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[(HEIBM  HRFTKEE RNA (ncRNA) [F] Y5 6 3 R 53¢ ;s C (HOTATIR) R 1 SR 240 At g 40 M 38 5 L X 14 5 )
FABTER 0 FHU /3% NS4l (CAL27) 43 9 IEH 6 B 4L \NC 2 (7 4% peDNA 75 (iR \HOTAIR 4 (%
%t pcDNA-HOTAIR Jii#i) 2 HOTAIR+miR-122 2H (% %% pcDNA-HOTAIR J5i 4i+miR-122 mimic) . 5% ] RT-PCR 72
KP4 B HOTAIR F1 miR-122 ik /K, 5% H CCK-8 WK I 4R i 7, 383 Rl IR S A I 40 AT # 7k ~F , 5%
WU FR B 5 H S S0 A I HOTAIR X miR-122 SR FIA ) HIEEH 45R  CAL27 4% 4 pcDNA-HOTAIR
JRHRLJE, miR-122 KPR (P < 0.05). 5 NC 4l E4e, HOTAIR HANARE I RAIRIR &4 REFRE P <
0.05). 5 HOTAIR ZHAHEL, HOTAIR+miR-122 A0S Jy AL kIR A& 2 P R EMIC (P < 0.05) . XU RN
R HH 25 R W] HOTAIR REfS 4] miR-122 2ERFRiL. 4518 131k HOTAIR RSt CAL27 43t 4a AN
TR, LMW 585 HOTAIR #m 40 miR-122 FEFRIEH K.
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IncRNA HOTAIR targeted regulation of miR-122 to promote proliferation and migration of oral squamous cell
carcinoma cells
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[Abstract] Objective

squamous cell carcinoma cells and its potential molecular mechanism. Mehtods

To investigate the effect of IncRNA HOTAIR on the proliferation and migration of oral
CAL27 cells were cultured in vitro
and divided into control group, NC group (transfected with pcDNA plasmide), HOTAIR group (transfected with
pcDNA-HOTAIR), HOTAIR+miR-122 group (transfected with pcDNA-HOTAIR and miR-122 mimic). RT-PCR was
used to analyze the expression levels of HOTAIR and miR-122 in CAL27 cells. Cell count kit (CCK-8) was used to de-
tect cell viability. Cell migration was detected by scratch test. Dual luciferase reporter gene assay was used to detect the
regulatory effect of HOTAIR on miR-122 gene expression. Results
TAIR was increased in the HOTAIR group (P << 0.05), while the expression of miR-122 was decreased (P << 0.05).
Compared to the NC group, cell viability and migration were increased in HOTAIR group (all P << 0.05). Compared to
the HOTAIR group, cell viability and migration were decreased in HOTAIR+miR-122 group (all P < 0.05). Dual luci-

ferase reporter gene results showed that HOTAIR targets miR-122 and negatively regulated its expression. Conclusions

Compared to the NC group, the expression of HO-

HOTAIR can promote the proliferation and migration of CAL27 cells, and the mechanism may be related to the tar-
geted inhibition of miR-122 gene expression.
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1.1 MR N E R4 (CAL27) W H 3 [E ATCC
2\ H); DMEM ¥ 770k 75 25 3 - 5 55 2 W H 3E [H Gibeo
/y #]; pcDNA-HOTAIR F1 pcDNA %% # Jii $i
miR-122 mimic. miR-122 NC 41 [ b5 7 7
24/~ #]; Lipofectamine3000 14 H 3¢ [F Invitrogen 2
7] ; RT-PCR X 71 &%) [ Takara 23 & ; CCK-8 X714
6 H FiFERMEEREE R AR . ARIRSLEIERTIL
B RGN 21 B 5T R 55 S 5 5E K

1.2 5k

1.2.1 ZifERisR BT KB CAL27 41
Ji P FR RS AL, IO 10% 645 35 1% B R .75
2 1) DMEM s sedk, BT 37 C. & 5% CO;
s AR TR .

122 YR U4E7E & R F] 60%~ 70%
I, JEAT 7 G X M 34T 43 4 - % B ZH (Control 4,
REEGL) (BT IR (NC 20, 35 4% pcDNA 25 JiURD
HOTAIR # (#:#4% pcDNA-HOTAIR). HOTAIR+
miR-122 mimic £ ($4 %% pcDNA-HOTAIR, [F] i 4% 4%
miR-122 mimic) .

1.2.3 4 RNA $#2HUA RT-PCR  {ii il Trizol 57
PR AN B RNA, W8 55N A4 DNA, B
2/4: 42 °C 3 min, 60 ‘C 15 min, 85 C 5 min. LA
cDNA R 4T PCR 525, PCR X M.AK 5 : cDNA
2 ul, IERMGIY% 1 pl, SYBR Premix Ex Taq Il
(2x)10 ul, ddH,O #ME K R % 20 pl; e M 26 4: 95 °C
2 min, 40 MEFAH] 60 C 55,95 C 10s. L GAPDH
RNWNZ, AT KRR, 81T Image J XF 257 2K
BT Mgt 51 W& 1.

