenin [ $45.S33/S37/T41 3L 5., p-B—catenin 2=
TE B-TrCP (B-transducin repeat—containing protein)
PIVER T a2 R0 1, I U BHA 2 X
LE77 ALY B-catenin, i 4l i 5T 1 1Y B—catenin
Herpre—E o Wnt AR, S8k
Wls (Wntless) A 55 /R AR B B, 5 Wt 521K
H I Frizzled R ENEE A Z A KER S/6
(low—density lipoprotein receptor—related protein 5/6,
LRP5/6)HAE, MIMHEEE Wnt {5 50 HEAFAXINT
SRSHER] LRPS/6 K, ToiIE i 2 A 1A,
K It B—catenin 7E 40 5 H (%) F A 12 3G & — 2
B 232 A%, 5545k 4 (transcription fac—
tor 4, TCF4)4546, fEit AXIN2 Fll Cmye 5L
ik, PEMAESEA IS 5E 5704 Wit 1558 %Y
FRETTE 2 I D BRIt Ji LA KR 251000, A7 AT
W, Wt {5 518 3 n] e 2k e 40 i He i T ALK
AN T3 80T B IR A, e 2 A AR A A
e g

[P S AEVFZ 5 Wt f5 508 B AH G
AUIEZRAS RNA, BRI 3 RA ST Wt (755
¥ S, R dbE AN AR, JF BLAEH 25 R Ak



490 o B

2023 4E

REFI3E5RE2I 1, & 1) BN, 7E BRI Rk
K miR-337 A LARE 1] BEARAR 52 3 S sge T
AT 3 (signal transducer and activator of transcrip—
tion 3, STAT3)H)Z1L, IFHE LM Wnt/8-catenin
5 RN AsPC—1 F1 SW1990 i AR 48 41 i
PR RE S, [R)RE, TER b & KA LINC-
01197 M@ BEIR B-catenin 5 TCF4 Z Al A HAE
FAMHIPDAC AUAEF AXIN2 .Cmye SFFEFFYFRIK,
I AN R AN FH R EAD, R iR A E—
Lo R I8 HARHE Wt 15538 B 19 AE s B RNA,
4n: IncRNA FAM83H-AS1 7] LAf2E FAMS3H (fa—
mily with sequence similarity 83 member H) mRNA
KA, It FAM83H F#{IX B—catenin iZ =1k, A
TS Wnt {55 i@ 8%, $&5 PDAC iR {=226E
J318; LINCO1614 W 1] LAZE & GSK3B Il g-
catenin FEMFE S WIRIE L, Had 1198/ B-catenin
AT B2 i R DI i g 114 2 Jre)

JER JRIEE T () Wnt/B—catenin {5 %5 8 6 LA TG
PR, fE— 2 TR I 5k R giS RNA A K,
U, Tk e R AESE Wit 15 55 AR
RNA AT LU ARERE ARSI G e e b, i RSl 2 3]
HIAESR IS RNA 7T DIk B R R 523897, [+
BT i i ) S5 3 1T DURE St 2 A
PAIREIXPRE N 28R
1.2 B

H I (autophagy) & EAZAE ik Ab HAR~FAY i
WS A AR AR e 1) A 0 %) 200 e i AR
W iR IR R A . B
MRS R 40 Bt 1) WK P LA B AR RN AR A T I 3
1) R AR A N RS RN A8 e, B A
WA FE H A8 UL — Fh B A o0 LA B b

N As AR AR, W32 3R A A A i e 1) D)
&, B E  H E A R (ULK1/2 .FIP200 .,
ATG13 Fl ATG101) A JE 3l N I BL— > XUZ [P 25
I A5 e Ak 1) £ 1 B R A I 25 55, B T R
M HXHE I 3 (autophagy-related 3, ATG3).ATG7 .
ATGS Hl ATG12 Z ZFERGMIIEH TR ATG8 K
JGNEA, VAR SRR A AE A, SR 5B N A7) 12k
EEVWTERI TG, SZnTiEtE N- O 5L TR
IV e B0 R F- (N —ethylmal eimide —sensitive factor,
NSF)f % £ 1 52 {4 (soluble NSF attachment protein
receptor, SNARE) & &K S HUAH HAEHIRE A 1
TR TR AR & Ry ] WA AR 0

