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IncRNA CBR3-AS1iHF miR-145-5p/ FSCNI5f]
Xt B 2 ARG . AT AR E R

T B BE KELE WH
CAZFJETHNERE, T afER, A% 050000; 228 2 55— BB, B2k sb L 22 2 5 066000;
SRR RIS B, HEERL, A F A 050000)

BE  ZX 5 AR KIS RNA CBR3-AS1(IncRNA CBR3-AS1)¥e ) £ ]s RNA-145-
Sp(miR-145-5p)/IL5) & & K& & 1(FSCNI)$ht 570 % (NPC) e 3g 78 . A=A 12 £ 49 %"h. qRT-
PCR A2 % 7F % 20 42 F IncRNA CBR3-AS 142 miR-145-5p#) KA K F, 45 58 5 m e CNE-14
# si-NC4E.. si-CBR3-AS148. si-CBR3-ASI1+anti-miR-NC#42L. si-CBR3-AS1+anti-miR-145-5p4H..
miR-NCZE. miR-145-5p mimicsZE. miR-145-5p mimics+pcDNAZE. miR-145-5p mimics+FSCN/
40, MR KF B KA N IncRNA CBR3-AS142 miR-145-5p & FSCNI#= miR-145-5ptg e X 4 ;
MTT k4] 40 38 78 M5 0L . Annexin V-FITC/PLiE480) 4m it )8 T 15 U ; Transwell 55 348 2m oAz 4
&8 77 ; Western blotAs ] 2a it 2] A 71 4845 B -F(P21). B#E.m/255-2(Bcl-2). Bel-248 % X & & (Bax).
LA &G B 2(MMP-2). A4 E%E G B IMMP-9) &G kAT, Eo ) AAEBER,
A IncRNA CBR3-AS14F #7H JE #4578 & KA miR-145-5p/FSCNI1 3060 %5mm . JE 7R JE LR F
IncRNA CBR3-AS1& A i, miR-145-5p4& ik T8 (P<0.05). F#IncRNA CBR3-AS1K _E#AmiR-
145-5p &35 7T A3 4| 5o J& m R 6 38 78 54z &2, 1Rt 3R & 4 fe 8 = (P<0.05). T #A miR-145-5p
F 3K R L FSCN1 kA VA% 45 F £ IncRNA CBR3-AS1 & 34 2 _E i miR-145-5p & A %+ 5 °H 5 48
Jie ) 3 78 5 42 22 69 37 HFIAE A (P<0.05). ) RASAEE 230 2 7, T 8 IncRNA CBR3-AS14& &+ LA
miR-145-5pF& ik, M FIAFSCNIFA, 3746] 57H 5 # A7 69 & K (P<0.05). IncRNA CBR3-AS1/£
FREA LR P L&A, TIncRNA CBR3-AS1& A 738 id 842 miR-145-5p/FSCN1 4437 4) 57 5
063970 54z 2, Rt m e A .
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Abstract  This study aims to investigate the impacts of IncRNA CBR3-AS1 (long non-coding RNA CBR3-
AST) on the proliferation, apoptosis and invasion of NPC (nasopharyngeal carcinoma) cells by targeting the miR-
145-5p (microRNA-145-5p)/FSCNI (fascin 1) axis. The qRT-PCR method was applied to analyze the expression
levels of IncRNA CBR3-AS1 and miR-145-5p in nasopharyngeal carcinoma tissues. Nasopharyngeal cancer
cell CNE-1 was divided into si-NC group, si-CBR3-AS1 group, si-CBR3-AS1+anti-miR-NC group, si-CBR3-
AST+anti-miR-145-5p group, miR-NC group, miR-145-5p mimics group, miR-145-5p mimics+pcDNA group, and
miR-145-5p mimics+FSCNI group. Double luciferase experiment was applied to detect the targeting relationship
between IncRNA CBR3-AS1 and miR-145-5p, and between FSCN/ and miR-145-5p; MTT method was applied
to detect cell proliferation; Annexin V-FITC/PI method was applied to detect cell apoptosis; Transwell experiment
was applied to detect cell invasion ability; Western blot was applied to detect the protein expression changes of P21
(cell cycle negative regulator), Bcl-2 (B cell lymphoblastoma-2), Bax (Bcl-2 associated X protein), MMP-2 (ma-
trix metalloproteinase 2), and MMP-9 (matrix metalloproteinase 9). Mouse transplantation tumor experiment was
applied to explore the effect of LncRNA CBR3-AS1 on the growth of nasopharyngeal carcinoma transplantation
tumors and miR-145-5p/FSCNI. In nasopharyngeal carcinoma tissue, the expression of IncRNA CBR3-AS1 was
up-regulated, while the expression of miR-145-5p was down-regulated (P<0.05). Interference with IncRNA CBR3-
AS1 or up-regulation of miR-145-5p expression was able to inhibit the proliferation and invasion of nasopharyngeal
carcinoma cells, and promote the apoptosis of nasopharyngeal carcinoma cells (P<0.05). Down-regulation of miR-
145-5p expression or up-regulation of FSCNI expression was able to reverse the inhibitory effects of interfering
with IncRNA CBR3-AS1 expression or up-regulation of miR-145-5p expression on the proliferation and invasion
of nasopharyngeal carcinoma cells (P<0.05). The mouse transplantation tumor experiment showed that down-regu-
lating the expression of IncRNA CBR3-AS1 was able to up-regulate the expression of miR-145-5p, thereby down-
regulating the expression of FSCNI and inhibiting the growth of nasopharyngeal carcinoma transplantation tumors
(P<0.05). IncRNA CBR3-ASI is up-regulated in nasopharyngeal carcinoma tissue, down-regulating the expression
of IncRNA CBR3-ASI1 can inhibit the proliferation and invasion of nasopharyngeal carcinoma cells, and promote
cell apoptosis by regulating the miR-145-5p/FSCN1 axis.

