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HWE BAY:AR T LINCO1296 £ 3K 30 3r 54k 2 A& (HNSCC) W & ik 5 16 Rl Kotk R H xR s A8 69 % vh, ik BB m A
28 B 3% (TCGA ) A% 27 LINCO1296 72 HNSCC W 84 £ A R TG o 50 3% K% B H A B4k R (RT-qPCR) 5 3 bR 42 5T
(FISH)#&m) HNSCC #4649 iF 78 8 74822 % LINCO1296 A £ 7, 5l gk B 4 6916 R Jm 2 4, RT-qPCR #m) HNSCC &5 &
asmi P LINCO1296 49 & A KT 40 i3 s Ae M) 52 36 P AR S0 % 2 B Ao AL KX 2w B AR A M shNC 287 shLINCO1296 4144 2@ fiL 38 74
Felf T, BB R G & ASTUN AR IS B AR AR R IR DU IR IE LINCO1296 5425 4§ A F S W T
3(STAT3) #5948 Z4E A . RT-qPCR Fo & & P ik i 2 364 shNC #= shLINCO1296 48 4m it STAT3 mRNA Fe 2 & K -F, £ 13X B 8k
AT BB 20 (shNC) L SUAK LINCO1296 48 (shLINCO1296)  id & i& xt B 40 (Vector) id & i5 STAT3 £8(STAT3) . A& LINCO1296 5fid
ik STAT3 48 (shLINCO1296+STAT3 ), 4 #|i@ it & & ¥ ok | 49 038 7045 ) 52 36 A T 41 5 & 52 3646 ) 314K LINCO1296 *f
SCC15 2m feR A0 5 B 6 Fvh . S 2 4BAL (THC ) 3345 P JB 4148 F p—STAT3Y® 55 LINCO1296 #94a% M. SR :TCCA 4R 2 -F,
LINC01296 £2 HNSCC A 4848 W % %A (1=6.711,P<0.001) , 5+ 5 756 R B A8 (HR=1.42,95%CI:1.09~1.85,P=0.01), RT-qPCR
25 R 27 LINCO1296 f& % % AP /g 427 P & % ik (1=3.641,P<0.001) . FISH # & 2 77, LINC01296 /2 % Mg 2a R b B 5 S kA
W6 JRAFAE 2 = LINCO1296 %15 5 T £#1(y*=13.463 4,P<0.001)#= AJCC £ #1(x*=4.958 3,P<0.05) Z EA8 %, f&£ SCC15 Zmfie P,
LINCO1296 #5 &k 48345 % . 5 shNC 28483k, 84K LINCO1296 M4k 4m L34 78 3% & (1=5.135, P<0.001 ) Fe 55 7 a2 22 (1=18.00,
P<0.000 1), ) B 4% 3 2m 6L 8 = (1=5.861,P<0.01) , LINCO1296 55 STAT3 % & # 4% 45 4 S LINC01296 /5 ,STAT3 mRNA Fe &
& K AR E (35 P>0.05),STATI™ 8 BEBR ALK T 4K, SCC15 2a BT 48 49 A B A, THC % R 8.7, p-STAT3™ &
LINCO01296 #5 % ik 2 E48% (r=0.61,P<0.001), £5if:LINCO1296 #£ HNSCC ¥ 3 & ik 5 ) R R A% , i@ i 4% STAT3 Ahan
AL T B4, HNSCC 48 AL IR 48 64 AR HE