JRAE AT L Bl 4 T H I, A M fE
g SUF MG TR, (EJE A WK R R AT 25
T IR AR TR SR AT I R A
FI A g B4 4 S 2 AROBLIT 82 e ] L A1 )
FRAN N R AR, BRI AE M1, e 2 O e
KP4 A W HAR A KA BT O RE R, IE
B 1 W s 2 AN TR] B B D RE R B X 4
FLRBOHT A28+ B2, PDAC AIEA 1L
B e A B WK, HGE AL MIT/TFE (mi-
crophthalmia/transcription factor E)Yfi£ 1 F EAH I
A5, DA AESF i 7K Y- 64 1 W R AT
WA eI T e A R 2 A VO N /A
PR 2A (protein phosphatase 2A phosphatase acti—
vator/protein phosphatase 2A, PTPA/PP2A)AB% unc—
51 FEFLEE 1 (unc-51 like autophagy activating ki—
nase 1, ULK1) B0 B BEER 1L, #E WIS 3h F e,
TE G A, A W aE R B R AR A
¥ Wy ie AT A S AT R A2 HE s
Jifreg e R TR AEGAS RNA TEIE Y H IR

®1 RBREDRIIM Wit 55 EHKE IEHED RNA

Table 1 ncRNAs affecting Wnt signaling pathway in pancreatic cancer

Expression in

Impact on Wnt

ncRNA . Mechanism . . Effect on pancreatic cancer
pancreatic cancer signaling pathways
miR-137% ! Inhibit the expression of ! Reduce stemness features of
KLF12 and DVL2 pancreatic cancer cells
miR-519d-3p* ! Inhibit the expression of RPS154 ! Inhibit proliferation
miR-337% ! Inhibit the expression of STAT3 ! Inhibit proliferation
LINCO1197™ ! Destroy the interaction between l Inhibit proliferation
B-catenin and TCF4
IncRNA BANCR™! 1 Sponge miR-195-5p 1 Promote proliferation and invasion
IncRNA DGCR5™ 1 Increase the expression of TOP2A 1 Promote the occurrence of cancer
OIP5-AS1?" 1 Increase the expression of FOXM1 1 Promote proliferation
IncRNA FAM83H-AS1® 1 Reduce the ubiquitination of B—catenin 1 Enhance invasion ability
LINCO1614™) 1 Inhibit the formation of 1 Accelerate cancer progress

B—catenin degradation complex
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M Je e 2 7 T HLA E A (1 1)

TEME RS, R IR miR-454-5P 7] LIFE )
FEAIK FAMS3A (family with sequence similarity 83
member A)F1 TSPAN1 (tetraspanin 1)BIFZ3%, $]
I e M S R R AR R P 14 9 XI5
BRI, FAMS3A il Wnt/B—catenin {55 7 i i
PE TSPANT (933K, BEMIE st A Wbk 55 i AR 1Y
RlERA, [FRE, 7E PDAC 4RI A miR-5067]
FEAIS STA T3 3k, Hifiid Bel-2/BECNI (beclin 1)
JE 3l A WEAHSCHY AL AE T g 2F e, 3
R UITE BRNRIE T Wt £ Z 8 #-5 A W n] RE PR
PR R A A o BRAR F WRBE RSS2 e 1 & g
PR, B2 B ) 2 5 4 F R N A
ity RNA N iR IR i) & A A B S TG,
miR-7 "] LIEE ] fF4E B1 (liver kinase B1, LKBI).
ULK2 ATG4A R ATGT 55 H WEAH IR, il id
AMP T A6 25 S il FL sh ) R i R AR
(AMP -activated protein kinase/mammalian target of
rapamycin, AMPK/mTOR){5 %38 FA540 i [ W, 5
D AR LA A, AT H] SW1990 BRI
A AR

FEGRAS RNA AT LAGE 8 39w KF- k4
HEMMET &S . F14n: 7E PDAC " aRIAIY cireRH-
OBTB3 "] LIYEA miR-600 Y4, i@ NACCY/
Akt/mTOR I f#% A {2 1E A 1 L0 bR ik 723 240 i 334
AT, A A WA S HE Y cireRNA W AR
A AR . Blan: FEAE P, circATGT
TGS 6 miR-766-5p, FEMIEIHELAR A TGT 1
Rik; TEAMIRZ R, cireATGT 7T LAFE 24 3 40
HuR (human antigen R)&K 15 ATG7 mRNA )8
HAEH, DI4EE ATG7 mRNA HOES &P, 203
I3HY cireATGT [RS8 FH W0 & 1T RE, M
TR A A SR i 200 L 34 BRI RS
13 EREREN

