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HE . BH HRREKEIESHDRNA FHB EEBEALIER 1(IncRNA UCAT) il id ¥215) miR —206 9A4% Yes
MFEFEG1(YAPL) 9 R38, AF oSk migE (OSCC) Mg, MTraTFhuh, ik B S sbe
TR ABE BN (QRT—PCR ) ¥ AR 0 B f Ji 4a 6 & HOK Fe A 0 B 853K 40 I8 9% 4 Ik TSCCA, SCCI5,
HN13, CAL27, HSC3#2SCC9 ¥ IncRNA UCA1 # microRNA—206 (miR—206) # &k ; £ HN13 4t sk
P IncRNA UCA1, RJA CCK—8EArif X fa I AN M) HxF HN13 28 L34 5 Fo da JL 8 T 09 mm 5 it A 13 8.5
M 3k starBase M IncRNA UCA1, YAP1 5 miR —206 9 ZArE A5 5, FFillid W 8 B 52 In I s A1 19 ¢ 45
&% % ; Western blotting & YAP1 & &89 &ik, R qRT-PCRER T, MILTALET 2EARmIiE %R
HOK, 64 OSCCZaf¥ IncRNA UCAT mRNAABAM FAF L (P <0.05), i miR—206 mRNAABX &L )
Ak (P<0.05), 534 NCRISTRIAL, ssUCATZHMILE N T, ATl Z (P <0.05), 2%z 85
M) 2535 K F B SR B iE 55 miR —2065 IncRNA UCA1, YAP1¥BAEEANES, qRT—PCR F= Western blotting
4R BT, sitUCA14L miR —206 mR NAAAXT & A T4 E (P <0.05), YAPI mRNAAGX &k St
ALK P <0.05), B 44 iUCAT #= miR —206 inhibitor I 494 miR —206 & ik, %A YAP1 #9 %k (P <
0.05), £ IncRNA UCA1 £ OSCC tafit b F %k, @iddpH miR—206 89 &k, EAYAPL, AmiEstos -
CC#la3gat, AT,

K . ORRSRRMROSE ; KARdESA AL RNA RS LR EAN R AR migE; AT

FESYES . R739.8 SCERARIRED . A

The role of long non-coding RNA UCAL in the proliferation and
apoptosis of oral squamous cell carcinoma cell

Yi Wang', Yuan-wei Chen’
(1. Nanjing Stomatological Hospital, Medical School of Nanjing University, Nanjing, Jiangsu 210008,
China; 2. Department of Oral & Maxillofacial Surgery, Tongji University, Shanghai 200072, China)

Abstract: Objective To explore the molecular mechanism of long non-coding RNA urothelial carcinoma-
associated 1 (IncRNA UCAT1) mediating the proliferation and apoptosis of oral squamous cell carcinoma (OSCC)
cells, potentially by regulating the expression of Yes-associated protein 1 (YAP1) via targeting miR-206. Methods
The expression of IncRNA UCA1 and miR-206 was detected via quantitative real-time polymerase chain reaction
(qQRT-PCR) in normal human oral keratinocytes (HOKs) and human OSCC cell lines TSCCA, SCCI5, HN13,
CAL27, HSC3 and SCC9. The CCKS8 assay and flow cytometry were used to assess the cell proliferation and
apoptosis of HN13 after IncRNA UCA1 knockdown, respectively. The binding site of IncRNA UCA1 to miR-206,
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and that of miR-206 to YAP1 were predicted through the bioinformatics website starBase. Dual-luciferase reporter
assay was applied to verify the interaction of miR-206 with IncRNA UCA1 and YAPI1. Western blotting was

performed to determine the protein expression level of YAP1. Results The qRT-PCR revealed that the expression of
IncRNA UCA1 was increased (P < 0.05), while the expression of miR-206 was reduced (P < 0.05) in all OSCC cells
relative to the normal HOKs. Compared with the control group, the cell viability of the sitUCA1 group was lower,

and the proportion of cell apoptosis was higher (P < 0.05). The bioinformatic analysis predicted and dual-luciferase
reporter assay verified that miR-206 could bind to both IncRNA UCA1 and YAPI. The qRT-PCR and Western
blotting showed that miR-206 was up-regulated (P < 0.05) and YAP1 was down-regulated (P < 0.05) in the siUCA1
group compared with the control group. Reversely, miR-206 expression was inhibited and YAPI expression was
restored after the co-transfection of siUCA1 and miR-206 inhibitor (P <0.05). Conclusions IncRNA UCA1 was
highly expressed in OSCC cells, which promotes the proliferation and suppresses the apoptosis of OSCC cells via

inhibiting the expression of miR-206 and up-regulating the level of YAP1.

