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WE BB KT k434 RNA (IncRNA) HOX#: % B SLRNA (HOTAIR) iA#2miR-129-5p/E 1A %5 4% & P300 (EP300) 4h )5
Fam g (NB) R Fa. ik #HIR20225-1 A 23 8 £20244F1 A 23 B ] & 23k Sk SIS 69506INB % U, A 52 B 52 2 PCRA&
MINBZA L2 B I 5 4R 4% P HOTAIR \miR-129-5p 4 ik A EP300 mRNA#®) & ik  # SK-NEP-128 #2554 58k 5T B8 28 HOTAIRICBk 48 it
FK AR miR-129-5pid £ A 48 . HOTAIRT 2 +inhibitor NC4L HOTAIRZT 2 +miR-129-5p inhibitor4a \ x4 B 48, A 52 A € 2 PCR
¥ i) & 20SK-NEP-148 B2 # HOTAIR \miR-129-5p % £ & EP300 mRNA % i ; FICCK-8 ., % X 48 i, R Transwell , X J& 5% 3%  TUNEL
e &, 5 H) M| SK-NEP-140 I35 78 | 20 IO )8 I A2 42 2 A5 w8 o AL A WU 0 A B4R 25 2L ) 52 35 32 3EHOTAIR 5 miR-129-5p
miR-129-5p5 EP30049 % % ; K AR AR N ASAE RN B AR ES AR ER 58542 i NBA R FHOTAIR AL
ZEP300 mRNAF A I+ %, miR-129-5pf ik AR (P < 0.05) o5 *F 4L 3T 3k AF B4 b 38, HOTAIRIT 2 ZLHOTAIR A4 B EP300
mRNAF R EE AL (OD) 4oL SH G/ MEAZa L & Yo | 20 A2 22 40 XA & AR AR NG AR R B BARAB, Y, miR-129-5p &
K GG R & vt m el = A& (P < 0.05) 5 5 xF R4 5d Aok s B4 P, miR-129-5pad & ik ZHEP300 mRNA& A (0D,
A8 SHL G/MAR 2a fEL & Yb | 2m 13 22 40 R A & AR SRR B AR R B AR AR, miR-129-5p & ik (Gy/G, A 4a L 5 ¥b | 2 FEL )
=& & (P <0.05) ; 5HOTAIRIT 2 28 . HOTAIRT % +inhibitor NCZE bt 5, HOTAIR % 2k +miR-129-5p inhibitor#LEP300 mRNA
F K OD 5o f5 \SHA G/ MHA 20 A6 5 ¥ 2m 45 22 3 RS- AR RAR W8 AR T2 2 AR ARG I, miR-129-5p &34 (Gy/G 0 2m e &
Yo 2 LB T R AR (P < 0.05) s HOTAIR 5 miR-129-5p \miR-129-5p 5 EP300 A £ 326142 % £ 451 WK HOTAIR 7T 46 i3 7
F2miR-129-5p/EP3004h 47 %] SK-NEP-140 Je.3% 78 18- % 345, MLk 40 BB ) T Go/G HA , i 5 am B8 =, 4 AR R M A K
K4E K4k E % ABRNA; HOX4E R SLRNA; miR-129-5p; B4 it ; E1A%5 4 @ P300
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Silencing of HOTAIR inhibits the progression of nephroblastoma via regulating the
miR-129-5p/EP300 axis

XU Jinxia, WEI Fengfang, XU Yuanbin
(Depaﬂment of Pediatrics, Affiliated Hospital of Putian University, Putian 351100, China)

