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UCA1/miR—122-5p/CPEB1 &
R AR YIRS 25 2 W6 BT 5%

2 HHE WREF BARE MWEF EI@mHL

[HE)] BB FITRELREEHIRE 1 (UCAT)/mR-122-5p/ pcDNA-R S B EHR T4 &S558 1(CPEB1) Hi{E 3
i BRE MR EAM 25 R AE AL FI R FHiE B LA KR E K EE PCR(RT-gPCR) 4 UCA1 8 35 miRNA-S F , 311813 41 AR
3K B miR-122-5p 1 CPEB1 H K HifEtk . 1Bt WAL REEIR 5 L% 5 3% IE UCAT 5 miR-122-5p CPEB1 5 miR-122-
SpHMEE. HYBEMTRIHKBINAZE D FEIHRE (ICo) ; BT M E A A E R (TCGA) £11E EH 47 CPEB1 AR 2 P A9 3%
KERUESRRABMIMENRTRE, &R mR-122-5p AMRERBFNRILKFEREHS, F BT LRERELR I
IIE UCAT 5 miR-122-5p £ & , #9 % miR—122-5p 5 ¥ AR I 49 4% 2 B AR SR AR B ik, X I miR~-122-5p #I %I /E , IF$A |Coo 1R BE
T B, T miR-122-5p i3 FRiL &, A ICs iR EFH S . CPEB1 72 fifi BR 2 40 B P £9 3RA K L IR B AR, Mk K R B IR & L WIE K
CPEB1 25 miR-122-5p %54, CPEB1 I FRiA &, %A ICs MR B R AR ; 3 TCGA 4R FE 434 T 7 B AR 2 20 43 CPEB1 mRNA B & 1%
FrEs5 AR, ROC &9 #7 B 7~ CPEB1 Rk K FRE R it A T2 BB BR %2 (AUC=0.849) , #— & 53 47 B 7~ CPEB1 FRiA K 5 ht
REEENMIINGEN TR B4 .COSTAM. . ERAR AN . ERME MR ME WERAE. ERMEEEZTX
B, it UCA1 EmiR-122-5p FHELE SR, 55 ] % il BR 72 AR A 25, 7 S $EE F CPEB1 45 & ; B iR & & CPEB1 21K
Tk, R B R IR 0 25 B9 BURk . UCA1/miR—122—5p/CPEB %75 2B 3 =50 fifi B 2 IR A 25 A9 8B 25,

[ x8iE ] REEERBEIE1;MR-122-5p; ARZBRERITHESEA 1; IR ; INEAR 25 ; 15
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[ Abstract ] Objective To investigate the mechanism of urothelial carcinomagen1 (UCA1)/miR—122—5p/CPEB1 axis
promoting cisplatin resistance in lung ,adenocarcinoma (LAD). Methods UCA1-related miRNA molecules were screened by
real—time fluorescence reverse franscription quantitative PCR (RT-gPCR), and miR- 122-5p and CPEB1-related cell lines
were obtained by cell transfection. The binding of UCA1 to miR—122-5p and CPEB1 to miR-122-5p was verified by dual
luciferase reporter assays: Cisplatin drug ICs, concentrations were detedted by drug sensitivity assay. The TCGA database
was used to analyze.the’expression of CPEB1 in lung adenocarcinoma, immune cell function and its relationship with clinical
data. Results _The expression of miR-122-5p was significantly elevated in LAD cells and the binding of UCA1 to miR—-122—-
5p was verified by dual luciferase reporter assay. MiR— 122-5p inhibitor or mimics were transfected to LAD cells; and
cisplatin ICs, decreased after miR—122-5p inhibition, whereas cisplatin ICs, increased after miR—122-5p overexpression. The
expressionilevel of CPEB1 in LAD cells was significantly decreased. Dual luciferase assay confirmed that CPEB1 bound to
miR~122=5p" After overexpression of CPEB1, cisplatin ICs was decreased. TCGA database showed that the expression of
CPEB1. mRNA in LAD tissues was significantly lower than that in adjacent tissues; the expression level of CPEB1 was closely
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related to the cellular functions such as T, B lymphocytes, CD8*T lymphocytes, natural killer cells, macrophages, neutrophil
cells, dendritil cells and mast cells in patients with LAD. ROC curve showed that the expression level of CPEB1 could be used

