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mE ZAF AR R K4 JE % 2 RNA(IncRNA) NORADE FimiR-363-3p/Béa il 5 15 3k
2(BTG2)$h2t 71 5| A5 (PC) 003G 78 . & A An bR I8 4169350k, Z AP R0 5£2023 48 | £2024
FTR LT E ZERATF RGPCE F 6495 4147 A L% & 41 47 45 K, )l QRT-PCR#% | IncRNA
NORAD. miR-363-3p. BTG2/2 PCLLL A tmfies b b4 &k H ML, Pearsondfl % 547 A F o7 L B KA
Z_ |8 #4948 % M, HFPC4m i(LNCaP)4 4 Blank2h. sh-NCZ1. sh-NORADZ#H. sh-NORAD-inhibitor(3F
#15)-NC2E. sh-NORAD+miR-363-3p inhibitor£8. MTTHe-F#8 5[5 R, 5% BoAb M) 4@ AR 38 74 4m e
R R 52 36 vA B Transwell 52 35 5. 4 i3 4% 6 77 ; Western blotia I BTG2A= £ K — 8] /i $#£4L(EMT)47 &
8 W RAE I, %R EBRE AR £ 360 £ NORAD S miR-363-3p A miR-363-3p 5 BTG24) ¥eé) %
% . HARAF R PCLLL ¥ IncRNA NORADA= BTG2 mRNA (A ¥ 8 & & & & £ % 44 (P<0.05),
fmiR-363-3p#) & X & B KT 5 F £ L 2(P<0.05). 1M 2842 F, IncRNA NORAD 5
miR-363-3p#9 &L 2 §i 48 % (r=—0.765, P<0.05). miR-363-3p5 BTG2# & & £ fi 40 % (r=—0.518,
P<0.05). LncRNA NORADSBTG2#) &2 2 EA8 X (r=0.649, P<0.05). 5% £ 040481k, PCE
H 5 RO L MABIR, eS| AL, mie N AR F, @R K Lk AR, FHATRAL; B
B A AR AT 98 fm sy 18] R R 0 I S, AR AT 4R 508 A . 5 sh-NC2 4R, sh-NORADZELLNCaP 482
FIncRNA NORAD#=BTG2 mRNA. #mfiE 7). e le4%. RRBRALSFE. T4 @I, BTG2.
N-cadherin. VimentinZ & & A& K-F 344K, miR-363-3p#= E-cadherinZ &) & A K-F 34+ & (P<0.05);
sh-NORAD+miR-363-3p inhibitorffl 28 Jeb 7% /. mfe 4%, XRALSFE. EH@idk. BIG2
mRNAVAZ BTG2. N-cadherin. Vimentin%& @ & & K-F B # & F sh-NORAD+inhibitor-NC2H , In-
cRNA NORAD. miR-363-3p. E-cadherin® & % 1% /K-F % Z (% F sh-NORAD+inhibitor-NCZ8(P<0.05).
IncRNA NORAD-WTRBTG2-WTAmiR-363-3p mimics3k4% 3 /5 fa laAm st 52 6 & Bt 7& 3918 F
345 2 miR-NC#) 28 J0(P<0.05). iZ At % 1F i1, miR-363-3p¥e &) 47 #|BTG2%& i4, IncRNA NORAD:#
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Abstract
miR-363-3p/BTG2 (B-cell translocation gene 2) axis and its impact on proliferation, migration, and EMT (epithe-

This study investigated the role of IncRNA (long non-coding RNA) NORAD in regulating the