Keywords long non-coding RNA CBR3-AS1; microRNA-145-5p; fascin 1; nasopharyngeal carcinoma;

proliferation; apoptosis; invasion

EL WA (nasopharyngeal carcinoma, NPC)f&— &
AT B R PR SRR SR, S B LR SR S R 4
Mg 2 — , il & AR T AR S R B X, 7E A [ A
AR ZEY, HBodE 2 BN E1EIT,
LR B I A AR B AR B , (H SR 5 R A itk
AR BE b e 7%, DABCT S S A T 3
AR DRI, 1 A S e () A B, TF R
BRI AT SR 7 A R . K% IR TS RNA(long
non-coding RNA, IncRNA)EL A {i 1JF sl 417 il k8 2 2E
RIEIITIRE , OB 70 A 30N U IncRNA AR g1 1 2
1(taurine upregulated gene 1, TUG1)R] DA &S HK e
HHMIIETE . TR SRR, (kSRR Tl
T4 IncRNA CBR3-AS1(CBR3 antisense RNA 1)1k
A] DA B AR e TR 1R 2%, (HHAE &

g AR FHIE AR A T e miR-145-5p AT LA &
WA Je SR G 5 . IR AR 2R B T LB B e
HE A (fascin 1, FSCNI)FIK AT LA S A Jae: 240 A 1)
WIE SR8, AW H iR, IncRNA CBR3-AS|
5 miR-145-5p }¢ FSCN15 miR-145-5p 2 [543 45 &
Ao HEN IncRNA CBR3-AS1A] G T I 15 miR-145-
Sp/FSCN It W 20 RO 39 3 . A T AR 28 77 A
M. AHIE AT E R IncRNA CBR3-AS 15 £ W7 T
UMIGHE . AT, 1228 DL & miR-145-5p/FSCNI#]
SO, N SRR YR T IR 2

1 MRS 75K
1.1 —fR&ER
KA A0 A7 5 HE T 55 7 52 B £ MR g HR 3 (1) g
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HIR RS 1R, B T A . A EEY
TG Ho A REAT: MR s sk, HOR AT RIEZARATIGYT, 4
ZUREM LIS TT R O R B FH FG R = It B4R
B T NEERAC S 01 e (k5 - B
2022-455),
1.2 RF