for the diagnosis of LAD (AUC=0.849). Conclusion

UCA1 binds to miR—122-5p and target gen CPEB1, which can affect

cisplatin resistance in LAD; indicating that UCA1/miR — 122 — 5p/CPEB1 axis may be a potential target for reversing drug

resistance.
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TEAZBR , R B 5 95 38 A0 T2 3 S 4% Rl i e 2
B 2016 4 A R AT B s, e bR
FET55 1L Mg | A A AN FE T3 53 3 51) 55 4 i
=R VAR QiU e R A S VAR [ VAN 1Y O B
(non—small-cell carcinoma, NSCLC) 7 Jifi 98 0 & b 22
DL, i B 98 2 NSCLC v die i L A 2R 80 o il 9 19
40% , i NSCLC 9 50% . I 1 Jiff Hif I8 1) 25 9 3 FE 42 BR
N AN T A = e R 1S RS S i B S
AR 1 AR R R ZEURE W2 R g .
AGBA Ay it B0 3K 5 A 97 75 B i s 1) 28 5 3R 97 T 38
A E B (ELREE WA A O AN ) sl 2
o | A i JeE At o JHG 7 A T 2 e 1 Al AR B
IR, e 26 [ e hE P 2 ) A 15, 90% LA 1 g i
FFE T AR A [F) R B2 b 5 e g s 245 1 7 A A5G, I
JiL— ELF MU 7 A= T 285, 23 X6 B 2 3% K R RUIR
WEIE | 22 38 R RE — LAY I 2 it 25
Hofe U RS, AESE AT BT CU2RA] e
£ 4% JF g 1% RNA (long non—coding RNA , IncRNA ) its
FEAR 5N 8 MU B Tk 245 Ak AS49/DDP A1 i 5 MU 5
SR AS49 AL, AR A 1 Il B IEIIVAR TEhely ik 22 57 In—
cRNA KR35, 0 2 I 4] 20 S0 ] 26 55 fili Ji Jes 5 1
i 245 A5 5 1 IneRNA 43— FLH 3 5 Ine RNA U8 Fr K& 58
i 2 6 [ s 5% 72 55 PCR (real—time fluorescence reverse
transcription quantitative PCR , RT—-qPCR ) K& il 25 5L 2 UE
SET PR B R BT )E 1 Curothelial carcinoembryonic
antigen 1 yUCAL Yok A B 5k FE A A B U AY In—
cRNAIN T UCAT B o BIE 55 78 5 DR iR L A 12 v 3R
IR AR A R L R e Rk . UCAT &% 5
miRNAZEAT BARE™, 112 757 38 i 5 41 56 miRNA 31 i
17 52 4+ PE N I RNA (competing endogenouse RNA , ceR—
NA ) 8455 fii Ji 98 % U ik 245 1) ML 2 AS BF 5 4007 i
A TAE A FEAE T, AR PR miRNA T30 ) 32 73 3000 (14) 32 48
AT UCAT JA A OC miRNA 43, £S04 UCAT A
X miR-122-5p 7+ F #4758, B FE4R 1 UCAT 38 o
miR—122-5p 2 5 Vel 442 Jils Jig 9o W 601 ot 245 B AL 1), BLHKE
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Urothelial carcinoembryonic antigen 1; MiR- 122-5p; Cytosolic polyadenyl element binding protein 1;