Abstract Objective To investigate the effect of long non-coding RNA (IncRNA) HOX transcript antisense RNA (HOTAIR) -based
regulation of miR-129-5p/E1A binding protein P300 (EP300) axis in nephroblastoma progression. Methods ~ Fifty children with nephro-
blastoma who were admitted to the Department of Urology between January 23,2022 and January 23,2024 were enrolled. The levels of
HOTAIR, miR-129-5p,and EP300 mRNA expression in nephroblastoma and peritumoral tissues were detected by quantitative real time
PCR. The SK-NEP-1 cells were divided as follows:silence control, HOTAIR-silenced, overexpression control, miR-129-5p overexpres-
sion, HOTAIR-silenced + inhibitor NC, HOTAIR-silenced + miR-129-5p inhibitor,and control groups. The levels of HOTAIR , miR-
129-5p,and EP300 mRNA expression in each group were measured using quantitative real-time PCR. CCK-8 assay,flow cytometry,
Transwell assay,wound healing assay and TUNEL staining were used to detect the changes in proliferation, cell cycle,invasion, migration
and apoptosis of SK-NEP-1 cells, respectively. Dual-luciferase reporter gene assay was performed to verify the relationships between
HOTAIR and miR-129-5p, as well as between miR-129-5p and EP300. The tumor weight and volume were measured in a nude mouse xeno-
graft model. Results Compared with peritumoral tissues,in nephroblastoma tissues,the levels of HOTAIR and EP300 mRNA expres-

sion were significantly upregulated, whereas miR-129-5p expression was significantly downregulated (all P < 0.05). Compared with the
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control and silence control groups ,the HOTAIR-silenced group had reduced HOTAIR and EP300 mRNA expression, optical density (OD) 4,
value, percentages of cells in S phase and G,/M phase,number of invasive cells, wound-healing rate,and tumor weight and volume in
nude mice and increased miR-129-5p expression , percentage of cells in G,/G, phase,and apoptosis rate (all P < 0.05). Compared with the
control and overexpression control groups,in the miR-129-5p overexpression group,the EP300 mRNA expression, OD,5, value, percen-
tages of cells in S and G,/M phases,number of invasive cells, wound-healing rate ,and tumor weight and volume in nude mice decreased
whereas the miR-129-5p expression, percentage of cells in G,/G, phase,and apoptosis rate increased (all P < 0.05). Compared with the
HOTAIR-silenced and HOTAIR-silenced + inhibitor NC groups,in the HOTAIR-silenced + miR-129-5p inhibitor group, EP300 mRNA
expression, 0D, value, percentages of cells in S phase and G,/M phase ,number of invasive cells, wound-healing rate,and tumor weight
and volume in nude mice increased whereas the miR-129-5p expression, percentage of cells in G/G, phase, and apoptosis rate decreased
(all P <0.05). HOTAIR directly targeted miR-129-5p , and miR-129-5p further directly targeted EP300. Conclusion  Silencing HOTAIR

potentially inhibits proliferation, invasion, and migration; induces cell-cycle arrest at the Gy/G, phase; promotes apoptosis in SK-NEP-1

cells; and suppresses tumor growth in nude mice via regulation of the miR-129-5p/EP300 axis.

Keywords long non-coding RNA; HOX transcription antisense RNA ; miR-129-5p; nephroblastoma; E1A binding protein P300

W 1 21 9 9% (nephroblastoma, NB) J& JL 2 i JR
A B ZR G e UL A IR T AR NBAE R [ (1
KRR GAERG N, P L E A E AT B
FAR I AT RS T B AW e, NBE LY
BT BERR R ORI, T NBA kR Lk
JRGH , 15% ) UL BUS A R Rk, F-48NBJL
RIS WAR A AR YT J7 v B e A
=W, KEEIE4 S RNA (long non-coding RNA , Inc-
RNA) TEGE g iy i e v A 2R . HOXIG i
JZ LRNA (HOX transcription antisense RNA , HOTAIR)
S — AL T A URAE G PR A% Hh 9 S 200 5 Ine RNA
Hoid 2155 Z R B9 R RIS A2 R AR
B A 5T 138 , BT ERHOTAIR A 1 5 NBH i 434 5
WP I35 S LR T AH B 2T L ] 8 AN 58 4
B AT B, i % AmiR-129-5p 1] 1) 1 37
Y 240 P ' 4 R A 2 A L AR 2R AT AL [R5
S 20 it JE 0345 AR Gy/G W IR AR R AT R 75 R A
E1A%Z 4 & F1P300 (E1A binding protein P300, EP300)
POH T NBA A 8 5 R R 2B AT R R
B4 1 B 7R, HOTAIR 5 miR-129-5p .miR-129-5p 5
EP3005H 77 AE 25 A 5, (HHOTATR S 75 n] 3l 1 1
miR-129-5p/EP300%H 2 5NB& A= ¥ AN 18 45 . [ ik,
AWFFE B TEFRTTHOTATR G NB A& Az & R (1) 520 K2 43
T