N S e 20 L (CNE- 1) - o [ R 22 B _E g2
flJE . si-NC. si-CBR3-AS1. anti-miR-NC. anti-
miR-145-5p. miR-NC. miR-145-5p mimics. pcDNA.
FSCNIF3 i TAY) TR (B ) B IR A 7 ik
TH4 A ; IncRNA CBR3-AS1. miR-145-5p. FSCNI.
GADPHH| YT ML AE VR A R A 7 Bt &
. MTTRFA & (M1020)8 T b s R E R A
PR 7] 5 R S 3% g i A = DR AR & (Y T273)
T B R AR A A PR A 7] 5 Annexin V-
FITC/PIZH M i T3 77 & (AP101-100-kit) 15 T L i
ZIREVRHE A R AR ; P21(2947). Bax(41162).
Bcl-2(3498). GAPDH(5174) ik T 3£ E CSTAH] ;
MMP-2(AF0234). MMP-9(AF5234)Il4F 38 =K
EMEARBAT AR A A
1.3 7
13,1 fmfeidfibas® B CNE- 140 e &
A 10% 675 L35 M 1% 5 3 8 % R DMEM K 77
Ferb BEJG B 137 °C. 5% CO,. 1A B 7746
HHEEFE 48 ho SRJE AN RN TURL 23 ) i G B R R I
CNE- 14187, #Hid M si-NC4L. si-CBR3-AS141.
si-CBR3-AS1+anti-miR-NC# . si-CBR3-AS1+anti-
miR-145-5p41. miR-NC4l. miR-145-5p mimics
ZH. miR-145-5p mimics+pcDNAZL. miR-145-5p
mimics+FSCNI2H..
1.3.2 qRT-PCR#| IncRNA CBR3-AS1. miR-145-
5p. FSCNIFIAKF  HTRIzoNAF 53l H L% 4
4 JfL [ RN A, TaqManidhi % 5630551 51100 4 5% 5 RNA,
4 .cDNA, SR 5 Rk cDNA, H qRT-PCR & i i#H47 3%
K\, YL GAPDHEL U NS, I 222kt
HILM 6 R i5 B . IncRNA CBR3-AS1 L7514
(5'—3"): CAG TGG GGA ACT CTG ACT CG, Rif#5l
¥)(5'—3"): GTG CCT GGT GCT CTC TTA CC; miR-
145-5p_ L3514 (5'—3"): ATC GTC CAG TTT TCC
CAG G, Fifi5|%1(5'=3"): CGC CTC CAC ACA CTC
ACC; FSCNI _Li551#)(5'—3"): GAC ACC AAA AAG
TGT GCC TTC CG, NMiE3|#)(5'—3"): CAAACT TGC

CAT TGG ACG CCC T, GAPDH L3514 (5'—3"):
GTC TCC TCT GAC TTC AAC AGC G, 514
(5'—3"): ACC ACC CTG TTG CTG TAG CCA A; U6
EI519(5'—3"): CTC GCT TCG GCA GCA CAT,
W 51¥)(5'—3"): TTT GCG TGT CAT CCT TGC G.
133 MK AZEBEZE StarBase(https://rnasysu.
com/encori/agoClipRNA.php?Source=mRNA) &
TargetScan(https://www.targetscan.org/vert 80/)% 4
JE T IncRNA CBR3-AS15 miR-145-5p /% FSCN15
miR-145-5p 2 [l & T AFERE M 25547 2. 4 IncRNA
CBR3-AS1HIHF A (WT)FI 548 8 (MUT) J2 FSCN1
[ 85 A= 78 (WT) R 2242 B (MUT) 7 514 N psiCHECK
#AK , F1# H Lipofectamine 200045 % 44 43 %] 5 miR-
NCHImiR-145-5p mimicsHt A% Y« 42 CNE-141i1, %
748 h, Far il 40 i 5% O R BE 1

134 MTT# KOG & AHCNE- 1400 E T5%
CO,. 37 °CHIFEFEA 1457748 h, 4 °C. 2 000 r/min
010 minFE F3E, MAMTTIER , 4k2:R5954 h, L
MTTIHR, A H ZEHA(dimethyl sulfoxide, DMSO)
W=, ACE R IR % 5 KR GCE T4 B shighr
ACH ARSI A P ' FE (DYE -

1.3.5 Annexin V-FITC/PLi% W O YL & 4
CNE- 12 Jfa FH i 2 1 I = JL 91 AL A M 2 min, T0LVA 3k
%, Fii2 000 r/min0>5~10 min, 3 _FiFE, I An-
nexin V-FITC/PIR 7| % i B Y60 & 15 min, I 2040
AT M 240 R T 2

1.3.6 Transwell 23 B OGS 4HCNE-141 0
FH TG M35 5 77 5 B A0 BV | FF Matrigel e s T4
fE Transwell |3, i H A A5 FREE200 w20 ff 2
ATranswell |2, [FIFF#500 w3 10% 6 2 L35 55
FEFEIN Transwell =, 37 °CiFE 24 hjg BUHH /M=,
4%% T S SR B E 30 min, 0.5%%45 i =ik gt
30 min, 7EJ652 RAEE N BEALIZ I 6N PLET Fra A 12
1.3.7 Western blotz#7  1E CAE G5 41CNE-141
oA I ARIPAZRARACIR 2R S E, Bl S k4T
FPK. S50, HH, IMAGADPH. P21. Bax. Bcl-2.
MMP-2. MMP-9(# k¢ LLAI 354 1:1 000)$tfk, 4 °CHiF
B, BIFHR) —H0(1:2 000) = HEFE 2 he M
ECLIS % B 8.5, Imagel A0 T 4515 K AR .