KEEIE LINCO1296; sk F 3RS0k tm AL 42 5 4 5 R THER T 350048
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LINC01296 modulates STAT3 to affect cisplatin sensitivity in head and neck squamous cell carcinoma
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Abstract Objective: To investigate the expression and clinical relevance of LINCO1296 in head and neck squamous cell carcinoma
(HNSCC) and its effect on cisplatin sensitivity. Methods: The Cancer Genome Atlas(TCGA ) database analysis evaluated LINC01296
expression and prognosis in HNSCC. Real-time fluorescent quantitative polymerase chain reaction (RT—qPCR) and fluorescence in
situ hybridization(FISH) were used to quantify the differential expression of LINC01296 in tumor and adjacent non—tumor tissues from
HNSCC patients, and clinicopathological data were compiled. The expression level of LINCO1296 in control cells of HNSCC was
detected by RT-qPCR. Cell proliferation assay, colony formation assay and flow cytometry were used to detect cell proliferation and
apoptosis in the shNC group and shLINCO1296 group. The interaction between LINC01296 and signal transducer and activator of
transcription 3 (STAT3) was predicted by RNA—protein interaction prediction using only sequence information( RPISeq) and verified
through RNA pull-down and RNA immunoprecipitation (RIP) assays. RT-qPCR and Western blotting were used to quantify STAT3
mRNA and protein levels in the shNC group and LINCO1296 knockdown group. Groups including shNC, shLINC01296, Vetocr,
STAT3, and shLINCO1296+STAT3 were established, and the effect of LINC0O1296 knockdown on cisplatin sensitivity in SCC15 cells
was evaluated by Western blotting, cell proliferation assays, and colony—formation assays. Immunohistochemistry (IHC) was used to

evaluate the correlation between p—STAT3Y® and LINCO1296 in tumor tissues. Results: TCGA data showed that LINCO1296 was
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highly expressed in HNSCC tumor tissues (¢=6.711,P<0.001) and associated with poor prognosis(HR=1.42, 95% CI: 1.09-1.85, P=
0.01). RT-qPCR results demonstrated that LINC0O1296 was highly expressed in tumor tissues(¢=3.641,P<0.001). FISH staining

demonstrated markedly higher LINCO1296 expression in tumor tissues. Clinical characteristics analysis indicated that LINC01296 ex—
pression positively correlated with T stage (}¥*=13.463 4,P<0.001) and AJCC stage (¥*=4.958 3, P<0.05). In SCCI5 cells,
LINCO01296 expression was relatively high. Compared with the knockdown control group, knockdown of LINCO1296 decreased the

cell proliferation rate (¢1=5.135,P<0.001) and colony formation number(¢=18.00,P<0.000 1), while promoting cell apoptosis (=
5.861,P<0.01). Knockdown of LINCO1296, which directly binds to STAT3, specifically reduced STAT3'™ phosphorylation without
altering STAT3 mRNA or protein levels, and restored DDP sensitivity in SCC15 cells. IHC analysis revealed a statistically significant
positive correlation between p—STAT3'™ and LINCO1296 expression (r=0.61, P<0.001). Conclusion: LINC01296 is highly ex—
pressed and associated with poor prognosis in HNSCC, which reduces cisplatin sensitivity in HNSCC cells by regulating STAT3 phos—

phorylation.
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SAERELE B, AErb [, B LR v Sk 0
SELTRHEZ S 6 07 FET-RHEZ 5 7 7. Hop %
DR AT g 2 o DL B B2 R 5 A Sk 258 e
1 90% ., TEk SERIEIR 4 s (head and neck squa—
mous cell carcinoma, HNSCC) Il FRIGYT 7, #RIA M
FARIBEA BT 2 B Al Gy si=e, i
B HNSCC MbRIEALI T 259, (R 254 BRI T3
IRIPRICR . R B XHIBAIA Y7 AR ANMER) HNSCC
FECE AR R IGURA 1 SRR A AR A TS 24 1) e
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NI L2 2% A HA% R (RN A ) 2 b
A, AR AR S RNA , Hod K4k
RNA(IncRNA) 5 EZ A RNA 5 68%L) | LncRNA
JEFH RNA G I sk A8 K Rk 200 4%
HER ARG AS RNA , H I RE 2L O 4 I ST 2 Fof e
I8 1) e A R e P HE TRATE RS LINCO1296 S —Ff
B R BRI 5 R 2 R ARG Y IncRNA, v F Y fafhk
14q11.2%, HFFEFM, LINCO1296 7EH Z Bk 4" |
B S 91 E /N R s 7 Y 2 3k R (2 iR
PEfE . {HHAE HNSCC B2 i/ v A B