1 M5

1.1 ME
111 H80FRA P B20224F:1 F 23 H Z20244F1 H 23

H 1] 8 g 8 PR A MBHIIA BINB R LSO Y 8 i JLNB
N TR T A LRI Z T sifby 746
I7 A G IRAFIR B AE B2 53 2541E 1 (2022DW003),
A BILR B S EIEFE

1.1.2 40 5256 30 %) . ANBA M R SK-NEP-11
P AR A BR A A, 68 Y BALB/CHE B
(HERESSF) W B L= E RN (L) AR W] BT
A Bl 2 55 AR AT TR B 3 P 48 B 2 1 2 Ak ofE (2026
DW019)

1.1.3 3551088 : CCK-8i 7 & (RYITH 22 8549
FHEA BR 2 A, 20 A el B a5n) & (Rl 55 —4=
YR AT FR 2N F)), TUNELAA a8 T4 ik 0 & (-
MM AE YR A AR o ST-360RFFRY (_FiEE
Y T AR Ay A PR A, FACSCaliburiit =X 41 il
1 (GEEBDAH]), X534 B id (H AXOLYMPUS
N H)), C2-SHSH G 8% (H ANikon/A ), BSA
6202S-CWHL ¥ K F (18 [E 38 Z Al B A AU 25 A FR
I3 ), T6GNIEFR R R (b 5 78 4 4 R R A
Al o

1.2 ik

1.2.1 4520 4 SK-NEP-140 53 R 35T ER X FR 2
HOTAIRYTERZ 3 35 %F B2 miR-129-5pid 234
2H HOTAIRYJL 2k +inhibitor NCZH .HOTAIRYT 2R +miR-
129-5p inhibitorl X AL UTBR XS HEZH . HOTAIRYL
BRAH 1k FE AR IR . miR-129-5pit 75 ZHSK-NEP-1
A {943 )75 Yesi-NC .si-HOTAIR .mimic NC .miR-129-
5p mimic 24 h; HOTAIRTL#K+inhibitor NCZHSK-NEP-1
2 i $L 4% Ysi-HOTAIR Fllinhibitor NC 24 h; HOTAIR
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T2k +miR-129-5p inhibitorZ 4H it Jsi-HOTAIR
FImiR-129-5p inhibitor 24 h; X} B8 2 SK-NEP-14f ifl
ANHATIE LA IR

1.2.2 HOTAIR .miR-129-5p ik X EP300 mRNA
3K ARSI« 38 33 TRIzoliak 77 42 B ZH 20 K 40 il B
RNA K RNAWHE 5% 5 eDNAJT , LLeDNA R A T
SEIFE FEPCREZ Y . miR-129-5pLLU6 K N 2 3 1A,
HOTAIR .EP300LAGAPDH g N & K A, 2% JHi2 -2
PR K R A = SIS 40T :GAPDH,, 1E 1]
5’ -GGGAAACTGTGGCGTGAT-3", 15 -GAGTGG
GTGTCGCTGTTGA-3" ;HOTAIR, iE [15° -GAGTCTG
ATGTTTACAAGACC-3’, [z [i] 5°-CAACGAGCTTAT
AAGGAAGG-3’ ;EP300, iF [f]5° -GCAGCATCACAT
GCAACAGA-3’, I 1] 5°-AGGAGTCGCTGCTGATA
GGC-3" ;U6, 1E[15 -CAAGGATGACACGCAAATTC-
3, [ ] 5°-AAAAATGGAACGCTTCACGA-3" ;miR-
129-5p, iE 5 -CGCTTTTTGCGGTCTGG-3" , J I]
5’ -AGTGCAGGGTCCGAGGTATT-3"

1.2.3 20 GEAG I - K5 SK-NEP- 141 il 32 b 2961
B (1 x 10°74L), 4% HR 1.2, 1T iR a4 76 o AR B A
CCK-8¥ M (10 pL/AL), 55572 hIm , AT BRI &
D5y (optical density,OD) =