13.8 MABMHBGFE 161 455 BALB/CHE R,
FH I DR A R B A R A =] 4@ (A2 7= Vr ]
iE5 : SCXK (%6)2022—0029). £ SPFZ&At T i&
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MR TRIG , B/NRF35 55 2, 2 50 F sk e
WA IR ST 0.2 mL si-NCEGL ) CNE-1 21 i 5 si-
CBR3-AS 1B YLICNE- 141, #th e, B7RM
AR RIS . 35K G RMEE, AHEHF
SR, N SRR PR A AR RN o &, A A R 2H 41
#1IncRNA CBR3-AS1. miR-145-5p. FSCNIZikK
Vo BEFLE A K E TSR N EE RSP BE 2R 01 2> ik
(fLHES: 2022-02132).
1.4 ZitFaE

A GE i+ 248 SPSS 25.0 70 Hr it i+ & %R
BB AbRIE 2 (cks) o, P2 [B] LLELAT o 56, 22 4]
PO AR S gk — 25 T 1 LG A 40 AT BRI 35 22 43 AT R
SNK-g6 5. 24P<0.050}, 275 gt % L.

2 H#HR
2.1 IncRNA CBR3-AS1. miR-145-5p7E £MHE
LRLNFNEESE AN P RIRIAER
qRT-PCRAG M 45 H 5.7~ , IncRNA CBR3-AS1/E
NPCH & ik /K (3.57+0.31), &3 T HAEm 554
AR B TE KT (0.93£0.09)(P<0.05); miR-145-5pF
IETENPCHI R IE K4 (0.38+0.04), & F LT HAE
S 55 AL I 2R TE 7K T-(0.81£0.08)(P<0.05) (B 1)
2.2 IncRNA CBR3-AS1. FSCNI5 miR-145-5p
HYEE =) 5K R I IE
StarBase J& TargetScan#{4f 2 Tl 45 R W7

5 —
=
[
— 4
wn
<
2 34 .
o)
&)
<
Z 27
I~
Q
=
17 o2
0 T T
N N
N S
& &
< &
J NG
> <©
Q‘D’S o‘b'
>
(4
Q%
&
&
K
%fz?*‘

*P<0.05, 553 HLUHLL .

*P<0.05 compared with paracancer tissue.

IncRNA CBR3-AS15 miR-145-5p 2 8] &% FSCN15
miR-145-5p2 [HJ A7 E#E 1) 45 & 07 1 ORI R
45 2R, 5 IncRNA CBR3-AS1-WT+miR-NCZH A
tt, IncRNA CBR3-AS1-WT+miR-145-5p mimicsZ
CNE- 1 2 Jfa [ AH X 26 D't 2 il i 1 ¥ 35 1K (P<0.05)
(E2). 5FSCNI-WT+miR-NCH ., FSCNI-
WT-+miR-145-5p mimics41CNE- 14 g fri AR X 9% e 3
il 7% 1 4 3 IR (P<0.05)(K13) o
2.3 Z{AYAEEIncRNA CBR3-AS1. FSCNI. miR-
145-5pFRIBKFE

5 si-NCAHM L, si-CBR3-AS141IncRNA
CBR3-AS1RIA/K 2 % 1%, miR-145-5p3iA&K
B2 TR (P<0.05); 5 si-CBR3-AS1+anti-miR-
NCA AL, si-CBR3-AS1+anti-miR-145-5pZH miR-
145-5p 35 K1 5 2 FEAIK (P<0.05) (K 4) . 5 miR-
NCZHAH L, miR-145-5p mimicsZH miR-145-5pFK ik
IKF 2B T, FSCN 13RI /K- 85 2 FEIK (P<0.05);
5 miR-145-5p mimics+pcDNAZLA L, miR-145-
5p mimics+FSCNIZH FSCN1RIE K& &
(P<0.05)(KEI5F11&6).
2.4 IncRNA CBR3-AS13d%5 miR-145-5p %t £1H
FRMAEIEE, AT, RENF