55 S 5% 3% N7 3(STAT3) S 541
BUTE e RN R e A AR K 240
o R, S B A R BRI STATS iy HRser™
A B T S W) e R A LR B RS IR 2B R
STAT3 LG AN 2 G R5 g 2 e , 3 n] BR A5
HEALS 7 25 9 7305 o BELUKE STAT3 385l vl ki fifryed Xot401
IR B2 FHTRURRS . A SCIEF IR R HN-
SCC B FEAS JEE 2 R A IS (TCGA ) Bl T 7%
B SC AN SE S, 43 BT LINCO1296 ik 5 HN-
SCC MR A AR S , A PRIG YT $ A58 ) L
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1 #RE5FE

1.1 EEAH

111 IGRALFEAR SR FIEE  WEREER
KEEMPIE R B 2018 4F 1 H 2 2022 4F 6 H [\] 54 1
HNSCC 35 M ZH 2R AR 13 1) 55 H LR A o
Gt I RAT B, , AL HE £ T ) AR WA sl
P T 43 AJCC A5 R B . APl
Il PRZH ZURE AR R g BRA B O 3R19 B LK R 1
AR, I B O AR5 K B R 2 e = B 16 3
7z Lo H A (RS . Ek2020212)

1.1.2 HNSCC #ifis & N FMHEEE FaDu FIAFE
@985 SCC15.SCC25 . Cal27 40 MRk 7 35 [ 4 X
B S EAEE (ATCC) . Horf FaDu Cal27 HI 1%
TR E P 10% 64 11 /Y DMEM 15
#%,SCC15.SCC25 M35 7% T & [A] S 4B DMEM/
F12, S5 4N 2 A4 (Cal27) S HA
(SCC25) %5 HAL (Fadu), A SCC15 4 . 25 4]
(SCC15) . A XT A 4H (shNC) | B {f& LINCO1296 4H
(shLINCO01296 ) . iz 2 3k X} B 41 (Vector) . 1 3 35
STAT3 41 (STAT3) . Bk LINCO1296 Jf-3: FEikSTAT3
#H (shLINCO1296+STAT3).

1.1.3 R ALRT R R R R AT TRIzolik
) SRR R ALt R T A5 IR AR (Vector) |
STAT3 7/ %I (STAT3 WT) .shNC . shLINC01296 12
FRE BRI H IR P R 2F o U S B qPCRIR
& A E HEAY . GAPDH(60004-1-1g)
Caspase—3(82202-1-RR) iy H &7 = & ; STAT3
(ab119352 ) . p—STAT3 ( ab76315 ) . p—STAT3”
(ab219593 )i 1AM H ¥ [E Abcam Public Limited 2%
A o 1gG (CST2729S ) HiAR M [ 35 [ Cell Signaling
Technology, RNA FISH {7 & 7 175 B 3L
Magna RIP Kit i& 71 &% F 2[5 Merck, CCK-8 il
W B 280 %Y . DMEM/F12 . DMEM §i3758 64
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M54 H 32 [E Grand Island Biological 2wl Lipo—
fectamine3000 #% %4 i 5] \BCA 57 & W A 3¢ [
Thermo Fisher Scientific., &AW H 2 [E Selleck Che—
micals LLC. Odyssey X215 AG RS0 H 52
Li—cor, Fi =040 M/ K W H 5 E Becton Dickinson
N, SERPOLE R PCR ARG A HiEE K24,
WA B H A AR

1.2 %Ik

1.2.1 EYMEREIMT  JRRAEREIA 2 PR35k AR
IR LS (TCGA-HNSC )3 H STAR Jii #2 Y RNAseq
BAHERIEF TCGA (https : //portal.gde.cancer.gov ) , Bk
HER I TPM A% 2 B8 DA S R o 3 sur-
vival £ BEAT L) XU BB A 36 64 7 400 & 2 A7