EMT J2 |- B2 40 i 2 2 Shy 1] 5 5t 240 i ) A= )
PR, SR AR S RENE . &4
EMT % 40 2 bRic) E 85565 R (E-cad-
herin) \ K% EZ I 1 (zonula occludens 1, ZO-1)
FIH & 8 F R & 2, MY 8 H \N-cad-
herin AT AEQMUAF S PERR T 1 S A AR iC Y
FRKOESHn . HeAh, APz RN R R G
58S E &4 6 RUEHE 1 (zine finger E-box bin-
ding homeobox 1, ZEB1).Snail \Twist % EMT #H ¢
sk N1, FWLig e LU AR AD RNAW, 7EJBE

g, — S HA R 4 ) s 0 1 A AR G
RNA 218, A58 EMT @A i Ee

circRTN4 7] DL 5 RAB11 KK HEAEE A 1
(RAB11 family interacting protein 1, RAB11FIP1)
AR AR R s HAR e Pk, DT E#E PDAC 4i i
T EMT, 340 4n i B MR ZERE T, 5
ZAHAI, IR T RERIE Y ¢irc0092367 fEif i
miR-1206/ESRP1 i ] EMT*I, &K IncRNA
AL161431.1 7] LI /N E—cadherin, FERIEIEE A
Fl N—cadherin 261k, MHIH EMT, F3SW1990
F1 BxPC—3 Ja i 240 M J] 450 S FeT -1, Ak,
— 46 IncRNA AT B H240 7] EMT AH G 5 1A+
IRt EMT @A AR B2, 10: IncRNA
XIST i1 3451k miR-429, N ZEB1 ik, YEm
IS EMT @R A 2F e s 240 B i 38 8 5 12 2%
IncRNA ADPGK-AS1 #E[i] miR-205-5p, [FlAfiE
i VA ZEB1 FRIRFIZ A RER®),

EMT 1 7] %% Wnt/8—catenin 15 7 i [} ¥4 1 ,
4 IncRNA LINCO1133 7] 5 zeste 355 T [F] 472
(enhancer of zeste homolog 2, EZH2)%5 %, fE#FH3 -
K27 KA AL, S8 AXIN TUBR I GSK3
P, APS [B—catenin, FE R AR IEE A0 i EMT
WM, EMT 832 TGF-B BYIH T, 41 IncRNA MI-
R31HG RETE TGF-B Hl T 8% EMT 171 52
PDAC LR,
1.4 PhERENE

I TEA TP e 2 PR A= I B I Ak 14 52 2
BT, UG Ek 4 e 40 R A G
MWGE £ L, 5 o 200 B 200 A/ I ot A R 43 W PR,
AP AR AR SRR AR IO AR KRR
FE R g () 1 R o RS IRl SR B X R i
1) S 2 RS Wt LA X 258 T R ARAR
OCHE, JRANIERENS LIE A SRR PR T 2 AR B AR
1 (programmed death ligand 1, PD-L1).PD-12 /]
H A UK, BOE T 40 b R P A T 32 4 1
(programmed death 1, PD—1), # T 4 i1 1) 592
Tfig, M SE I ARk, AL B, mA H
FLEERS R METTL3h 23 194 IncRNA MALATI1 (3%
ik, ffi BxPC-3 Fl PANC-1 BRI PD-L11%)
FERBEIN, [RIREJESE PD-L1 945 IncRNA PSMB8-
AS1, ‘EATLER miR-382-3p FISe4+PEPITE RNA
(competing endogenous RNA, ceRNA), [ STAT1
LR Fek, Fmad EVE PD-L1 5 Sk b g e
HE R,
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LINCO1614
l—miR—137 @@ — circRHOBTB3
Transcription ﬁ—Ca[enin FAMS3H-AS1 1
Akt
2 l
l gt gy TR
. B—Catenin FKBPI12) | Raptor
Expression
IncRNA BANCR — pB-Catenin
IncRNA PVT1 ULKI/2 miRZ7
l G T AT
<— OIP5-AS1 (l./c}@
—Catenin  IncRNA DGCR5 l
miR-591d-3p —i g Copfio)— miR-7
| Colls Seclnl Gy (&) T cireATGT
= <N e
= miR-506— @d2>
// B—-Catenin y
/ miR-454-5P
/ L AXIV
B—-Catenin Cmyc —
INCOTI97— oo of CyclinD1
A AN
\ Nucleus 4 \\ A
NS // \ / / Autolysosome
\ 4