5 si-NCZHLHIEL, si-CBR3-AS1ZH4H D& . 41
12 22 %05 & Bel-2. MMP-2. MMP-93# A /K7 &
ERA, AU TR P21, Bax ik K FRET

1.0

0.8 fi}

0.6 -

:
04- e

0.2

miR-145-5p

&1 IncRNA CBR3-AS1. miR-409-3p7E#554H A TN 2R LH LN PRI FRIKKFELER
Fig.1 Comparison of expression of IncRNA CBR3-AS1 and miR-409-3p in paracancer tissues and nasopharyngeal carcinoma tissues



FEHEHTE: IncRNA CBR3-AS 1% miR-145-5p/FSCN 11 % £ I 4 L 18 5 B T2 FAR 228 B 5 il 519

(A) CBR3-ASI-WT  CUUACAGAAUCAAAAAACUGGAA
miR-145-5p UCCCUAAGGACCCUUUUGACCUG
CBR3-AS1-MUT CUUACAGAAUCAAUCAAGCGGCA

®

£ . =W miR-NC

.‘% | =2 miR-145-5p mimics
=

—

o

2 1.0

z

2 0.5 *

2

s

o

s

& &
& =
X oM
) o
S oy

&

\od @
= &

& &

NS
A: IncRNA CBR3-AS15 miR-145-5p [ ¥ 45 & 07 s (A AR R &5 4507 55); B: IncRNA CBR3-AS15 miR-145-5p W 5% /6 B L . *P<0.05, 5
IncRNA CBR3-AS1-WT-+miR-NCZHAH L .
A: targeting binding sites of IncRNA CBR3-AS1 and miR-145-5p (red indicates the binding sites); B: IncRNA CBR3-AS1 and miR-145-5p dual lucif-
erase experiment. *P<0.05 compared with IncRNA CBR3-AS1-WT+miR-NC group.
[El2 IncRNA CBR3-AS15miR-145-5pAYyEE [ % &
Fig.2 Targeting relationship between IncRNA CBR3-AS1 and miR-145-5p

(A)
FSCNI-WT CCCCCUUGCCUUUCA-AACUGGAA
miR-145-5p UCCCUAAGGACCCUUUUGACCUG
FSCNI-MUT CCCCCUUGCCUUUCA-UAGUCAAA

(B)
Bl miR-NC
B miR-145-5p mimics

0.5

Relative photoactivity of luciferase

0
FSCNI-WT FSCNI-MUT

A: FSCN1 5 miR-145-5p 0 [ 45 407 s (L0 R R G5 B b ), B: FSCNI 5 miR-145-5p 3¢ BB Ly . “- "Rtk . *P<0.05, 5FSCNI-
WT+miR-NCALAA L.
A: targeting binding sites of FSCNI and miR-145-5p (red indicates the binding sites); B: FSCNI and miR-145-5p dual luciferase experiment. “-” indi-
cates that a base is missing. *P<0.05 compared with FSCN/-WT+miR-NC group.
&3 FSCNI5miR-145-5pH#E[E % &
Fig.3 Targeting relationship between FSCNI and miR-145-5p

(P<0.05); 4 si-CBR3-AS1+anti-miR-NCZLAH L, si- 7)o

CBR3-AS1+anti-miR-145-5p4IDH . 41fUfZ 28502, 2.5 miR-145-5piEE FSCN1xt £ 2 4R p 18 78 |
K Bcl-2. MMP-2. MMP-9RIA/KFEZET &, 41 AT, FZENEN0

A T 28 K P21 Bax & 3A 7K - ik 2 B# IR (P<0.05) (& 5 miR-NCZHA L, miR-145-5p mimics4] D1E -



520

si-NC

oooin

2.0 -

Expression level
—_
[«
1

0.5

0-

IncRNA CBR3-AS1
*P<0.05, 5si-NCALM E; #P<0.05, 5si-CBR3-AS 1+anti-miR-NCZHAH L

si-CBR3-AS1

si-CBR3-AS1+anti-miR-NC

si-CBR3-AS1+anti-miR-145-5p

*

miR-145-5p

*P<0.05 compared with the si-NC group; "P<0.05 compared with si-CBR3-AS1+anti-miR-NC group.
El4 £LEMAAIncRNA CBR3-AS1, miR-145-5p3RiA7KF
Fig.4 Expression levels of IncRNA CBR3-AS1 and miR-145-5p in cells of each group

rscNt (D e— a— —

miR-NC  miR-145-5p miR-145-5p miR-145-5p

mimics

mimics+
FSCN1

mimics+
pcDNA

[El5 Western bloti& il %A AAFSCN155IA
Fig.5 Western blot analysis of FSCN1 expression in cells of each group