5, 5 Z5E 1T survminer T2 K geplot2 it 7l AL
122 SERPDOGE e R A WHER N, TRIzol LHHL
YRR A AU RNA L W R sl & i
cDNA . K HR 2 1 G SRR Y, 37°C N 15 min; 85°C
W 5, F 4°CR BB T35 cDNA MR Sl
i TB Green qPCR 71 & X%F ¢cDNA #17 qPCR %
I, $e B E PCR PRI TAC5G . FIAEPE 95°C 30 s,
SR JE BEAT 95°C 10 s;60°C 20 ;72°C 15 s N 1 D
L340 MER . S 51FEAL T FaDu,SCC15.SCC25,
Cal27 20 i & K (8 # 4L 4UH LINCO1296 (1) 235 7K
L IEEAG T SCC15 4 STAT3 YRR AK T K
Fi 27850 33158 GAPDH 4F°K LINC01296 . STAT3
HINZ. 51PN 0% 1.

F1 SIFEFNRFIRN
Tab.1 Primer sequences and length of products

2R L (5 —3") T3 —5") G191 R/N(bp)
LINCO01296 TGGCTGGTGGAGGATGTCTT CCTGGGCTCCCTCAAATCAG 20
STAT3 GGACTTCCCGGACAGTGAG TCGCTTGTGTTGCCAGAG 19
GAPDH GCATTGCCCTCAACGACCAC CCACCACCCTGTTGCTGTAG 20

1 :STAT3 555 R 5 EIG N F 3; GAPDH : H M -3 - B M (it

1.2.3 RNAFISH A 2258 ARYEHIE R UL
i F40112 DR 22380 & 4T FISH 525
ALY HNSCC ) 22 it K AAb 3, 78
FEAN K AH)S , FH 4% 2 KPP REREE . InAZIGhR
i LINC01296 #5% (AGCTGACACTGAATCTATGC—
CT)IFAE 37°C #OEHFF LA . DAPL J44% 10 min,
AR ARG e AT AL 5 S IET, fif
Tmage J PPANTRES o LABH P IR G- 2475 B + 3
R IR IRFR < T2 A MR IR > HEE A
1.24 ARG A 505 B T AR K
SCC15 i, JERENAL, USRS T 96 FLARI%EFH 2x
10° /AL o 7EFE 5 B E] A (3555 48,96, 144 h) il
A CCK-8 {7 (15 wl/AL) & , §5 #% 30 min J5 I 5E
450 nm WEHE . ARYESCIO TR KRR L RS
PIEA A 96 fLAk Hr, 555 48 h, il A CCK-8 ik
FJE PR SR 30 min J5 I %2 450 nm WG . it
GraphPad Prism v11.0 434 1C50 18 .

125 “FARESCE S HOL T AR K
SCC15 #ufil, JREHH AL, THEUS T 6 FLARIERD 1x10°
ANHLARN, F 37°C, 5% CO, FRBEEEF . NI RE 5 7%
TAAAL B, SR UG PBS 3 1k , 4 FH 22 3% P
[ 15 min, 455058 Y4 0 S min, BT 5 A MRS
1.2.6  ARMEHT-RENSEES  JHARIREE SCC15 i,
THECR A S A 5x10° 1, LA 5 L Annexin V
R, B A), SLRVR N 5 WL 7-AAD 35, 2= iR ke

JERFE 15 min, 383 5 XA ALSOEAL AR TR
127  RNA-# I BUAR S AE A0 ] RPISeq
B s )% (http « //pridb.gdcb.iastate.edu/RPISeq/ ) #£ 17
RNA-H H B EAE B . RPISeq U A& T 75
RPI2241 #l RPI369 Pi-METCARE RNA 3 HAHE A
FHEEER AR S EVIZRAINA R BEPLARAR (RF) 53
Fem Al (SVM) 5k, FUNASRIEREN 0 2= 1, K
T 0.5 RS RPN B

1.2.8 Tl Ry e e gt sk T
XA R SCC15 4, el AL , 31 8US T 6
FUBRAERD 5x10* NANAE, Fr 40 ML BE R B Ry 30%0~
40% AT RERGE o FELHBLE —DXFRAL, HAL o)
AL Y45 polybrene (2R A 8 g/mL) Vector 5§,
STAT3-WT 5 8 (1 mL) A1 5% 42 Hi 32 4 (1 mL) iy
REMW . 24 h 5 EHN LR FREARLE SR, 72 h
JEAdE PR R SR L 7 do