1.2.4 20 AR ARG I« AR A A 4B, FH T mL 70%
Yo CBERTE2 b, TRV IR 522 WY (phosphate-bu-
ffered saline, PBS) YEUAHMEI3IC, %R F 100 pL PBS
0.5 mL MUK IE (propidium iodide, PI) 48,25 o
VAR TE AN LS min o FHURE 240 A4S 5 40 i R 4 53
fii o

1.2.5 M= 22400 - FH G It 3 DMEME: 5% ) B 77
KA 54 x 10*/mL, BRO.1 mLAR L2 E T
BT AL 1Y Transwell |25 o, -] % E 5B DMEM
R (Fr209% 64 103) W9 824 hfg Wk b= 1
Uk 4% B W EAE25 CF [ & (2 22 41 {115 min,
0.3%%5 T £V TR 1 30 min o E2F i N EE
1.2.6 4 3 7% 4G I - K 25 20 40 i 15 5% TrefL Ak
(1 x 10°4L) H, 4 41 il 5 15 70%~80% I , K 1 77
FEH R TR MFEDMEM, 40595 5 1 7% . B, F1200
RLJG B A AR AIM Z2 . PBSHE)E B4k
F224 ho 38 2LOGAE BB 7E0RI24 hR 4R B4 {1
Image BB 22 1 5K B R 09 R A T A, e i
BRI AA

1.2.7 AL JR T A < 45 20 200 B FHPBSPE 31K, 4%
2 5 RS [ 22 15 min, FRF A0 M2 770.15% i
X-100"9 9 5’5 min. il ATUNELIR & W 7£37 °C T W%
H60 min, 4 M A% 14", 6k Fe-2- A& L ng[ Lk (0.5
pg/mL) G A5 min i FHHEE BB 4L IA T
1.2.8 ) ¢ R Bk B A B miR-129-5p4%5 & 7
MHOTAIR \EP300JF 81 W 52 [ 34 A #llpmirGLO
WA, FEEHOTAIR \EP300%EF 42 Y (wild type, WT)
FZE25 ) (mutant type, MUT) #45 Bk , IR I A 4
JHOTAIR-WT . HOTAIR-MUT .EP300-WT .EP300-
MUT ¥ b 3 JBOkE 43 5K YK S mimic NCmiR-129-
5p mimicH % e FSK-NEP-141 Jitd , 48 hJi5 A6 ) X
HER B AR A
1.2.9  FREFEAEE SC50 : # 1.2. 17 1 45 2 SK-NEP- 1
AN BETH 221 x 10"/mL, 23 511$50.2 mL/ H 3R T4
FRZEHT M T &b R, IR IR A 44 A Vivo—TIT BR
X R Vivo-HOTAIRUTER L | Vivo—idh Fe Ik X HE AT |
Vivo-miR-129-5pif # ik 41 . Vivo-HOTAIRYT #R+inhi-
bitor NCZ . Vivo-HOTAIRYT #k+miR-129-5p inhibitor
2 Vivo-XTHRZL, BEA6 H o 21 dfi Sk HTSHER 7%
ABFE AR AR BR, ] B A, T et A IR PR e A
i R AR R =172 x AR R K BLAR x R RS/ N B
7%,
1.3 GeiteEoth

K HHSPSS 22047581153 Hr B Lix + s3R05
22 AR RS 56, 21 R] e A8k B B R 28 5 25 0 bt
=5 SNKqZ E LR K. P<0.05hERA5%

HeEE X
2 &R

2.1 NBHZIHYEZH LU P HOTAIR \miR-129-5p#%
ik X EP300 mRNAZE I L4

iR 554 4 A, NBLLZUHOTATR 35 M EP300
mRNATFE] , miR-129-5pFik AL (P < 0.05), L1,
2.2 HOTAIRYLE BimiR-129-5pit 2 1k XFSK-NEP-1
41 g FFHOTAIR \miR-129-5p#% ik & EP300 mRNAY)
AL

5535 B 4L D0 ER X R 4] L 5, HOTATRYL 2R 41
HOTAIRZ ik K& EP300 mRNA %% ik [ 41X, miR-129-5p
FeikTHE (P <0.05) 5 5% HRA ol kst gl g
miR-129-5pid F ik 4 miR-129-5pF AT, EP300
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mRNAF KL (P < 0.05); SHOTAIRVTERZ] .
HOTAIRYL 2R +inhibitor NCZH [ ¢ , HOTAIRT X +miR-