lial-mesenchymal transition) in PC (prostate cancer) cells. Tumor tissues and adjacent non-tumor tissues were col-
lected from PC patients who underwent surgical resection at the Second Hospital of Huangshi between August 2023
and July 2024. The expression levels of IncRNA NORAD, miR-363-3p, and BTG2 in PC tissues and cells were
measured by qRT-PCR (quantitative real-time PCR). Pearson correlation analysis was used to assess the relation-
ships among gene expressions. LNCaP PC cells were divided into the following groups: Blank, sh-NC, sh-NORAD,
sh-NORAD+inhibitor-NC, and sh-NORAD+miR-363-3p inhibitor. Cell proliferation was evaluated using MTT and
colony formation assays; cell migration was assessed via wound healing and Transwell assays; Western blot was
performed to detect the protein levels of BTG2 and EMT markers; and dual-luciferase reporter assays were con-
ducted to verify the targeting relationships between NORAD and miR-363-3p, as well as between miR-363-3p and
BTG2. The results showed that the mRNA expression levels of IncRNA NORAD and BTG2 were significantly high-
er in PC tissues than in adjacent normal tissues (P<0.05), whereas miR-363-3p expression was significantly lower
(P<0.05). In acinar adenocarcinoma tissues, IncRNA NORAD expression was negatively correlated with miR-363-
3p (r=—0.765, P<0.05); miR-363-3p expression was negatively correlated with BTG2 (r=—0.518, P<0.05); and In-
cRNA NORAD expression was positively correlated with BTG2 (»=0.649, P<0.05). Histopathological examination
revealed that compared with adjacent normal tissues, PC tissues exhibited disrupted acinar architecture, disordered
cellular arrangement, abnormal cell morphology, enlarged and hyperchromatic nuclei with irregular shapes, tumor
cell infiltration into the stroma, and accompanying fibrous tissue proliferation. Compared with the sh-NC group,
the sh-NORAD group showed significant downregulation of IncRNA NORAD, BTG2 mRNA, and proteins (BTG2,
N-cadherin, and Vimentin). Concurrently, miR-363-3p expression and E-cadherin protein levels were upregulated.
Functionally, cell viability, colony formation, wound healing, and cell migration were all significantly impaired (all
P<0.05). In contrast, the sh-NORAD-+miR-363-3p inhibitor group showed significantly higher cell viability, colony
numbers, wound healing rates, numbers of migrated cells, BTG2 mRNA levels, and protein expression of BTG2, N-
cadherin, and Vimentin compared with the sh-NORAD+inhibitor-NC group; conversely, IncRNA NORAD, miR-
363-3p expression and E-cadherin protein levels were significantly lower (all P<0.05). Furthermore, co-transfection
of either NORAD-WT or BTG2-WT with miR-363-3p mimics resulted in significantly lower relative luciferase
activity compared to co-transfection with miR-NC (P<0.05). In conclusion, miR-363-3p directly targets and sup-
presses BTG2 expression, while IncRNA NORAD acts as a ceRNA (competing endogenous RNA) by sponging
miR-363-3p, thereby promoting PC cell proliferation, migration, and EMT.

Keywords IncRNA NORAD; miR-363-3p/B-cell translocation gene 2; prostate cancer; proliferation; mi-
gration
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K1 B 2 —, R SECERRB TR B

Iy EZL R R M PC R I Ja) 8 S 4T 0
PCH H BVEIT Tk aHE Esh il 4by7 . U
Hs WEITE. FARMABGIT L. WIT T ERE
S EME R TERT /AR PR OK . gk
AL R TR B R &2 TR &= P KBEE
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FLAEAN M A (K RO E , AR BR miR-363-3pX #E3E [A]
PEAK I (pseudopodium-enriched atypical kinase 1)H]
RIEM], FHEPEAKIE H/KF LM, 1fi PEAKTR]
HE— P IIEERK (extracellular regulated protein kinas-
es)(5 5@ M, (EdkAE/ N0 Mt ¥ e . BAHAR )
37 3 [K2(B-cell translocation gene 2, BTG2)/& 11 57 4]
ML A . SEBE . JE TR H At 4 B T e 00 b e
o WEIRIE, BTG2id i 175 5 i AH SC 1) _F Jz 1A i
44k, (epithelial-mesenchymal transition, EMT)fi {i¢ i
il MTPC R AE R RS AW IR, BTG27E miR-
363-3pZE A N IEE R, It ik miR-363-3p Al i it
T YHBTG2U% 55 55 bt 4 B i A2 5 0™, B2 T-LL R
WEFEE 5, ALK T IncRNA NORAD. miR-363-
3p5 BTG21E PCR AR & Hh (A% O R P ML ] A Dy e
TEH.