ZERWGEWT .
1 #MEIAEE

1.1 Bk RPMI 1640 55 5% 2 (4t %5 : C11875500BT) .
DMEM }% 75 5& (41t 5 : 12800017 ) Lopti-MEM 1 35 3t (it
5:31985-070) 1 [ 35 [H Gibeo 23 7 (K : 500 mL/AH ) o
JFTET I S 9 ) 1V 9 B Ak 24 Ml 4 AT PR A R (i
SL.2138596, HiL#& 6 mL: 30mg x 537 )., FBS I [ £ H
Gibeo 28 7] (£S5 : 16000-044) . miR-122-5p #4814 |
miR-122-5p A 4804 BH 1 6 (NG miR-122-5p 1l il
] miR<122-5p il 5] NC | FiHE peDNA-fd 57 22 52 i
AR ITIESS & & 1 1 (eytosolic polyadenyl element bind—
ing protein 1, CPEB1) X 24K pcDNA-3.1 Il [ )™
IEE 1 A P BB A BR A J CRRAK < 50 pe/2 ) o Lipo—
fectamine 3000 I [ % 28 K /R BHE (P ED) A R H)
(15 :16000-044) , miDETECT A Track™ miRNA qPCR
R G A B A R A R A R (5 : €10710) .
XU 3R WA 3 A R 40300 &0 35 [H Promega 24
A (#%5: ZY130595) . RrimeScript™ RT Master Mix . TB
Green™ Premix Ex Taq™ I i5f & W F H 7K Takara 23w
(L5 : RRO36A . RR420A ) . Trizol i 7 & W [ 36
Thermo Fisher Scientific 2y & (4t 5 : ALHO05 , ¥{ #% .
200 mL/Jff) s AT N B 1 R HE R % Ak ] T
(#1£55 : S19382 \N32930, HLA% : 10 me/ffi) . CCK-8 i F
& H HAR 2\ (L5 - C0038, FLAK : 2 mL/Aff) o
pmiRGLO- UCA1-Hf A= A (WT) /%€ 4% A (Mut) ¢ 14 |
pmiRGLO- CPEB1-3"UTR-WT/Mut #5814 ¥4 W [ 458 1 4=
YIRS AR F) . 3118 CO RS 3R AW [ 55 [ B2 2R K
/>l 5 ABL 7500 PCR Y #5114 1 3€ [E ABI 23 A ; Nano—
drop 2000 X FE W H 5% [E Thermo Fisher Scientific 23 F) o

1.2 4R SR il 96 40 i (HCC827 L A549 \H1299)
FIEH N CRE L AAE (BEAS-2B) R H H [H B
22BN o b AS49 (AR A5 A I AR ) L H1299 Al
HCC827 AR AE S A 10%FBS 1Y RPMI 1640 55 7 3t
1, BEAS-2B 4l il (- 77 7E % A 10%FBS ) DMEM 35 5%
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Fed JFFE3T C . 5%CO. 51 TR TR . AR =9
2oL LRI, R R IS AR B LR TS . A549/DDP
28 it BT i 245 240 B PR ) W v [ 2 e 4 M P,
FEIEIMA T we/mL AT, IR FE BT 250 . AS493 3%
ik UCAT Mz A549 1+ 335 NC 20 il 22 Hi i © £k o Be
AT E RS SR . IrA A0 AR 8 4 IR WUAE 1 10%
FBS ) RPMI 1640 £5 52 e th 5555 JF 8 T 37 °C .5%CO,
B 311 81 CO B340 .