129-5p inhibitorZHmiR-129-5p3¢ ik [ 1%, EP300 mRNA
FikTHE (P<0.05), W32,

#1 NBHALARBZHLHOTAIR, miR-129-5p3Rix R EP300 mRNARIZZE L,

Tab.1 Levels of HOTAIR, miR-129-5p, and EP300 mRNA expression in nephroblastoma and peritumoral tissues
Tissue n HOTAIR miR-129-5p EP300 mRNA

Paratumor 50 1.00 = 0.00 1.00 = 0.00 1.00 = 0.00

NB 50 226+0.17" 0.32 +0.03" 1.85+0.14"

1) P < 0.05 vs. paratumor tissues.

F2 FHSK-NEP-148MEHOTAIR. miR-129-5p3&iz & EP300 mRNALLE:

Tab.2 Intergroup comparison of HOTAIR, miR-129-5p, and EP300 mRNA expression in SK-NEP-1 cells
Group n HOTAIR miR-129-5p EP300 mRNA
Control 6 1.00 + 0.00 1.00 + 0.00 1.00 +0.00
Silence control 6 1.01 £0.01 0.99 +0.02 1.02 +0.01
HOTAIR silenced 6 0.25 +0.02"% 1.95+0.11"% 0.38 +0.03"?
Overexpression control 6 1.02 +0.01 0.98 +0.02 1.00 + 0.01
miR-129-5p overexpression 6 1.00 £ 0.02 2.12£0.14" 0.31 +0.02"
HOTAIR silenced-+inhibitor NG 6 0.23 +0.02 1.93+0.13 0.40 + 0.03
HOTAIR silenced+miR-129-5p inhibitor 6 0.22 £0.02 1.21 £0.10" 0.82 £0.06"

1) P < 0.05 vs. control group;2) P < 0.05 vs. silence control group;3) P < 0.05 vs. overexpression control group;4) P < 0.05 vs. HOTAIR silenced group;5)

P <0.05 vs. HOTAIR silenced + inhibitor NC group.

2.3 HOTAIRJTER 8miR-129-5pid ¢ 35 %F SK-NEP-1
24 R R 240 L] 30 P 52 i)

55X B DT R G B AT B 3, HOTATRTT 2R 41
OD,5fH S SHI G/ MBI AL o LERRAIR , Go/G D140 AL
He TR (P < 0.05) 5 50 BRAL 2o Fe A% R4 H %

miR-129-5pid F ik 4 X N 8 PR AR (b 3 5 ik —3
(P <0.05) ; SHOTAIRVTERZH . HOTAIRYTER +inhibitor
NCHL H %, HOTAIRYLER+miR-129-5p inhibitor4
OD,5fH ST . Go/MBIAH AL 7 LU ST, Go/G W 4t A
FUFEAR (P <0.05), W33,

£R3 BHASK-NEP-14HAI0D,fE K Gy/G,Hi. SHA. G,/MEALAA 5 bbbk

Tab.3 Intergroup comparison of the OD,, value and cell percentages in G/G,;, S, and G,/M phases of SK-NEP-1 cells
Group n OD,5, value Gy/G, phase (%) S phase (%) G,/M phase (%)
Control 6 1.23+0.11 58.81+2.67 21.69 + 1.08 19.50 + 0.83
Silence control 6 1.25+0.13 59.02+2.71 2172+ 1.10 19.26 +0.93
HOTAIR silenced 6 0.46 + 0.04"? 77.65 +3.46"7 9.36 + 038" 12.99 +1.15"?
Overexpression control 6 1.21+0.10 60.15 +2.83 21.71 + 1.06 18.14 £0.92
miR-129-5p overexpression 6 0.39 +0.03" 79.85 £3.43"7 9.04 + 037" 11.11 £0.58"
HOTAIR silenced-+inhibitor NG 6 0.43 +0.03 7822 +£3.67 9.40 +0.39 12.38 £0.61
HOTAIR silenced+miR-129-5p inhibitor 6 0.89 +0.08"" 65.56 +3.18"" 15.83 + 0.64" 18.61 +0.92"”

1) P < 0.05 vs. control group;2) P < 0.05 vs. silence control group;3) P < 0.05 vs. overexpression control group;4) P < 0.05 vs. HOTAIR silenced group;5)

P <0.05 vs. HOTAIR silenced + inhibitor NC group.