1 MRER*E
1.1 PRI

42202348 H 22202447 A {E R A 1 2 — <P
WA PR MM T I8 45 B IR 1 21 s AR VA AR VB 97 11
PC A2 AR o U] 5% (10 i v 28 e 26 23 (Jfr g 448 V2 1)
AR HLANRE = 80% ) X 45 ) S i 55 2H 23 (R 5 i 4H 2R
N =2 e TSR ZR, 2005 BEAIE SE T R 41 iz
TEFEA, L5445, ~F 244 57 2 73 $0(22.6542.52) kg/m?,
SPE)AF R (68.57£10.25) %, ik =704 23191, AF14<70
%314 FrEMNEERATEZ L E RS 5 F
THII IR R G RS, o RIAR AL B2 A
PCHRE G N IT . AW AT A 3 B Riie
A A 23 L S HEIE L (5 2023-07419), ATE PC
BEWBE ISR ET.
1.2 ZApEpkFn = ZEi 5

AN PCAI 5% LNCaPA ey 5 R} P g 7Y
BRI S P 2 A 5 D5 AR — AL (H&E) Yt

KA E LEE A RAEVHEARERAF ; MTTH
MAAF & B _E iR R A A TR A F ; RPMI 1640
Fraedk . igds g 3 35 1E Gibeo A F; Lipofectami-
ne™ 20005 4R, Trizolik 7). miR-363-3pilll
#15] (inhibitor). sh-NORAD. miR-363-3pfl4
(mimics) & [ 14 %7 B84 H 3 [ ThermoFisher Scien-
tific A ; PCREIYIWH FilgA TAY TREKR G A
PR A 5 0 A ) SR i 28 o E 2 PCRIA A &1
W H A TaKaRaA &) 5 45 dit 450 H 35 [ Sigma A 7] ;
Transwell/)N % 4 H 52 [ Corning /A 7 ; RIPAZ iR L+
7% H Solarbio Biotechnology /A l; % #iPtBTG2. N-
5% 8 M (N-cadherin). E-#5% 25 1 (E-cadherin). ¥
JE4E 1 (Vimentin) FIGAPDHIA B J:[E Abcam A 7] .
1.3 733k

1.3.1 FEaFsekEEPCR  f H Trizolifk77 2 41
UL A LS RNA, FARHE 1)1 7 1 10 B A FH 2 gDNA
Eraser[l'] PrimeScript RTiAF G T 5% . 585, 1f
FISYBR® Premix Ex TaqTM II5ZFfPCR & 447 qPCR
S, BARFEFA: 95 °CTIAEPE2 min; 95 °CAEPELS s,
61 °CiE-K /I 20 s, FL 40Uk FE¥R . LA GAPDHAN U6
NS, I 27 AN ARG I DR R ARG A, LR
1.

132 MEAEBNE  HENORAD-WT(H A=)
B NORAD-MUT(FRAL A Y 5 ZE A kL. FH Lipo-
fectamine™ 2000%% 441X 771K NORAD-WTHI NORAD-
MUTZ3 55 miR-NCHI miR-363-3p 3L e T
LNCaPZlfitdH, %448 hJ YAk 78 ' 2B A0E 1
133 a3 fRAEEL a4 LNCaP4l izl
FE10%A84 175 100 U/mLE F & & 100 pg/LiE
FHZIMRPMI-164055 775, B 137 °C. 5% CO:H57%
FEE R IR . A K B X EOH I LNCaP4l i 7
N BlankZH (%5 AR IEAL ). sh-NC4H. (3% Ye [ M5
kL) sh-NORADA (4% 4% IncRNA NORADIK) T3

%1 (RT-PCR3|4157%
Table 1 qRT-PCR primer sequences

| E e 515" —3") NFEI(5'—>3"

Gene Forward primer (5'—3") Reverse primer (5'—3")

NORAD TGA TAG GAT ACATCT TGG ACA TGG A AAC CTA ATG AAC AAG TCC TGA CAT ACA
miR-363-3p AAT TGC ACG GTATCC ATC TGT A CTC AAC TGG TGT CGT GGA

BTG2 CATCATCAGCAGGGTGGC CCC AAT GCG GTA GGA CAC

U6 ATA CAG AGA AAG TTA GCA CGG GGA ATG CTT CAAAGA GTT GTG

GAPDH GGA GCG AGATCC CTC CAA AAT

GGC TGT TGT CAT ACT TCT CAT GG




414

BRI

J5iHi)+ sh-NORAD-+inhibitor-NC4L (F£4 4% IncRNA
NORAD [T # 5 #L A1 X} miR-363-3p 75 #0014
FIXT B ). sh-NORAD+miR-363-3p inhibitor]
(FLHE e IncRNA NORAD [T i R Al miR-363-3p
(NI ), Bk BlankZH 4, 434140 i3 F) H Lipo-
fectamine™ 2000%% Y7714 YLt N FURE, 48 h)E, 1%
1.3 177 VA6 25 20 41 g H IncRNA NORAD. miR-
363-3p. BTG2 mRNAEIETEN .