13 5% a4 miR-122-5p 404 . miR—122-5p #
W) NC . miR-122-5p M) i 5] . miR-122-5p 1 1 5
NC.pcDNA-CPEB1 X} B A& peDNA-3.1 4 it b, #%
LT 1K, LA 50% 1 240 ML %% B2 43 51K A549 L A549/DDP
S Ak 2 b 21 12 FLAR TP, 1 200 M K 1 i s B S 5
FORJEREH . F YT 2 h, & A 10%FBS ) RPMI
1640 58 4= 55 55 He i oy opti-MEM 15 57 5 5 il 55 5 & 0
Iz (polyethylenimine , PED) F1_L 3R Bk 10 G2 2 54,
AR R B 5 5 G MR B2 SR 50 nmol/L; 43 il 50 pL
opti—-MEM 55 3% R 45 B¢ 2 wL PEL A1 1.25 wL bR ok,
Wi K A B4 () PET AN 3R BRI IR AT, B T E R E
15 min. K 100 WL 3B R G2 2 A W0 in A 4l i dk 15
FRIH T FIRAIERA] U 8 hJE A5l 500 pL & A
10%FBS fi) RPMI 1640 5¢ 4 15 55 3 . 345+ 7 A549
miR-122-5p U4 NC 41 itk L A549 miR-122-5p &AL
Y40 LAk . A549/DDP miR—122-5p #1 il #) NC it bk
A549/DDP miR-122-5p 4l il ¥ 40 i bk . A549°CPEBI 12t
FE3K NC A fa bk . A549 CPEBI i ik 40 ok ; i id RT-
qPCR B UEHE YRR

1.4 S RNA$ZEHURI qPCRAEI UGA T AHE miRNA 43+
141 Zif5 RNA $2 0 W 8E A549 F1 A549/DDP 1y
2 b B ZH 40 M T VE T S mB B9 EP A& P, A1 mL
B Trizol , 21 i B A UK WA 24/ 41 B 10 min, 7] &
A EPE A 200 pLG D5 T 7K b ## E 10 min /5 &0
15 min. WEHCEZ/KAHA R 400 wlL EH 1 EP 4, 4% [F]
S5 PR LG AN (1) 5 P9 I, 1 {80 VR 20 )5 oK i
15 min 7 %50 15 min. W 2% BVE WK, B RNA DULIE , fin
AL 75% OB, B0 5 mine T CBE, FF
i S min flf L BE L 4E A&, A 15 wL RNase—free 7K fifi
I

1.42 RNAWEERI  ff FH Nano drop 20001 %%, FFHL
EFERNA WM E 7, 1 2 pL DEPC /K8 % )5 47
RO 5 L1 oL RNA AR S AT, Ao/ Asso {H 07 T 1.8~
2.0/~ RNA $-ICEHS  IRAFET-20 CHI T e 2585 .
1.43 RNA R 5% 5 ¢cDNA  #% RrimeScript™ RT Mas—

ter Mix 38057 &5 U B, i i) S0 5 SRR R . PCR SR AE
DL JF : ) 5 37 °C, 15 min; RNA i 25 35 85 °C,
5 s3 M Z4E 4 CL30 min HFEAE T PCR AU HEA T
S SR SN A5 3] e DNA L, JRAFT-20 CREFT . F Tl
miRNA /] RNA # A 2 % 5% 5k H miDETECT A Track™
miRNA qPCR Kit, $# /E 20 98 #% miDETECT A Track™
miRNA qPCR IR & 5B 5 , Bl Poly(A) Tailing & 5,
RAEF 37 CRNL 1 h,4 CRAFE .

1.44 RT-qPCR R RS | W Se a4 7 ik Bl s a0 (it T
T, ¥ FRAE B 0000 W I A R AARFR x 10 (1) 258 1
K AFE) 10 wmol/L 1) TAET WU, IF & T =20 CIK
FEPRAT s 7 TB Green™ Premix Ex Taq™ 11357 & 15 B 45
il % 10 L 28658 7 PCR K & 5 R PCR /A ABI Q5
PCRAX, & & PCR V2T : 95 CTHASYE 30 5540 MF
AL . 95 CAEMES s,55 CiB K FIIEH 34 s, L) B-
WLBh & 1 (B-actin) Fll U6 1E R N8 S, 45 1 4 bk
FH 2% 51 P H R 1.