124 40 M3 PR R IR B AR K 2 A 44 R
8x10° NAFLHIE FEHARN T 96 FLAR T, 5537 24 h je itk
ITEEY . BEYLIE Y HIME 12.24.48.72 h IRF ] 25 7E 44
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Mz 7R FLAR N 20 ul i) CCK-8 X7 (5 /L), i &
T CO, K5 FRAE P 4k 4L R5 9% 2 ho R FH 2 T EBEARAX
R AR I FLEE 450 nm UK HIWO'G BB (A 1H).
1.2.5 ZMERAI  $2HE 1.0x10° AN/FL 5% Bk
YR T 6 FLARF, K5 9% 24 h b T .
6 h &, (F B AT A2, H 37 °C PBS %
BRA MG BELN A, B 4007 0 R AN 35 L7 35 7R R gk a1t
Fro 0,48 h MEZHFATEAMIIE F .

1.2.6 WM RBEHAS FE AR F 5 G R
K (HOTAIR-WT A1 HOTAIR-MUT) . CAL27
DL 2x10" /ml % EHERR T 24 FLAR - 4HHIRE % 24 h )5,
BEATHE Y, % HOTAIR-WT 5 HOTAIR-MUT 4} %7
FLPH R4 51 5 miR-122 mimic 8§ miR-NC Ft#4 4y
Y. FEYL 48 h JT, Ko e iE P .

1.3 it KH SPSS 29.0 e it st AT 7047
THE ORI A Hbr i 2 20K, 2 41 HUBER S
RITENT: WALEBCRH t K%, P <0.05 %R
R GRS

2 H#R

2.1 JAHAM HOTAIR .miR-122 Fik /KL 5
NC ZH Eb%:, HOTAIR 40N HOTAIR /KT,
miR-122 7K F TR P < 0.05, BEH=E 1~ 3.
2.2 HOTAIR *f miR-122 LR FEL R @
LncBase Predicted v.2 Tiijll 5 HOTAIR {7 7EfH3E H.
ANFHIFER, 45 R B 8 HOTAIR 5 miR-122 2 Al {F
TERES HAMAIZERR T H, Wi =K 4. XK EK
5K E 8 5 miR-NCHHOTAIR-WT ZHAH b,
miR-122+HOTAIR-WT 5% W KBS TEREK (P <
0.05); 5 miR-122+HOTAIR-MUT 41 H 4%, miR-NC+
HOTAIR-MUT HuOG B B2 (P >
0.05), W& = 5,

2.3 miR-122 45 HOTAIR X CAL27 4H g 4 4 A
FHFm YL )E 72 h, 5 NC 4%, HOTAIR
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[ ElkZ il miR-122

HOTAIR  Li#51#%: 5’ -ATGTTCAGCTTTGTGGACCTC-3’
T#E5I¥: 5 -TCCCTCGACTCCTACATC-3’
LWEIY: 5’-GAGTGGGGAACTCTGACTCG-3’
THEIY: 5 -GTGCCTGGTGCTCTCTTACC-3’

GAPDH  LU51#:  5'-GACCTGACCTGCCGTCTAG-3’
LiEIY: 5’ -AGGAGTGGGTGTCGCTGT-3’
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YU IS /7 (P < 0.05); 5 HOTAIR 41 HL#%,
HOTAIR+miR-122 HAM S S FEAK (P < 0.05), I
H=K 6.
2.4 miR-122 4/ FHOTAIR X} CAL27 41T #2687
fIRem 5 NC 4148, HOTAIR 4HER @& T e
(P<0.05); 5 HOTAIR HA L, HOTAIR+miR-122 41
YRR A AR TP < 0.05, WEH=K 7.
3 g

HOTAIR & 4 K I 55— DU e % 07 20
UL PR R4 IncRNA. A58 & B HOTAIR il i
BT miRNA KX S5 2 R iE R £ K
JE e, HRETHFS & I HOTAIR A g5 OSCC %
B 2B EA BTG %R, Wang 55" AL
7~ RNA T3t HOTAIR A & & 1] OSCC H Mg, Y
Tore 20 AR NUET () SRR o AR T o g el i Rk
HOTAIR CAL27 4ffifl, #&5T HOTAIR X} CAL27 44
J 345 3T S BE 1 HSE IR . SLIG 45 B3R B I R0k HO-
TAIR fETSIE3E CAL27 4384 3T F% .

97— 4R 5 HOTAIR 7E{EiE CAL27 48
WEE . TR IE ML, AT AT T LocBase
Predicted v. 2 7EZE Tl HOTAIR #EFE[R], 45 R R
HOTAIR 5 miR-122 fEE BAMEZEH IR T H T i
— 35 B HOTAIR % miR-122 [F4E m e, A&
WFFCIE I RT-PCR S5 AT X 76 't 2 B 2 22 R Sl 56
B EIE . 45 R G HOTAIR J5 miR-122 /K
VIR PRAR . XTGBT B R A I 45 R R OR
HOTAIR fgf5 4] miR-122 JEFRIAKF. KA
WEFEUEIAE CAL27 4Hfi - HOTAIR #ef% 52 [r] 4111
miR-122 JE K FRIE

N T iR A miR-122 £ 755 5 HOTAIR %
CAL27 413458 TR R RAEVE T, At S /e i
F 15 HOTAIR [ [AB #% 4% T miR-122 mimic, 453
7RIt I8 HOTAIR [R5 34 040 i 9 miR-122 7K
S, AIXTAHRIEE . TR RE TR AR . X R IAAE
CAL27 4 4 & miR-122 7K F Ag % ) % HOTAIR
R aH BRI FEAE AR, X —45 R38R HOTAIR
Xf CAL27 40 rI/E H AT g5 miR-122 K.
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