134 H&E#& AR KIGUEPCEE AR H
DIBR I PCAHL AR S gm 53 A RE AR, A HE T 10%H
PEMR /R BRI H37 °ClE 2 24 h, MKIKRZET0% 80%-
95%- 100% LBERLEEL K, F40 = HRIE B, A
AL EERE 5 YR (5 um), I TH&EGL .

1.3.5 MTTH R @i Fs o LNCaP4lJi LA
2x10%/FLEEFHE 96FLAR 1, 24 hfi5#% 1.3 20304754 e db
A AEEANFLF NN 10 uL MTT(5 mg/mL), #96FLH &
T37 CCREFRATINE 4 he )5, FEAKREFRE, IF
I 150 uL DMSOK 4> F it a4 . 7£ ELX 8007
FRA A 490 nmAh W 6 B8 .

13.6 FHALEHRFEE S FE YY) LNCaP
HHILE3T °Cy 5% CO, MR 10Kk, HZRHET
I E 30 min LNCaP4H L, 45 5 48 G et 5 it
A7, 0> 504N A A e A K

1.3.7 @Rk HFLNCaP4l il LASx10°/9L#%
FRPE6FLIR o FEZH MRl 2 11, A8 AR ICAEFLARE
HAF 0.5 emilll — 2445, JRERANILPE YKL . 5
TR, B ER LI E R T, EEE T AL E
R RR, #H0%0 hRIJR %6 % . FH PBSYLR AT,
AL IR FR 5L, 76 24 S HOER IR 0 & )
R E, I ERIR A%,

1.3.8 Transwellif 4% 52 36 P EELH2 X104 LNCaP
Y FE 2T 200 mL G IMyER; 773, JK H R e -
JiE 2(8.0 mm FLA%) 1, FK-600 mL 75 10% FBSHIE 24
BRI N EE . HTranswel /NE B 137 °C. 5%
CO: M BAR EERE FRFE T B 24 hg, Fr BE =0k
BB FRIE . B G B 40 P A TUA I 4% K T
R T B 2 15 min, FEH0.1%45 848 44130 min. %}
RSB b == 5 T 40 BT TR 5ANBE
MU L S P4 LNCaPAH AT B2 50 & . A k6l
BEEZE IR,

1.3.9 Western blot#s | LNCaP s i ¥ BTG2% EMT
X EAEREFRL RIPAZ i 2% 1h i 4 ik B 40

LNCaP4i}l, 12% SDS-5E P4 i Bk e 8 ik 0 &5 5 1
i, RJE K LA EN B PVDFRE | B 5 5% T 1)
AR ZE W = 3R IR E 1 h, A5 HAE4 °CF
FHTBTG2(1:1 000). N-cadherin(1:2 000). E-cad-
herin(1:750) Vimentin(1:2 000)FIGAPDH(1:5 000)[#]
—PUEAP R, BRI S R S T (1:5 000)
BRI E ho I 3G 58 Ak 5 OGS It ) s ) s
HR ) ER R 2T, I ImageJ3EAT 404 .
1.4 Goit¥ ot

i FH SPSS 19.04bBEZE 5 . Hdi B (xts) o ¢
HSE 58 3 A R AEL B ) 22 e, 22 2HLTR) 22 il R TR 3R
T3 2oy HTE AT A5G, 2H 1R N LR F Tukey 3 )5 46
5o PearsonfH I oAt T 20 A1 S5 IRl ek 22 [RT R AH O
P, P<0.05% 7258 Gt o