B 1 BERETIE4TS RNA 5 Wnt/B—catenin 15518 B 0

Lysosome

R (2 SR 18], [21-38 14 1)

Fig.1 Effect of ncRNAs on Wnt/S—catenin signaling pathway and autophagy in pancreatic cancer (drawn according to Re—

ferences [18], [21-38])

SEA

HPIMATE] LU i R 2 A5 Fh RNA 2558 H AR
St RNA S5 7040 Ml [A) A% 3655, T I A 1 AE
SR AR K PRSP R BT S e A, PR AT LA
AR R i K R . FaAGE, M2 ELmEAN
AU AN miR-155-5p F1 miR-221-5p %%
BN A, R AR EoF B N T 2 (E2F
transcription factor 2, E2F2)fFRIA, MR i 4
A A R AR (A A0, 2 B K B — s R
FRE, & 23 ) FHABF ALY 1, X R Her: g 1
ASEIBRIEA IR J5 TS AN BB . ik L4
FETE IR AR A0 M I8 2 28 B A AR &
Y FZ O, I ELbk T A8 09 A O 8 4t i
FEARFEL, cireNFIB1 A& —FhAE B i b 67 s bk
ELEEEERL AR SMAD RNA, 7EBRE kR Ik, A
R, cireNFIB1 AIAEA miR-486-5p HMEAR,
HRERE U 3 BRI 1 (phosphoinosi—

tide=3—kinase regulatory subunit 1, PIK3R1)I5Zi5,
I8 A PI3K/Ake 38 T 18 L4 A B2 AR A
F C (wascular endothelial growth factor—C, VEGF-C)
HYFRIE, HEMNH PDAC B9 ELAE A U AnEEF4 5,

2  JE4RAD RNA S5FEpREMZS

XEFIREAE R I, AT e w i —Mia)Y
FBL BAER IR, AR A ST
Oy FARIENR Y HE R 25, OB S 20RO
e T, 107 BRI F IR 25904 YDA I
RS | S—FUIRMENE AL B RE 37 YA JIEA A
HEFSAZRE . 3 PRI Gy I R
PRUELGY), T LR R AR Y DNA 5 A
5 S-FRIREEBEA LL, W5 PR AN RV A I
HARTPRCR B, 0] oy F PRI B g ) A A7 R0,
SR, R AIX 7 P A AU R AN 2 LR Y
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JR R 2, BOREE N A Y S AR AR AR,
IBUEAYE R — b33 2% 5 W RE I )8 200 i DNA
I, B UBEER G T BRCA 172 BCHAD
DNA #7316 52 HE D] 5728 ) s 54, 551
fllsE—#, TEARST rhi A0 M o 2 X0 IURA 7 A= i 24
ISR TR . T EEAEVE 2058 R 0, Ak 4
5 RNA S 5)EAAT PO AL RN 2451 P55 3R 2),
IO G T AR GRS RNA 78 35 74 A
AT 2 b K 45 A D RESEAT B IA, SARHIF 5% i
RALI PR 2Y, i B AR IS
21 EEME

VAR — R ARBRE 2 5 R REERY
R E A EEER RS, e IR ARG YT
FHEA RO TEAIMI, T PG 2 AR AL
T V0 A I R R (difluorodeoxycytidine monophos—
phate, dFdCMP). 7 P4 fth 752 — 8% 8 £ (difluorodeo—
xycytidine diphosphate, dFdCDP)F17 P4 il 5 = 5%
P2 £ (difluorodeoxycytidine triphosphate, dFdCTP),
dFACTP AT LI DNA S, I HL A AU
= B2 (deoxycytidine triphosphate, dCTP) T
£ A DNA #E, {iff DNA $ 4 i1 52 BH, DA i 5 710
il DNA S HRASEANHI™, dFdCDP W AT AT 2L
HOAT AR Y A6 IR K 1, 2L DNA & T
BB AR B RR PEAR R, FL s dRACTP P3[R il
i PUABEERBCR . TR ARYVIBR S RS il BhiGT 7
R, AR A 2y, SRR E R I
RG22 o IR A AR T (EMT i 5
DRI BT 208 DNA 0B | A S8 7E 41
SRS HERE IR G A R A A2 52 W) e e 240 J o