1.2.9 RNA pull-down S ¥ LINCO1296 8¢z S
LINCO01296 ( antisense LINC01296 ) cDNA 77 [ |
pBluescript Il Zi/&H , antisense LINCO1296 A B4 X}
R i 22 v B SCC15 4L EE 1, 43 51l
A TRUE 5 B R 26 R REER BCHH IV Y RNA $R %5
JCSCRNA 4T, SR A HEF SO 1 h, JE A RNA-
EHREEY) . VEd 3 WHsin EAEZE im0
3P, Western blotting SZ 56 % 58 #6 o

1.2.10  RNA S ivE Sl AR il 3 s i B
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fdi 1] Magna RIP Kit iX77 &5 STAT3 Hik sk 1oG
TR AR S B TLVE (RIP) 32 I, 1eG VE TR 1k
£ 1x107 4~ SCC15 41 fifg, # ] Complete RIP Lysis
Buffer Z4fICEE , 20 A R TR J5 B TR -
R, 4CHFE IR, M8 TRIzol $2EILVTIEM RNA,
VWS H T4 7 qPCR 5550,

1.2.11  Western E[1iF S0 ff7 FH 200 i 2 At ok 42 X
L DL BCA LI e BE 5 US s AR R b e 2%
BT T 100°CASPE (T 109%% SDS-PAGE
BERCHEATHIK, MR A4 7% BN 2 HlTEfL Y PVDF
M55, 5% BSA SR WA £ 1 ho TBST W§¥E)S
e S T 2K 43 S A6 B9 STAT3 (1 : 1 000) .
STAT3Y(1: 1000).p-STAT3%(1: 1 000) .Caspase—
3(1:5000).GAPDH(1 : 10 000)—¥t ,4°CHF & i
K, TEZIREH] 1210 000 FiBERY X S/ B s
ERERIES 5 RTA N

1.2.12 gk gea(IHC) - 70°CHE% HNSCC
BEALAEDI A 3 h, FEFTFIR 25 min BB AL
B AR UK A A BV B 2 Bt T K o YT R 100°C
RS T HEAT 4 min FUFME R, WML A 0D
FiEBELIKT 30 min J5 , 3% BSA BT, A 1 : 20085 B
p-STAT3™ K5, 4CHFF R . WH, B 1:1
000 Fi B S — 40, 7 30 min, DAB WL ()5, &
Yo VIR Goallivk BEARRE K B I, (5 FH ok

A C
};1'_ sk 4.0r
% 0l , B
3 2 S sof 2
®oyst oo ¥
z s 2.0 K/
) [ \O or D
e I
N3 L IS - .:
% 0.5 : cz 1.0 .. «g
=) OfF == T 3 .
QZJ T E— 0
= N T N T

(n=44) (n=504)

B 1.00 LINCO1296

— ik
075} e

050

A

025

0 50 100 150 200
I CH )

W dt Ao i E BB OLYMPUS ) K il % R 4t
ARG . THC PF4) : i or=Ye i B x Y (s [l . &L
43>6 43 MR, <6/ M KFEA.

13 %t Fa® B R GraphPad Prism v11.0
PEFTGET 2 W7 o IES AR BT BERI LA was 278,
)22 5 LB o K56, Pearson MRICHE M T
PR AS 2 [ AR SEME . THECRERER T 2 K56, P<
0.05 h 2R BEAGI#RE L.