Y R 22 ¥, K Bel-2. MMP-2. MMP-9# % 7k
PR B, AU 1% P21 Bax3RiA /K53
J+15 (P<0.05); 5 miR-145-5p mimics+pcDNAZH A
tt, miR-145-5p mimics+FSCNI DIE . 4001778
i, K Bel-2. MMP-2. MMP-93 A 7K - 5 2 7 i,
S MR T2 K P21 Bax ik /K-F i # BRI (P<0.05)
(E18).
2.6 BRERBERELE

5 si-NCALHL %, % 4L si-CBR3-AS 141 it 1) 48
S MR AR AE K218, B A 2T IncRNA
CBR3-AS13RIEKF £, miR-145-5pFRIEKFFF+
= (P<0.005). Rzt ilgs R 2R, si-CBR3-
ASTZHB MR F , FSCN1E [ ik KT 22 F I
(P<0.005)(Kl9~l11).

3 Tig

IncRNAs/& — 4L 200 MZ H R (H B = A
TR TERE B A, T I AR T RNA T, 25
R % 2 A B Ak PR R 2B R 4 T 24
T B AR S AR HR B R T, PR ER, TR
IncRNA CBR3-AS 1A #1017~ 24 ffa fi it 40 A 1 185
B, REAGER, (IR TS A SO TR
7N, 1E S 41, IncRNA CBR3-AS1#R 1A M,
8 IncRNA CBR3-AS 1[5 1A AT LA ] £ 1A 55 21
M3 5E 51228, (et B A I T, P21 A
VR 20 L B, P2 1R I A R ) s S 4 i Y
JA Y, Bax Bel-2#3 )& T Bel-2 5 % H 2 5 41 M
To, Bax#ix Fifl. Bel-2%3A5 N i ] LR 3 £
JEAR M TS U, MMP-2. MMP-93J& T MMPX
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2.5+ *

L

2.0+

1.5

miR-145-5p

1.0

0.5

1.5 7

FSCNI1 protein

*P<0.05, HmiR-NCZLAH EL; #P<0.05, HmiR-145-5p mimics+pcDNAZLAH EL
*P<0.05 compared with miR-NC group; “P<0.05 compared with miR-145-5p mimics+pcDNA group.
El6 &EMPIMIR-145-5p. FSCNI1FKIAKF
Fig.6 Expression levels of miR-145-5p and FSCNI1 in cells of each group

WHZ5mMMETH5RE, £SWEARt,
FHHI MMP-2. MM P-9 33 mJ DL 1] 98 41 i /1 1
Fe 51228 1, A7l /E CNE- 141 fg o -3 In-
cRNA CBR3-ASIHIFRIA, K miR-145-5pKik b
W, S A A 3G . 4228, BLA Bel-2. MMP-
2. MMP-9FIETK V- 25 FRAIC, i 12L& P21
Bax# ik /K23 &, U #IH] IncRNA CBR3-
ASTHIFRIE T] LA i) 5 W 5 40 B 35 58 5 12 2%, 2
HE SR A T

miRNAs72E KA 22~24 ML EH BRI JE S RNA,
CHEZ 5 2 M A2, I H miRNAR DE R
JHR I N 7 2 5 NS E G L LR ) 1
A FAMEE RN, BT, miR-145-5pn]
DAIE S 41 561) FSCN 132325 00 ] e ke o 410 L PR S8 B L 3
512281, AT I, miR-145-5pfE &0 e 2
ZUrh ik A, _EmiR-145-5p AJ LA £ 0 8 41 it
(3G 5E 51228, (Edt S s A0 IE . AT 4n R
T IneRNA— E LA 5147 7314 1) 77 5 miRNASE
G, R¥EG D THBHONER . W0, 1245 B
W, N IncRNA CBR3-AS1#£ ik 7] _FifimiR-145-5pF
ik, I & B s AR g E . T 5 R R,
AHIFFEE I ARG . U 2R EEAG I % S ¢
)6 %€ F PCRIEW] IncRNA CBR3-AS15 miR-145-5p 2.
B 47 7E BB ) 45 A 67 55 . miR-145-5p7E SR Jeg 4 4 rp

FiE T, T4 IncRNA CBR3-AS1/{#& AT LL_E i
miR-145-5pf3KIE . X UL IncRNA CBR3-AS17A LA
T I Y45 miR-145-5p 10 1A 1o 5 S5 A e 41 Ff P 448 5
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