TR 245 1) S AR,
2.1.1 miRNA 5 & B i it 2h

miR-127 TEBRIME 4 AR IA I i T IE
BN L, A 5T R A 9 s A L e
miR-127 R A PG fdse b B A A0 s S JU3fs
i, ARt A T H AR A MAE 3, BT miR-
127 7 ik 553 JER s A s 244055 e 1 Qi =
SIRFEPREE N 24, miR-3662 REWSHEI BAEE S
AF 1a (hypoxia inducible factor 1 alpha, HIF-1c),
I AR PDAC 4 AAT ORI Ak LA S Aot s 4
PRUXH T P A A TR 2 00, MR AR 4 & &
IBRBAR ABC FRiz A, T oW B 40 MR A S
iz, P VE 2 28 A, S AT 2 2T
AR, BFFEHGE, hsa-miR-3178 REHE [ FEAR
Ras [FIIEHEZR RS B (Ras homolog family mem—
ber B, RhoB)JEHFik, SRt PISK/Akt i I
P& P—WHEL 1 (P—glycoprotein, P—gp) FLARIE T 25 85
I (breast cancer resistance protein, BCRP) 1 £ 24
it 2540 X 1 (multidrug resistance—associated
protein 1, MRP])E"J%EE\%ﬂ{S’Z, A S BRI
Xt P AT = A PR AR T PU MBI 25 ) PDAC
YA miR-146a-5p & S FEAK, AHOCHFSE BR,
G I R R AR A F-SZ AR AH DG F 6 (tumor nec—
rosis factor receptor—associated factor 6, TRAF6)k
/0 P-gp FIFZIHF kB (nuclear factor-kB, NF—«B)
p65 WAL H BTk F, Hrh P—gp W LLY ATP
G55 R 251 A A DA T 8 20 it 2%, ik 2 W
miR—146a—5p Fz 2@ L P87 P—gp FIK KM
PDAC TR 251581, [RIAE 78 757 DU AT 245 A4 SR s 200 i

*®2 SHEEAMEMIRATAMEIERTS RNA

Table 2 ncRNAs involved in gemcitabine and cisplatin resistance

ncRNA Expression in pancreatic cancer Related protein or signaling pathway Drug resistance Drug name
miR-127" ! ! Gemcitabine
miR-3662" ! HIF-1a ! Gemcitabine
hsa-miR-3178"" 1 RhoB/PI3K/Akt signaling pathway 1 Gemcitabine
miR-146a—5p™™ ! TRAF6/NF-«B p65/P-gp ! Gemcitabine
miR-7"! ! PARP1/NF-«B ! Gemcitabine
miR-365! 1 Cytidine deaminase 1 Gemcitabine
miR-106b"" TP53INP1 1 Gemcitabine
SNHG 14 Autophagy 1 Gemcitabine
IncRNA PVT11% 1 Wnt signaling pathway and autophagy 1 Gemcitabine
IncRNA HIF1A-AS1% 1 Glycolysis 1 Gemcitabine
circFARP1 1 CAVI/LIF/STAT3 1 Gemcitabine
circMTHFD1L/%! 1 RPN6 1 Gemcitabine
miR-203" ! DJ-1/PI3K/Akt ! Cisplatin
miR-2231% 1 Fox03a 1 Cisplatin
miR-1180* 1 TNIP2/NF-«B 1 Cisplatin
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HIRERIE Y miR—7, D38 I 0 f) fER A8 440 e v 1)
PARP1/NF—«B %l 34 1 15 41 5 % I i Hox
PO A AT 24570,