xz1 Sl

SEH 519751 (5'-3") T EE (bp)
CPEBI-F GGTGTCCTCCCAAAGGGTATG 203
CPEBI-R TGGGCTCCGGACAAAGTTAC

B-actin—F GACGGCTACCCGATCTCGGCAT 16
B-actin-R ACGGCTTTCCAGCGCATCCGCA

U6-F AGAGAAGATCGGCATGGTTACTG 13
U6-R ACCTGAGCGCATTGTC CGAGG

T : CPEB1 Jy i it 2 B MR H IR T HF 4575 8 15 B-actin 2y B-
MshiEA

1.5 MPOCERMRAE TR MWHEE A miR-122-5p 45
A 57 5,19 WT Hl Mut J$351) UCA1 FI CPEBI (9 ik, IF 50
B 2% A pmiRGLO Ji3 31 B WG 2 Bl e 25 Bk o
4 %] pmiRGLO- UCA1- WT/Mut 1 pmiRGLO- CPEB1-
3'UTR-WT/Mut SR MR HA . BAARSLESr2H 0
miR— 122-5p A 481 #) NC, miR-122-5p # 8l 4, UCA1
WT+miR-122-5p # {il # NC,UCA1 WT +miR-122-5p
B 91, UCA T Mut+miR—122-5p 4% $11 #) NC,UCA 1 Mut+
miR-122-5p # 1l #) ; CPEB1 WT+miR-122-5p 1 #1]
¥ NC, CPEB1 WT +miR-122-5p f& 481 4, CPEB1 Mut+
miR-122-5p £ #l #) NC, CPEB1 Mut +miR-122-5p #5
W, K AS49 A0 L4 AP 3] 24 FLAR P, BT 37 C 5%
CO. 11 311 Y COFEFRAR h 5555 24 h, 4% miR-122-5p B
1Py 5L NC 5 8 9 di 4 284K pmiRGLO-
UCA1-WT/Mut 5, pmiRGLO- CPEB1-3'UTR-WT/Mut 3£
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B 48 h, dicJi OB 3R Bl 5 70 B 2 e 1) &0
YA DG 2R WG

1.6 WA BUR LIS K A549 FI AS49/DDP 2 Jifg i
FPAE 96 FLAR Y (2 x 10°A/4L) , I 55 5% 22 40 1 W 36
Bl J5 , FHAS TR B (001.2.4.8 .10 pg/mL) 35 557
LA RPMI 1640 5555 3L 55 72 402 48 h, ] 10%CCK-8
B AL R FRBOTRE IR 1 he FCPL AR ) 132 2%
E 450 nm I 2 WO RE (A) |, JF 35340 TS 07, 20 AT
J1(%)=(AJN-A 7z F1)/(AOINEZG-A %5 ) x 100% , H
A I 48 AN TR TR e B2 (1.2 .4 .8 .10 pg/mL) 5 4
JHL AR B IR G AL, A 25 R SR IO 40 L AR , I 254
1 15 7 HE WO BE AR, AO I 24 & 48 in AR By A il
RO YGAE o f#i H GraphPad Prism 8.0 #1411 55 I £A 1)
24 B (half maximal inhibitory concentration , ICs) o
1.7 A s AT ARG B b MR
HETE (The Cancer Genome Atlas, TCGA ) 2% g 72 vp
T 430t A S T AR AR (9% 35 DR ZE B R v i g
535 45, DL ) 1E 5 AR AR 59 4 5 il B daa 4 -5 10 5 41 =2 1)
CPEBI HE X 1k /K- 22 53t LU R HT A ST FEAS ¢ 4G 56
221l ROC &P CPEB1 ZEPNZ Wil s i 2k s , 3t
B AUC, R Kaplan—Meier 2 MR FE R4 A ik 4]
BAE MM, S AR LR H log—rank 5 35
e #% 5 CPEBI JE DA 32 35 AH O 1 S 2 4 g, LA-GPEBI
LR R E IR 3 4, LR f i A R TR Vi 1 2 5

1.8 Hiit2ghb B R FH GraphPad Prism 8.0 FI'SPSS
220G HRAE . TR BORN s s A1 ] LU BCR TR
MSFAEA ¢ K50, B AEAS BRI FEX FEAS ¢ K56 5
THECFOREZH ] LR X A B AT Fisher B DIRE AR5
P<0.05 4ZFAH G #EX.