2 HR
2.1 LncRNA NORAD. miR-363-3p. BTG2#
PCZALR PRI FRIAIK T

e 55 B A AU, PCEEE IRV i 4 4k
IncRNA NORADAI BTG2 mRNA ik & 518 1, 1
miR-363-3pl#) ik & [FK (P<0.05), W3 2. Pearson
R M ds R, FERIE R AL T, IncRNA
NORADY5 miR-363-3p )ik £ K (r=-0.765,
P<0.05).

miR-363-3p5 BTG21{) 31k 2 A K (r=-0.518,
P<0.05). LncRNA NORAD 5BTG2{1 315 5 IEM %
(r=0.649, P<0.05). S5¥a55 EH AL, PCHEE
Ji v e 4 R IRV S M R AR, A B HE A 2R EL A
TEAS S8, ARG K B IR TN, [F
] A7 P88 248 1) (R VR IE B  52, FF:  2F 44 4H 21
B, LKL,
2.2 miR-363-3p#E[a]lncRNA NORAD. B7G2

RS B T 3] miR-363-3p Al IncRNA
NORAD. BTG AL A1 45447 i, miR-363-3p
A L5 A IncRNA NORADAFIBTG2/3'UTR, WL 2.
RPN 2 B A5 BE R 5258 R B, IncRNA NORAD-
WTEk BTG2-WTHI miR-363-3p mimicst i 4L )5
LN CaP 4 i £ XF % 5t 2 Bl AH X 7% 14 35 2 2 PR IC
(P<0.05), 1.3,
2.3 ZLHLNCaP4HptFIncRNA NORAD, miR-
363-3pFBTG2 mRNARIEIEN

sh-NORAD# LNCaP#4fl g # IncRNA NORAD
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%2 LncRNA NORAD. miR-363-3p. BTG2#EPCLELFRRYRIAKF
Table 2 Expression levels of IncRNA NORAD, miR-363-3p and BTG?2 in PC tissues

éﬂrfip LncRNA NORAD miR-363-3p BTG2
Non-tumor tissues 1.03+0.08 1.02+0.09 1.00+0.11
Pancreatic acinar cell carcinoma tissues 1.51+0.16* 0.43+0.04* 1.62+0.17*
t 19.718 44.021 22.501

P 0.000 0.000 0.000

Xts, n=54. *P<0.05, 55 EHALILE.
X+s, n=54. *P<0.05 compared with non-tumor tissues.

Pancreatic acinar cell
carcinoma tissues

Ell H&KEZE
Fig.1 H&E staining

Non-tumor tissues

LncRNA NORAD-MUT: 5 ACGAUUGUUUUGUGUGUGGAAUU 3'

LncRNANORAD-WT: 5" ACCAUUGUUAUGUGUGUGCAAUU 3’

miR-363-3p : 3" AUGUCUACCUAUG - GCACGUUAA 5’

BTG2-MUT: 5" AGUUCUCAGACACUGAGCAUUA 3'

BTG2-WT: 5" AGUUCUCAGUCACUGUGCAAUA 3’

miR-363-3p : 3" AUGUCUACCUAUGGCACGUUAA 5'
FRAL T BEROREPAT(WT) 5751 P 5 miR-363-3p HL A4 A 11X 3o
The red letters indicate the region in the WT (wild-type) sequence that complementary binds to miR-363-3p.
B2 LncRNA NORADFIBTG27EmiR-363-3ph &L=
Fig.2 Binding sites of IncRNA NORAD and BTG2 within miR-363-3p

FIBTG2 mRNARIAKF B ELT sh-NCZ , miR-
363-3pKIA K23 5 T sh-NC4 (P<0.05). sh-
NORAD+miR-363-3p inhibitorZH il il ' BTG2 mRNA
Fik/KF B 2 5 T sh-NORAD+inhibitor-NC4H , In-
cRNA NORADAI miR-363-3p# ik 7K T & Z K T sh-

BFALT sh-NC#4 (P<0.05), sh-NORAD+miR-363-
3p inhibitor4] 4 A 7% 71 A1 o [ 40 A £ 2 2 = T sh-
NORAD-+inhibitor-NCZ1(P<0.05), W E3F1%5.
2.5 FLALNCaPHHRT 515,

sh-NORAD#4L LNCaP 4 g ¥ JR f&r & F A

NORAD-+inhibitor-NCZH1(P<0.05), .%4.
2.4 FLALNCaPHHBIEEENR
sh-NORADZH LNCaP4il i 1% /3 Fil 7 & 41 i £