AN IAMAANE Ay 20 B ] — P A% 8 B3, e
i RNA S84 B i i 25 32 AR 40 i, 2 5 4 g
Mt 24 5 ot BE o PERIE, L ME AN nT Lo
H miR-365 HIHMNBIAE, miR-365 i B =B iR
P2 R O i FAZ R AT 35 G b Ve A IR 2R
2, AR ZE PDAC it 25190, 5 7 5 VG e e
P T4 A S MM, B I A5 3% miR—210 AT LA
X PO A AR A P B g A0 B AR N 2 . 5
PSRN, HAT RER T VO A T (4 90 A G i 41
45 21 Jfd (cancer —associated fibroblast, CAF)t 7] LA
B miR-106b IS NMALL 25 IR 20, JF:
JE L9 TPS3INPL 238 R 2 iy i 4H A 0T 75 74 At
WERPTTE, AN, miR-21 .miR-181a.miR-221 .
miR—-222 1 miR-92a W4 & H7E CAF 73 (1)
AU T, S A ) 1 R e A 5K ) B
1 [A] 5 4 (phosphatase and tensin homolog, PTEN)
e T R A R T AT P BT XU CAF
I miRNA SRR s T 3R 5% ke
FEHBEEH.

2.12 IncRNA 5 & @t i dit 25

IncRNA 1EH—ZKEAR/NT 200 nt 193ESw
5 RNA, BT LIMEN ceRNA T4 1455 miRNA
AT el A T4 5 PN RR B Th Bt 2, W ASSE &
Jeto ik DNA DT 4555 5, [a]Inpak n] LA — gk
A TRES AR e R B B, AR
AW AR AR N RSB i AR T B 1 AR 1 Tl
Y5 i —Fh A PR B, R S A M L 45 T i
P BE B, (FLJR 1 IR0 S T 2 i oo e A4 i 245
PE, I Hd B RE i & S B At T A5 4iGE,
/IMZA~ RNA 15 E£HH 14 (small nucleolar RNA host
gene 14, SNHG 14)7] LUfFZRAE miR-101, MfifEiE
F W, B2 PDAC 20 i 245 P46, I 4 e A0 55k
S0 1 (plasmacytoma variant translocation 1, PVTI)
SETE T VUM 24 () AR th IR Y IncRNA, B
SHETN ATG14 F Pygo2 (pygopus family PHD fin—
ger 2 TR, I 1L miR-619-5pid
% Wnt/B-catenin 15 il %, fEE A AT HEE &
& PrdIns3K-C1 M2 %6 LA I ATG 14 4851 104 T 26
PrdIns3K {51k, MG F W hE, FEAGT PU e
X RBRER AR BB TR, [F]], Hakn] DLk
miR-143, @40 HIF1A FBEA A A 1

(vesicle —associated membrane pro—tein 1, VAMPI)
FEIRRARIE A g, DT R 25 P00, AR
K, N LB AR HATL v] LA SR IR 4544
3 4 (bromodomain—containing protein 4, BRD4) 5
PVT1 R 8IS 6, H58 PYT1 K, AT
Pt o PRI 2 LX) 5 Y A A I 24, A, 22
WP BEE 2 LIMRIPY T1 335, MK
02 F I 20 M ) 24 RS

TR -, 2 52 i PR P A0 BT 55 DG Al 179
JEAE o WFFTARGE, IncRNA HIF1A-AS1 7] 3655 22 4
PR/ BRI Akt 5 Y-box 4588 1 (Y-box—
binding protein 1, YB-1)AJFHEAEH, MM YB-
1 WBERR AL KF, I BT LU pYB-1 #3355
HIF-1a mRNA 4k, f23F HIF-1a BHPE; 3802,
HIF-1o REREIEIE HIF1A -AS1 sk, B BUIE I 154
FEIRON, P IE S ASE P i 24 1] ik o 1 i 9 4
BV ETREAR KT, B e Xt P A e A IR RE e
2.1.3 circRNA 5 & {2 fit 2

circRNA BB SEI AR K Rk, IF 5
miRNA LLSEE 1 O B A R JE 1 T Rg, ok
BATLALL 5T AR 0 7 e A T RH R, o
T A R A3 4K B 1 R D R LA A 5 e v
FAF—EBIIIHE™, circFARPL J& CAF FA Mcir-
cRNA, BV LIS EEE A CAVI IHMHIHZ Rk,
TGN CAV1 & F K, W06 STAT3 i,
SO AN 2509, BEAP, cireRNA WRESH miRNA
Dife ki, IR Rk . BN, cireMTHFDIL
fE 7E Y miR-615-3p KW, {li RPN6 (regulatory
particle non—ATPase 6)[NZFRINTEIE N, HZFHUR
i e A AR G Al Y A i 2k B R e
2.2 If%H