Keywords: oral squamous cell carcinoma; long non-coding RNA UCAT; cell proliferation; apoptosis

1 8% IR 40 it 93 (oral squamous cell carcinoma,
OSCC) A& fie i WL Sk TR Mg 2 —, BBk K
HH LR, RS, B R ES RS H
Sy RPN BSR BET OSCC MG PRI Wi A YT A
FriE, (R RRE Y S AR AR R IR W A s
eIt KB JLARE T, Bk 8 2 (1 ISR S BE R A
RNA (IncRNAs) Z 5 THAE it R, B —EBaiotis
UK HAE M IERR G IneRNAs J&—25> 2004~
ik AN HA 8 H gt EE 7189 RNA 07, 7edifierh
HAZFIIEE, nTAR Y0 55 Mo 2t fs,
B SR ol B S S R T, Ok B £ Y IE 95 3
IncRNAs 7ESAAE A5 . 434k . T AR A4 7%
AR AR T EEAE AN, KAEAE NS RNA BRI
FFE A JE LK 1 (IneRNA UCAT) 7E e esis . 2L
G B e h 55 223k, e R IR b R R BURE
i, ORER TR MR . BEbeE . RS R
SENTHL g B W 9E B R B IncRNA UCAT 2 5 T
OSCC Y JRS, SR HAE 0SCC v By A X 4> T HL ik
SRR D o AW B LER DT IncRNA UCA T HE [n]
miR-206 P YAPI 3 KX OSCC 40 A 3 5 Fn 241 fifd 4
THSENA WD B AR DG 43T -

1 RS

1.1 EZMBRRILFH

HOK. TSCCA. SCCIS. HNI13. CAL27. HSC3
I SCCO 4 Mg ¥y 1 Rk e L2 M %e . 4R %
F2 A0 O 4 B 26 [E Gibeo 24 F],  Lipofectamine
3000 152 92 B A5 B#HE I (quantitative real—
time polymerase chain reaction, qRT-PCR) A 5& it 51| &

11 [ 2% [ Thermo Fisher Scientific 23] , CCK-8 17
& A BERRRAEYEARGIRAF, YAP1 —H1 . =
U A 25 [ Cell Signaling Technology 23 7] , RNA 5|4
b R E Y BB B2 R A L, UCAT miR-
206, YAP1 ,miR-206 mimics .miR—206 inhibitor }3J f
g H R 2GR ARAT BR A R THA R, T An 4y
B [ 36 [ DL sw & R REA BRA A
1.2 #pakESE

¥ HOK, TSCCA . SCCI5, HN13, CAL27 . HSC3 FiI
SCCY A A 155 10% fa 4 E 555 %= (100 u/mL) |
575 2 (100 we/mL) i DMEM 85332 3 h | 75 5% — 484k
B TUARRE 37 CREFRAR PG IR B2 ~ 3 RAGAN 1 IR,
1.3 3 A Lipofectamine 3000 i#1T£H ik

H 2 x 10°~/mL % B HN 13 40 $ 70 T 6 fLAR
AR 2 60%, HHTCMgERFRES R Bk
100 nmol/L 1 siUCAT (BT IR siNC) 350 nmol/L
miR-206 mimics (BPEXS I mimics NC) 550 nmol/L
miR-206 inhibitor (B4 X B 7 inhibitor NC) 4351 il
A 200 pLJC ML RGBS, FoorIRA), HlS RNA #i
Wi . 7E 2 wL 1Y Lipofectamine 3000 FFAiILA 198 wL G
MIE SRR RRA, FE/0RA), A Lipofectamine
3000 F B, S IRFE S min, B 2 PR BT IR
G, FUREFE 15 min, HERFERE Y. 15100 pL
EEYVE A MRE NS A 1 mL JE M5 s 32 50 4 |
BiG R ah gL, IRAHS) . 7E5% A Lk . 37°C
FEFFNBET 6 h, HHIEWEFRERFR 240 0TS
LRIy o P A AT AR A B, X B 2 B AL
siRNA JPHIRE YL, B2l siUCA T #5
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1.4 qRT-PCR#&ill

K TRIzol — 75 R HUA I RNA, 40 WL A% IR
Mg K s i, B A -80CYRWRAR-AF o HLO.5 g KL RNA,
FH 3 % SR 700 €5 6 L cDNA,  FE4T PCR #7484 H A7 3
Bl fseBcitG s 1%, i 1S cDNA Ml % PCR
NARZ 1 AR B, FERFIUEE S P 1 wL A
Moo 1 pLIEmSIY . 1 pLIa 514 . 5 wl SYBR R
B3 WL DEPC K BEYGIR A, EAUG IR 20 (1)
Fiko WA 95CHIAEM: 15 min, 94°CAEME305s,
55°CIEA30s, 72°CHEM130s, 40 MEH, GAPDH
M UGKERNNS, MG 22 s L R A X ek
ST 1,