Y M 3T F2 BB B E KT sh-NC4H (P<0.05), sh-
NORAD+miR-363-3p inhibitor] 40 i KR & & F A
Y B IE A BUOE B2 & T sh-NORAD+inhibitor-NC4H
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Table 3 Effect of miR-363-3p overexpression on dual-luciferase activity in transfected cells
ZH0
G A LncRNA NORAD-WT  LncRNA NORAD-MUT BTG2-WT BTG2-MUT
roup
miR-NC 1.03£0.05 1.00+0.04 1.05+0.05 1.024+0.05
miR-363-3p mimics 0.46+0.05* 0.984+0.03 0.48+0.04* 0.97+0.04
t 19.745 0.980 21.805 1.913
P 0.000 0.350 0.000 0.085

X5, n=6, *P<0.05, 5miR-NCZH Lt #¢ .
X+s, n=6. *P<0.05 compared with miR-NC group.

T4 FLALNCaPZAffIFIncRNA NORAD, miR-363-3pF1BTG2 mRNAZRIEIKFE
Table 4 Expression levels of IncRNA NORAD, miR-363-3p and BTG2 mRNA in LNCaP cells across different treatment groups

il

Group LncRNA NORAD miR-363-3p BTG2
Blank group 1.2840.11 0.48+0.05 0.65+0.06
sh-NC group 1.26+0.12 0.49+0.05 0.63+0.06
sh-NORAD group 0.49+0.05** 0.82+0.08*" 0.5120.05*"
sh-NORAD-inhibitor-NC group 0.51+0.05 0.80+0.07 0.50+0.04
sh-NORAD+miR-363-3p inhibitor group 0.36+0.03¢ 0.65+0.06% 0.72+0.07¢
F 188.380 39.905 16.611

P 0.000 0.000 0.000

¥k, =6, *P<0.05, 5BlankZH HLEL; P<0.05, 5sh-NCALLL#; ©P<0.055sh-NORAD-inhibitor-NC41 L 4% .
Xts, n=6. *P<0.05 compared with Blank group; “P<0.05 compared with sh-NC group; “P<0.05 compared with sh-NORAD-+inhibitor-NC group.

Blank group sh-NC group

NS ,
3 PAR eI A S ELNCaP AR SR R AL 2

Fig. 3 Colony formation assay assessing the number of LNCaP cell colonies

(P<0.05), ILKE4. E5F16.
2.6 FLHLNCaPZHIFBTG2REMTHEXEHR]
FTILFER

WP EN LS oK, sh-NORADZ LNCaP
20 ffu Hh E-cadherin g5 [ XA /K F & T sh-NC4 ,
BTG2. N-cadherinfl Vimentin$ ik /K V- #1& T
sh-NC4 (P<0.05). sh-NORAD+miR-363-3p in-
hibitorZH 41 i BTG2. N-cadherinfl Vimentin
R 1L /KF ¥ T sh-NORAD+inhibitor-NC41 , E-
cadheriniRiA 7K F{X T sh-NORAD+inhibitor-NC

sh-NORAD group

sh-NORAD-+inhibitor
-NC group

sh-NORAD+miR-363-3p
inhibitor group

H(P<0.05), WLEl6F1ET.

3 iTig

TEAERTEE N, POR S 3 LI SE , 7Edb2%
RIS RO ISR L b X 1 2% 995 26 B
B, PR AR O T B LR RO, 4, %
IR TT 7 RAE I R R A 5 T R R A
HKZ A BERIMER, XM T 2508 %
R T U, BT T B AR AL, EL
A G5 AL ) T Al A T8 22 5 020, R R R
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=5 FBLALNCaPHRLmAESE X =& 4RAnEL

Table 5 Cell viability and number of colonies in LNCaP cells among experimental groups

415 I 71/% P AL

Group Cell viability /% Number of colonies
Blank group 100.00+0.00 131.29+11.50
sh-NC group 96.21+9.29 129.67+12.70
sh-NORAD group 74.33£7.40%* 82.36+9.15%*
sh-NORAD+inhibitor-NC group 73.88+7.24 83.18+9.20
sh-NORAD+miR-363-3p inhibitor group 87.36+9.40¢ 113.86£12.22¢

F 15.555 28.464

P 0.000 0.000

Xts, n=6. *P<0.05, 5BlankZH HLAEL; “P<0.05, 5sh-NCH LL#; ©P<0.05, 5sh-NORAD-inhibitor-NCZ Hi 5 .
X5, n=6. *P<0.05 compared with Blank group; “P<0.05 compared with sh-NC group; “P<0.05 compared with sh-NORAD+inhibitor-NC group.