2.4 HOTAIRYLER BimiR-129-5pid # ik X} SK-NEP-1
AR FNITRE 5 IR

55%F BRZH TR PR ZH %, HOTATRYTER 40 24
MR 2B H KR A & R AR (P < 0.05) 5 5 XT R4
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if FRAIRNT R ZH AL, miR-129-5pid I AR 22 miR-129-5p inhibitorZH 1R 2840 IR A& 2T =
B RPR AL S R IEE (P <0.05) ; SHOTAIRVIERZH . (P<0.05), WA .2F15K4,
HOTAIRVLEK +inhibitor NCA HL 4, HOTAIRYTER+ 2.5 HOTAIRYTEK 2imiR-129-5pid % ik X} SK-NEP-1

A, control group; B, silence control group; C, HOTAIR silenced group; D, overexpression control group; E, miR-129-5p overexpression group; F', HOTAIR
silenced+inhibitor NC group; G, HOTAIR silenced+miR-129-5p inhibitor.
E1 SK-NEP-1£8faf2Z TranswelliZ5 R x 200
Fig.1 Results of the Transwell assay for ascertaining SK-NEP-1 cell invasion x 200

HOTAIR HOTAIR
HOTAIR 0 i iR-129-5
Control Silence control R verexpression m .p silenced+inhibitor silenced+miR-
silenced control overexpression

NC 129-5p inhibitor

24 h

E2 SK-NEP-14HREBRIREL x 200
Fig.2 Wound-healing assay for SK-NEP-1 cell migration x 200

F4 FHESK-NEP-1HMEERH. MWRBAERLE
Tab.4 Comparison of the number of invasive cells and wound-healing rate of SK-NEP-1 cells in each group

Group n Number of invasive cells Wound healing rate (%)
Control 6 86.67 = 4.12 38.65+1.83
Silence control 6 88.23 +4.15 39.12+ 195
HOTAIR silenced 6 39.66 + 1.97"% 17.65 +0.82"?
Overexpression control 6 87.93+4.19 39.23+1.87
miR-129-5p overexpression 6 35.58 +1.69"" 1423 +0.65"7
HOTAIR silenced-inhibitor NC 6 40.33 +2.01 18.11+0.92
HOTAIR silenced+miR-129-5p inhibitor 6 65.56 +3.05"" 29.55 +1.43"

1) P < 0.05 vs. control group;2) P < 0.05 vs. silence control group;3) P < 0.05 vs. overexpression control group;4) P < 0.05 vs. HOTAIR silenced group;5)
P <0.05 vs. HOTAIR silenced + inhibitor NC group.

ENiab s b AL 0.25%) b3 , HOTAIRUTERZH (36.69% + 1.81%) 4y
5% RELH (5.67% + 0.23%) JTER N HELH (5.71% + FATRTFE (P <0.05) ; 5XF IR o Fah x4
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(5.76% % 0.25%) HH , miR-129-5pit 2k 4 (40.41% +
2.07%) AMLIH TR T (P < 0.05) ; SHOTAIRTTER
2 (HOTAIRYTER +inhibitor NCZH (36.72% + 1.83%) It

£, HOTAIRYT #K+miR-129-5p inhibitorZH (19.36% =+
0.81%) A IR T2 FEIK (P < 0.05), WEI3,
2.6 HOTAIRHE[A]#45 miR-129-5p/EP3004]

A, control group; B, silence control group; C, HOTAIR silenced group; D, overexpression control group; E, miR-129-5p overexpression group; ', HOTAIR

silenced+inhibitor NC group; G, HOTAIR silenced+miR-129-5p inhibitor.