A = A549

57 == A549/DDP

t=13.21 =945 =735

P=0.023 P=0.040

miRNA FXF 357K
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miRNA A} 327K

UCA1 HAE miRNA 43 F 235 7K F LB 45 5 (A - A549/DDP il A549 21 L b 19 2% 55 miRNA ik 00 ; B: UCAL it EikfF 4 H

W TEE % 2024 £ 55 46 55 8 1]

2 &R

2.1 UCA1H5Z/PmiRNA KA HIEXZR MY miRNA
T ) % http://www.microrna.org/microrna/home.do Fl
http://www.mircode.org/ T 224 , $iA5 UCAT JEHEFHE
miRNA (£ 45 miR-143 \miR-18a .miR-18b .miR-96-3p
miR- 1271, miR- 135a, miR- 135b . miR- 122- 5p . miR=
193a.miR-193b .miR-203a) ., i#—id it RT=qPCR 1
3% 5% miR—122-5p ., miR-203a, miR— 143" miR-135a.
miR-135b {4 UCA T HAE miRNA 4312 Sl i i I
B 2 & LR 1,

2.2 K6 fri R 40 &2 BEAS-2B 4l Jifd b miR—122-5p
B FRIB K B 2R Tl AR 4 56 56 25 R 3R B, miR-
122-5p 7 ifi it 9 40 M rh (%) 2R 35 7K OF- B 8 v, L
2A. 5 miR-122-5p ) NC . miR-122-5p # {1 4) |
UCA1 WT+miR-122-5p B4l 4 NC . UCA1 Mut+miR-
122-5p L4814 NC . UCA1 Mut miR—122-5p A He
32, UCA L, WT4miR—122-5p A5 504 35 Y 2 i 40 %o 5
S FR BRI BN R, UL 2B, % B miR-122-5p I
UCAL HA 4G .

2.3 miR—122-5p X i Jes 20 A ok M 4601 A0 JR% e 11 52 i)
RT—qPCR %53 B 7R i I & 1T miR—-122-5p #ll il ¥ 5%
LA 40 AR L UL IR 3A 5 miR—122-5p 1] I, I 4A 1Cs,
WeFE M 5.1 we/mL T [%3)] 2.3 we/mL, #2785 miR-122-5p
A S BB B WU 1 245 ) U | DL 3B, A
T miR-122-5p #5249 % 4L 1) 4 B bk L UL &1 3C5
miR-122-5p i 231K 5, 4 1Cs W BE M 2.3 pug/mL TF
3 4.8 we/mL, #7278 miR—122-5p 3 % 3k AE I A1 I 41
1) 245 SR | (R E AT 24, LI 3D

m AS549 1 FIKNC

1.5, m A549 3 KK UCAL
L \\S‘p\ . LQS*\\ A\@;/}\-\\«j
‘;LT‘ ) \’/“'“’L’B .\,//3\ ﬁ::' ’
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1=51.33,P <0001 s p 001

T 1=10.21,P=0.010

1=12.08,P=0.001

miR-122-5p
AN B IR IKF-
S Nk~ O

=]
=
W

1=82.98,P<0.001 1=2.23,P=0.657

AHXF BRI
(Luc/Rine)

$(;/ RO $(),x ) $C;, )
x@@s@%@ws@‘?&%@wsﬁ»
NN /\’f’/\ﬁ,‘ﬁ%\/\’ﬂ

TE - NC A BAYER B UCAT R % b BORIRBTIE 15 WT O 5 A2 5 Mut 2y 58748 7Y

B2 JilifE 40 i K BEAS-2B 4 miR—122-5p F3AK 1Y HL 45 (A - miR—122-5p 76l BRI 20 Je ik A9 Z2 0K 15 80 5 B miR—122-5p 44
LAYy NC 5 H AR & 24 pmiRGLO-UCA 1-W'T/Mut 2:55 4 J5 5% S 2 B 7E LU )