2 H#HR

2.1 LINCO1296 f= HNSCC " & &k A#F5Eim T
TCGA BRI/ HT T LINCO1296 75 Sk 25345 fipg £ 21
A (& 1A), LINC01296 7E HNSCC 2 i
AP IE H TIE R H2(1=6.711,P<0.001), 4
FEHT R, B 71k LINCO1296 5 HNSCC % 1i)5
ANREAFE(HR=1.42,95% CI:1.09~1.85,P=0.01), L
1B ABFFENER T 54 4] HNSCC [ f 5 ZH 2%
AN 13 Bl SRA , RT-qPCR 325 R, 51E
W UREA K HL , HNSCC i 4 21 b LINC01296
B ZE kK IR TR (1=3.641, P<0.001, 81 1C) . [H]
ff, X} HNSCC BE VI A 44U FISH et iR, 16
HBEME AL LINCO1296 fi & E35k, WA 1D,
i 3 RT-qPCR 31l 4% HNSCC %5 4 41 40 ifs & vp
LINC01296 2 ih /K-, 4% LINCO1296 mRNA 3
KA SCC1S A TIE 22505, W 1K,

DAPI LINCO1296

LINCO1296 mRNA Hixt#ik &

=l

CAL27 SCC25 FaDu SCC15

T :HNSCC : Sk FFBBR AN 5 A: TCCA Fd ZE/MHTLINCO1296 7E HNSCC £ 35 [ifvd FIs 5220 41 (199654 5 B TCGA B3l FE /3 HNSCC #%
LINCO1296 1, {RFAL M EAEAFI2E R C:RT-qPCR Bk LINCO1296 FEHFE HNSCC H IR A 5520 21 Hr 235 ; D FISHEGIE LINCO12967E
HNSCC B g FEss H U i ZERFIE AL, HFIR 2 20 wm; E: RT-qPCR BIE LINCO1296 JEP7EA R HNSCC 4 3 kK 5 %4 P<0.001

Bl 1 LINC01296 7 HNSCC AR K M F H R %
Fig.1 The expression of LINC01296 in HNSCC tissue and cell line
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FRAE S 2238 e 45 L 5 LINCO1296 43 A 1=
FIRH HALERIBA , SRR T 0T, 45 R 1
/8 L,LINCO1296 £ ik 5 T 4+ (x*=13.463 4,P<
0.001) AJCC M8 (x*=4.958 3, P<0.05 ) S IEAH &, 1M

£ 2 LINCO01296 &% 5 HNSCC B E G RFRIBEEHME AL
Sfn( % )

Tab.2 The correlation analysis between LINC01296 expression

and clinicopathological features of patients with HNSCC [r( % )]