E3 SK-NEP-14AUEAT-MTUNELE BN x 200
Fig.3 TUNEL staining assay for determining SK-NEP-1 cell apoptosis x 200

HOTAIR 5 miR-129-5p .miR-129-5p 5 EP30077
TE45 A7 5, W14, miR-129-5p mimic HIHOTAIR-
W A% YU 21 1) 52 O 3R B 5 7 (0.23 £0.02) X T
mimic NCATHOTAIR-WTHE44 L2 (1.00 +0.02,P <
0.05) ;miR-129-5p mimic HIEP300-WTH: 5% YL 41 1) 2
JEREHEE (0.16 £ 0.02) X Tmimic NCHIEP300-WT
AL (0.99 +0.04,P<0.05)

AAAAACUU ACAAA
HOTAIR CAGGU GAC GCAAAAAG
I (N FEEErrnd
miR-129-5p GUUCG CUG CcGuuuuucC
c GGU G
EP300 5 ...UGUAGUAUUUUGGGAGCAAAAAA... 3

miR-129-5p 3’ CGUUCGGGUCUGGCGLLLLLC 5’

B4 SHEMSE
Fig.4 Diagram of the binding sites

2.7 HOTAIRYT 2R BimiR-129-5pid 2 ik X # BLIA
RS AR AR K Y ]

5 Vivo-Xf FEZH  Vivo—1T 2R %} BR 20 L 452, Vivo-
HOTAIRTERZH I8 74 1 £ S ARFR AR (P < 0.05) 55
Vivo—X} B ZH | Vivo—id 2 A Xf BR4H 1L %5, Vivo-miR-
129-5piad ek gH yRd A o i AR B> (P < 0.05) 55
Vivo-HOTAIRTL 2k 41 . Vivo-HOTAIRYIT 2R +inhibitor
NCHL L %L, Vivo-HOTAIRYLEK+miR-129-5p inhibitor

ZHIR AR o e S AR N (P < 0.05), WS,
3 itig

HOTAIRJ2 2 i 1 e () 412 Ji S 1AL . n i 3=
IKHOTATR AT I 7 45 i B 088 40 i (9 304 8 AR 22
ARWFFE R I, NBLH AU HOTAIRZ A 5 T 554141,
FWITHOTAIRFENBH A 5 BURAE F o 28 BONNBAH
SK-NEP- 14l jl g i 5% X% 42, 3 % H#E A THOTAIRIIT
SR AbF 2% R T BRHOTATR AT 3 3 410 ) 240 it 384
B AR ZE GERS K A B R I B R TG/ G, i S 4
JL 8 T B4 O =X & A HUNBAE o 4% PN 4 SURS AR 5
55 tAE R T U ERHOTATR BE 9% U 2% i s A= 4 $2
HOTAIR A RS04 P NBEYTEAE A R i 22—

H 1 © A HOTATRH 35 miR-129-5p5% Wil [ g3 ik
JE SR ASHESEUE S T miR-129-5p W HOTAIR
HYFE LN miR-129-5pfE 22 Fh Jivgd v 2R K 2R 9, i
e IAmiR-129-5p AT 17046 375 W 40 Jfa 1 5 40 7 8 240
AT R R ARBFSE P, miR-129-5p7ENBL 2]
th 3k T, 3 6 ikmiR-129-5p#l ] T SK-NEP-14f
FRLE AT A B B PN iR AE K, SR WImiR-129-5p
TENB R ELA I AE o se Ak, DUBRHOTATR ] 1 3
SK-NEP-14l s H'miR-129-5p3% ik, 1M i % &miR-
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Tab.5 Intergroup comparison of tumor weight and volume changes in nude mice

Group n Tumor weight (g) Tumor volume (mm?*)
Vivo-control 6 0.68 + 0.05 1307.69 + 61.22
Vivo-silence control 6 0.70 + 0.06 1346.15 + 60.57
Vivo-HOTAIR silenced 6 0.32 £0.03"% 615.38 +30.25"?
Vivo-overexpression control 6 0.71 £0.07 136538 +61.38
Vivo-miR-129-5p overexpression 6 0.25 +0.02" 480.77 £ 21.25"Y
Vivo-HOTAIR silenced+inhibitor NC 6 0.33 +0.03 634.62 = 30.39
Vivo-HOTAIR silenced+miR-129-5p inhibitor 6 0.45 +0.04 865.38 +43.39"""

1) P < 0.05 vs. Vivo-control group;2) P < 0.05 vs.Vivo-silence control group;3) P < 0.05 vs. Vivo-overexpression control group;4) P < 0.05 vs. Vi-
vo-HOTAIR silenced group;5) P < 0.05 vs. Vivo-HOTAIR silenced + inhibitor NC group.
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