*®1 sSl¥FE%
CIL7RS
LA L/
EE/bp
1E 6] : 5'-TGACAACAGATAACCACCT-3" 19
UCAL
ST s 5'-TCCGTATAGAAGACCACCTA=3' 20

1EH : 5'-CGTCAGAAGGAATGATGCACAG-3' 22
miR-206
) : 5'-ACCTGCGTAGGTAGTTTCATGT-3" 22

1EM : 5'-TAGCCCTGCGTAGCCAGTTA 20
YAPI

) : 5'-TCATGCTTAGTCCACTGTCTGT-3' 22

1EM : 5'-CACCATTGGCAATGAGCGGTTC-3' 22
GAPDH

Sl : 5'-AGGTCTTTGCGGATGTCCACGT-3' 22

1EM : 5'-CTCGCTTCGGCAGCACATA-3' 19
U6

JI): 5'-AACGATTCACGAATTTGCGT-3' 20

1.5 CCK-8i&#il4paitsE

P2 x 10°/>/mL 20 i %% B2 45 Fh T 96 fLAR i
#24h, 48h, 72hHI96 h 4 HFE S, S5
SEAL, BEFRAL R A0 G R 1R A 2 A0 Ak B A
AHREF ], AL 10 WL CCK-83kH, 4k
2 he FeJE7EREARX 450 nm AT EROLEE (OD) A,
B\EIW, IHLhlERMZ.
1.6 XA NAEET

WA H A MBS I 2 E W AR B, 48 h)G
JERBRE AL, FHBERR £ 2% pPA (phosphate buffer saline,
PBS)#E%, 1000 t/min .05 min, WCEELNN; FHHIA
PBS T A 17K, 1000 r/min 50> 5 min, VEEANM;
JiNA 300 wL Binding Buffer #2401 il ; P A 5 pL
Annexin V-FITCIR%], #%G, =iEMFE 15 min; fIIA

5 pL PI 45 5 min, M 200 pl Binding Buffer.
FlowJo 10 /3 Hr A iEHE T L3
1.7 WRAEBREERESAS

fifi FH| starBase (http://starbase. sysu. edu. cn/) T
miR-206 5 UCAI. YAPI [{JH0 [0 45 &0 05 . % &
UCAL JF 91 3% #2 & 3% 0 &R [l 81Kk pGL3, 15 %]
pGL3-UCA1-WT#AK, [FlE}, i sl ARG 45 5
A7 252748 (MUT) , ¥4 #9748 ik pGL3-UCA1-MUT,
[, f# pGL3-YAP1-WT Fl pGL3-YAP1-MUT J&i
FLEAR . B HN13 21 L 3R T 96 FLAR 1 24 h, 44
JiuFh A 2 50% ~ 70% 1, 25K UCAT-WT 5 UCA1-
MUT Jfi k7 (YAP1-WT 5 YAP1-MUT) 55 mimics NC 5%,
miR-206 mimics [A] IS5 S HN13 400 . A G & il
R 45 RAS I 22 G0 52 48 h 96 E 2 AR X M. 4
BAIE UCAT, YAPI WSS G 5
1.8 Waestern blotting #& il

W A5 A ML BG 5R BT R K WD g 24 b, iR
T AL I WA ME . 1 000 r/min 2.0 5 min, PBS ¥
Ve, HRIPA 24075 o0 25 2 LA IR A T i 2 B 1
BCA 1250 & A U 2 Pk B2 o AR 14T SDS— SR P M Tk i
eI ALK S % Z PVDF B 1, 18 A7 5% IR W5 #3 &)
TBST(EH P ) o, ZIR N HEREH 2 he A YAPL
—Pi(1:1000), 4°CIH:[FMFFH 8 h PBSYEHE 3K, M
AFAR. 40 (1:5000), 5 E 2h VRS, A
Pl R R e e RO it TR I AR A A
RGN, il Image J IR YAPL 88 K AR
1.9 Sit=FiE

B BT R SPSS 17.0 e it . e %ok
PR = b2 (x = ) TR, U R )y 22087k
HE W BT 225007, #E— LW L H LSD-t
K. P<0.05 kZERAGIHE L.

2 #R

21 &KHMA IncRNA UCAT, miR-206 mRNA #H
IFRIEELE

qRT-PCR 2% £ i /K, HOK 40 fifi IncRNA UCA1
mRNA A% ik &80 (1.10+0.12) . TSCCA 40 Jifd Jy
(1.98 £0.23) . SCCI5 4 fifd 24y (1.85 +0.19) \HN13 4l i1
h(3.02 £0.18) . CAL27 4l 4y (2.32 £ 0.15) \HSC3 4
iR (1.97 +0.18) .SCCO 4 g A (2.59 +0.15) , £ Hi [
EFEmW, 2R A% %2 L (F=37580,P =
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0.000), TSCCA. SCCI5 HNI3,CAL27 ,HSC3 Fl1SCC9
i X% HOK 4 F5 (P <0.05) .