- N LINCO1296 -
SEEES SRR RS s R E A W PR e s XY 7
FE(H) P>0.05,%2). I 00379 0.845 7
L) 36(66.67) 15(27.78) 21(38.89)
2.2 BUK LINCO1296 #p+#] SCC15 #mpeeg3gsh RT- 4 18(3333) 8(14.81) 10(18.52)
qPCR S5 82 550 X5 LINCO1296 9 il {1k A% 24 Oy %?io; 27(50.00) 11(2037) 16(29.63) Pom T
. e > . . R
90% , WLFE 2A. CCK-8 SEH /i , 5 I AR 2 A <60% 27(5000) 12(22.22) 15(27.78)
Ft, LINCO1296 il I 4 40 Jitd 138 5 3 2% 5 & PRI (¢ = U ) oo st 0.0129 0.909 7
s N B 31(57.41) 13(24.07) 18(33.33
5.135,P<0.001, 1 2B) . SEREIERLSsT, S TRT 7;; 23(42.59) 10(18.52) 13(24.07)
HEZHAH LE , LINCO1296 s {4 SCC15 4f %k e i =% el 0.015 1 0.902 0
FHG=1800,P0000 114 20), b AR B 2ty e
Kl o, B LINC01296 J& , SCC15 4 Jif i) A JisRi 534 1086 7 0.297 2
B3 361 P01, 2D). B s
o . . :
2.3 EUALINCO1296 Fil p-STAT3 #9%3i5 RPISeq RET 2 2.866 7 0.090 4
ﬁ\bﬂu LINCO1296 5‘ STAT3 E(J;i;ﬁl_—i,ﬂgm, 'f%ﬁj\j‘j 0.8 7)5 2255182; 15((27.78)) 13E24.07;
3 26(48.15) 8(14.81) 18(33.33
(RF)FI 0.96 (SVM), %] LINCO1296 15 STAT3 7, 13463 4 0,000 2
BEAEAE A B AE o Western ERSIRSE A6 LINCO1296 T3-T4  29(53.70) 19(35.19) 10(18.52)
FE TR A4, KB STATS 5 LINCO1296 T 250630 san e
254, WLIE 3A. RIP SE5e E— 20 560 0F T STAT3 5 N2-N3  26(48.15) 12(2222) 14(25.93)
LINCO01296 Z [a] iy AH B AE A , WK 3B (:=6.072, P< NO}?%@ 28(51.85) 11(20.37) 17(31.48)
. AJCC 434 4958 3 0.026 0
0.01). RT-qPCR £l SCC15 4 ' STAT3mRNA J]]1~1V 33(61.11) 18(33.33) 15(27.78)
kK, R BoR 5% IR L , AIKLINCO1296 [~ 21(3889) 5(926) 16(29.63)
%7 STAT3 mRNA 2234 7K T6HH B 52 (P>0.05) , UL 14 : HNSCC : 3k SR ek 41 i i
Ayg g, = c ShNC ShLINCO1296 1500p
g 1.0 <
s = 1000}
ﬁ% 06 § 500 F
g 04 =
g 02
= 0
&
%“\)x
B D shNC shLINC01296 .
e - . - LINC0129 . 20
X ShLINC01296 10 & 2 04 %, &2 3 sl
ﬁ L4 104 10* ﬁ 10k
m O = ] =
g 4r 107 10 £ 5t
F ,l 04 04 -
10° 9%47 30332 10° 3340 stso 0 O ()
0 L 1 - 9 k . - . . A-. 1074 | | - i . 41 A$ (_19
0 ET‘_ZJ(d) 4 -10° 0 10°  10* 10° 1000 10° 104 10° ;‘\@@\
e Annexin V Annexin V %0\)

TE: HNSCC : Sk SR BRAR A I8 5 A : RT-PCR J23iE LINCO1296 RfRALH ; B: CCK-8 85T LINCO1296 Xf SCC15 AT AR ; C - SElES
JRAZEARST LINC01296 Xt SCC15 AU FE (2 s D FCAIARERST LINCO1296 XF SCC15 4UMEIA T AR 5+ P<0.01, % P<0.001 , *##*P<
0.000 1;shNC : FAE X} BR 4 ; sShLINC01296 : #fi LINCO1296 2

2 BHE LINC01296 ¥t HNSCC ZAftiLsaaE 51 AT HIS2 00
Fig.2 The effect of LINC01296 knockdown on the proliferation ability and apoptosis of HNSCC cell
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€l 3C. Western blotting 2% 5 g7 , 5 mAFOGT BR 20 A
b, mfIk LINCO1296 X} STAT3 il STAT3Y” £ik Tt

B 52 (3 P>0.05) , (B fig i & FEAIK STAT3Y™ fY
ik, WK 3D,

o
A B ik C D QQ\”
1 400 K l2p s L&
SISO i i N
e PP ® X 10 4
O = 300 = )
S S g 08 P-STAT3™ | S
© 200 % 0.6 -
[Q\
woles @ I = ) o [ =
&) =
= 5 0.2
CAPDHE = 0 n STAT3E-
G &b %S’ b
SCC15 o <> » ()Q\W
DV W
sccl1s
1 : shNC: FRXF R ZH 5 shLINC01296 : {1k LINCO1296 #H ; STAT3 : 5 5-5% 5 5 5% S 6 Bl 1~ 35 GAPDH : H i -3 - R I S0/ 5 A : Western

E[L A6 LINCO1296 T H7 86 A2 A+ STAT3 B95535 5 B: RIP 35:1F LINC01296 5 STAT3 §94H H /T ; C: RT-qPCR 4R 5T A fik LINC01296
STAT3 mRNA #35;D. Western E[IIAG IR LINCO1296 Jii STAT3 #1335 s ns - AF L EF LS R +4P<0.01
B3 EE LINC01296 Xf p—STAT3 ik RN
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