A B 6
3
B E
=2 T4 2
N - 1=21.89, P=0.008
TR =
=% £ 2
g 55 1.5
0
X0
N o ?*@%\\W\ 0‘3@%\
\ N S
\ N p&)\ Ps"b‘

o

T UCAT IR BS b R RSB 15 1Cs g 240 il ofe B2

C

e}

. 5 1=45.19,P<0.001
400 —
=B 1=62.56,P<0.001 Lfn 4
(i 3
N _& —
a; 5
| 'H% =2
2% -
Ex= =1
0
N x\,x‘w
) ?\639

B3 miR—122—5p X Jiti 98 4 A A M40 G506 9 20 (A miR—122-5p 301 405 b A549/DDP 41 fl #% 5 miR—122-5p 223k /K F- 14 1t
55 B miR-122-5p $lifil #%% Y A549/DDP 41 fi i Ja 4 1Cs 1928 Ak 5 C . miR—122-5p R 6 U A549 2 B AR 5 miR-122-5p kK
B FAS ;s D miR-122-5p AU 5% B AS49 20 B AR s A 1Cs A2 1k )

2.4 miRNA &G E i & B miR-122-5p 4 CPEB1 f£7E
gt G JE— B i https://wwwi.targetscan.org/vert_71/Fll
https://www.mirbase.org/ P 5 5 % B miR-122-5p 5
CPEB1 W] REAEAE 4 A o B IR 0 s e 3 40 Jif &2 BE-
AS-2B # i i CPEB LI R 3K /K F-, & 88 CPEB1 7 fi it
i 4 L e B e SRR I SRR AIG, DL 4A L R R T
& S A5 R W], 5 miR-122-5p BEHLY) NC . miR-
122-5p 444 . CPEB1 WT+miR-122-5p L4 NC |
CPEB1 Mut+miR-122-5p # 14 NC . CPEB1 Mut miR-
122-5p B AL 41 45, CPEB1 WT +miR—122-5p 141
Wy A0 A R 5 o TG M B R TR, UL IRl 4B, KB
miR—122-5p il CPEB1 H A 4550 15 .

2.5 CPEBI X fili i 98 4 M bR TR B5URRPE (52 e RT-
qPCR 25 3 /R s A # T CPEBI 33 ek 40 Mo dk , WL
&l 5A; CPEBI i ik J5 , A 1Cs W FE M 5.2 we/mL T
FE% 2.5 pg/mL, UL 5B, $27% CPEBI i %3k fig £12 = it

B 25 ) U E | R AR TN 24

2.6 CPEBI 7 fiffi i g 22 18 S 55 00 05 240 M9 1) i 9 A G
P TCGA 2 IL B4R i 3 A i 7 i i o 2H 21 CPEB1
mRNA B B AKX T 55 4140, UK 6A (B3 ROC #1453 #r
i 7R CPEBI1 3 ik 7K °F- G 8¢ 4F i FH T 12 Wi Jili AR o
(AUC=0.849,95%CI : 0.810~0.888) , Ul [¥] 6C., & CPEBI
K- 51K CPEBL /K (35 B A7 Hi 22 R B G0 2%
B, WLE 6D 5 CPEBI ik 7K -5 iti fig 98 £ 35 (%) 40 g
IHBEUN T 40 B 40 .CDS T 40t . A SR A | |
MW 248 P 24 | 2 R A i | A R &4 b A7 7E 25 1)
KB, ULIE 6F .

3 ifig
ATAF R [ N AMIFFE R BT IUBA = 23 o 40 i e e

0 DNA 5 ™ 5 UA T KA o IR 7R
P L Z 2%, B — 2 HNS 50 2R 05, H T
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T NC O BIPEXS I8 s CPEB1 U5t 22 SR IR H RRIT RS £ 8 1 15 WT 9 B A2 Y s Mut Dy 58748 Y
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