Blank group sh-NC group

sh-NORAD group

sh-NORAD++inhibitor
-NC group

sh-NORAD+miR-363-3p
inhibitor group

5(:1—1;1

5&111—11 {

B4 f5O0EARENELNCaPAIERIRE S ZE
Fig.4 Wound healing assay assessing the scratch closure rate of LNCaP cells

Blank group sh-NC group

sh-NORAD group

sh-NORAD-+inhibitor
-NC group

sh-NORAD-+miR-363-3p
inhibitor group

Fig.5 Quantification of LNCaP cell migration using Transwell chambers
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Table 6 Wound healing rate and migration numbers of LNCaP cells across different treatment groups
415 RIS /% 21 IRSEZ 4
Group Wound healing rate /% Number of migrated cells
Blank group 78.37+£8.05 132.19+13.40
sh-NC group 77.14+7.96 130.80+11.77
sh-NORAD group 40.72+4.46*" 82.28+9.66*"
sh-NORAD-+inhibitor-NC group 42.51+4.81 81.82+10.35
sh-NORAD+miR-363-3p inhibitor group 65.63+7.24¢ 113.50+11.12¢
F 44.834 28.987
P 0.000 0.000

¥ts, n=6. *P<0.05, 5BlankZ1EL#%; “P<0.05, 5Hsh-NC4 L ©P<0.055sh-NORAD+inhibitor-NCZH HL 4 .
Xks, n=6. *P<0.05 compared with Blank group; “P<0.05 compared with sh-NC group; “P<0.05 compared with sh-NORAD-+inhibitor-NC group.

A B

C D E

BTG2 D D s s o 20kDa

N-cadherin WSS NS S e g, (32 kDa

E-cadherin =W s SN SN s (20 kDa

Vimentin 4 SEEED S s g 57 kDa

GAPDH WS SIS NS TS T 36 kDa

A: BlankZfl; B: sh-NC4; C: sh-NORAD#1; D: sh-NORAD+inhibitor-NC41; E: sh-NORAD+miR-363-3p inhibitorZ .
A: Blank group; B: sh-NC group; C: sh-NORAD group; D: sh-NORAD-+inhibitor-NC group; E: sh-NORAD+miR-363-3p inhibitor group.
El6 BTG2REMTHXEBRIALKH
Fig.6 Western blot analysis of BTG2 and EMT-related proteins
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Table 7 Expression of BTG2 and EMT marker proteins

i}ﬂriip N-cadherin/GAPDH Vimentin/GAPDH E-cadherin/GAPDH BTG2/GAPDH
Blank group 0.99+0.09 0.98+0.08 0.65+0.06 0.88+0.08
sh-NC group 0.98+0.09 0.98+0.09 0.66+0.07 0.89+0.09
sh-NORAD group 0.69+0.07*" 0.62+0.06*" 0.90+0.08*" 0.51+0.05*"
sh-NORAD-inhibitor-NC group 0.68+0.06 0.64+0.07 0.91+0.09 0.52+0.06
sh-NORAD+miR-363-3p inhibitor group 0.84+0.08¢ 0.87+0.09¢ 0.75+0.07¢ 0.77+0.08¢

F 21.733 30.405 17.022 39.144

P 0.000 0.000 0.000 0.000

¥ts, n=6. *P<0.05, 5Blank41EL#%; “P<0.05, Hsh-NC41LLEL; ©P<0.0555sh-NORAD+inhibitor-NC4H ELA
Xks, n=6. *P<0.05 compared with Blank group; “P<0.05 compared with sh-NC group; “P<0.05 compared with sh-NORAD-+inhibitor-NC group.
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