R —2) 1z 18 H IR RIRTT AR &
Yy, Hpom e AR, 55 DNA JE R EE N ot
[ 2 A, {4 it R 6 PR Tk il AE T, A
FEIRIT RO AV, (BB IR B A 3S i,
SEE RPN ()9 A0 L 2388 Ao AN () () BT ot A 348 5 %
AR 2451, TGS T A50R 35 T 1, SR 1Y
FET- P00, IEAT 24 JR A6 4 LAY miR—203
ARV B AT AR 2R AR A, 3 3R55 miR-203
fEF I DI-1 YR K, BEAIE DI-1 X PTEN
AN, 2 PI3K/Ake T8 BB, AT 00 i)
P A B P H A, 5 A MR T, AR v B R 4
JRLXE NGRS () BEUREE , TTHE BXPC3 TR B e IV it
245 20 i s FE R 1 miR—-223 DU AT AR [ 3 firb
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TEAMH T FoxO3a B IR, fe 7E 15 i 9 40 1 /Y
BEFE AR i 2450, 55 22 20, R 2 21
AR miR-1180 AEFEMRAMEIRSEIN T o 53
M 3 MEAEHEF 2 (tumor necrosis factor alpha—
induced protein 3—interacting protein 2, TNIP2) [
R, FRIRHNT NF—«B BB, R T A
NI 48 B i (matrix metalloproteinase, MMP)—
2 .MMP-9 .Bax Bel f3i5, MM 2 i /8 2 28
) miR—1180 23k 1] LU AR S/ PANC
ML T, s IR AT

3 RESRE

JEGmtS RNA J2& 895 JE R Ze 3k F ik 1 i T fig
BIOCHEST T, BATX Wnt {553l E% . AW EMT 1
JHRE LS () S 2SR IT 81 B A AR IE & i
JER A B R S i R s e R R A 0 A e . R
5 e JER iR AN, AR A RNA I BE 52 MR i
SRR AT 24P . TERLBIRY B, T P4 A X R Y
ARCRAE . SR, TEAFEAER S RNA 7EN Y
ST RAE AT, e s 20 328 7 % =55 74 Al
WS PR T 250k, BRI U AR RN
o PR, BRI h B R AT YRGS RNA
AR CAE J R 2 JEe i 24 vh 2 R DR, X 24
Yt & N AT R S s 2 s AT b
FEAE IR 2P R a1 A D RNA & — BT
W o WY IR AR AR E MER I (= B
512 iy LA % i B T T 26 25 G0 A, T 400 K 245 4 ) oy
TR 5 B A B8 2000 (enhanced permeabi—
lity and retention effect, EPR effect)fig 5 4 Huiii F8
TEPRE s, AR, Hy T B R 2H 2 A8 BE AT
DT AEAL R T3 8 , s B8 RN T SR s vh 25 oy 2%
o AR, AT miR-210 20 F(LAXGE ™
A 35 5 114 g i DR AT ) T si KR ASE2 (5% FE Jik i
S ) Y 22 I T BB A Y SR S CXCR4 5B 44
OKASURL (LT Iohes 55 5L 00RE BAE ), 38 3k s 1 45
J& AT N BB A AR SMIMA R A W A
PR 2 8 B ORI RINA. 45 49 o 19 240 ot & 8 76
T BE A AE A 50 25 W07 IR a, N @it
AN CRISPR/Cas9 #1] KRASC2 A L 41f
KT A e ) A R, ] P e A S 5T 4
I 43 006 P14 47 A A (e S P A i) 9 ) 26 28, gal -9
sIRNA FELYDFIEHRES | LTI 5, X PANC-
02 IR AT R AFATRTTRCRS Sl TERRAREIR
7 R ) SRR R AT AR i RNA 77 2575 TR AR 2

PUER, e e fng i 0 A mT LB e iy S B e s
JITAE AR ST, IATITH 24 15 1% = R i T
AEAS RNA 77 20 A, SR iy 25 B A5 1
SER 2 AR AU ST LA R R 75 S A AR B T 24
SR RARYE, AEGHED RNA Z 5 REZRINE
I, TR AE DR A 1 R A AN R D fE, TRt
R BRI A JE A [FIB Be 5 ARt RNA AHRS R,
FEHARGS RNA BT 25 0945 5l AR N 254,
g VE X T IR e ) S SO A AN TR oS B L i
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