HOK 2 fd miR-206 mRNA #H X £ 35+ 4 (1.06 +
0.10) . TSCCA 4f i & (0.31 £0.09) | SCCI5 4l Jitd Jy
(0.42 +0.07) \HN13 41 4 (0.26 + 0.05) . CAL27 4 il
47(0.38 +0.08) \HSC3 4fiJifd >4 (0.41 = 0.04) .SCCO 4 Jifd
(040 +0.13) , R R I 25007, ZRA G F R
X (F =32.070, P =0.000) , TSCCA . SCCI5, HNI13,
CAL27. HSC3 F1 SCCO 4l g 7% HOK 41 Jfd B AKX (P <
0.05) . H:AF HN13 Zilffid miR-206 mRNA #3522 5 g
F, BOEPEZ AR TS SL S
2.2 IncRNA UCA1{gi# OSCC 4 pmA T

qRT-PCR &5 R R, XTHEZH IncRNA UCA 1 HHXT
Fik M (1.05+0.08) . F=#il4l K (1.05£0.10) , 5L
4a M (021£0.07), SHRHERTZS, ZRAG
it L (F=99.991, P=0.000) . XFHEZH 545 6l 20 L
B, ERIGIHEX(P>0.05); WA 550564
A, ZRAGIERE X (P<0.05), B,

4 24h, 48h, 72h 96 h Y OD fH L&, &

i Ze Xof it 4

30.19%
10°7%

0.17%

3.59% 3.87%

10°

10°3

/3% 0.51% 102‘; 5.32% 0.62%
163 164 10; 166 163 16“ 165 1(|)6
Annexin V Annexin V

E 1

2.3 IncRNA UCA1 #Efiz £ [5 miR-206

i 13 starBase B 22 T IncRNA UCA1 5 miR-
206 FATESS AL, I T RABF A (WE2).
UCA1-WT % % miR—-206 mimics 9% Y 2 A X5 1% 7 4
(0.48 +0.08) . UCAI-MUT miR-206 mimics NC }
(1.04£0.09), &, ZRAGITFEX (1=
7.849, P=0.001), UCA1-MUT %% %% miR-206 mimics
PECEAXTIEME N (1.02£0.11), UCAI-MUT %% 4
mimics NC A (1.01+0.19), 2 k5%, 2R L5
2 (1=0.395, P=0.713), UCAI-WT %<5 & il
AERH PR . 54 (P <0.05) , i UCA1-MUT %¢ 5

HEM BB 200, 4% OARRBEW
OD A 2 5 (F=191.904, P=0.000); @441 OD {4
#25¢(F=27.801, P =0.000) , LI AR T X HR 4, D%
1A OD HA b A 22 57 (F=9.042, P=0.000) , %
BB IncRNA UCA1fE4NIEIE 77 B AR, W2,

*2 HAAFRIESODERK

(n=3,x+s)

25 5] 24 h 48 h 72h 96 h

P12 0192005 032£0.04  050+0.04  0.88+0.10
XHRZ4]  0.21+0.03 031003 051+0.03 0.99+0.13
S 021£0.05 025003  035+0.03  0.56+0.06

R AMEARG R BoR, EHIHFMTFE R (414 «
0.94)% X BRZH Hy (4.04 £ 1.46)% . SEH2H g (14.96 +
1.59)% , &R E T5 225007, ERAGITFEL(F=
64.221, P =0.000) . X MRZH 5l 25 R L1t =
L(P>0.05), SEHZH TR A A THE (P <0.05),
MR IncRNA UCATiF 40T WL 1.

SCHRA
0.20 [
0.66% 14.59%
10°3 e
e i < 015 -
10°% =
-
1044 11010 |
B
103 2 o005 | T
N
1027 83.14% 1.61%
' ' ' ' 0.00
10° 100 100 10°

Pedl MR S

Annexin V

SZENH13 ZHpEA T & L4

R BRSSP T B 2 A (P >0.05) , TESE P A] Y
FLRZEE KR

UCA1 WT 5'-uaACCCACCUUACGACAUUCCa-3'

miR-206 3-ggUGUGUGAAGGAAUGUAAGGuU-5'
UCA1 MUT 5-uaCGCGCACAAACGCGGCCGAa-3'

2 IncRNA UCA1 EmiR-206 & &5

W5 BB L4143 g ok HRZEL 1 X BRZH 2, I 40 il
e siNC I IR 25 404 s B SE 00 20 3453 S SE g 4 1
SEYGLH 2, SCU 1 FSEIR2H 2 73 5l %% Bt siUCA T
UCAI i #3581k . qRT-PCR 45 B @R, X M4 1
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miR-206 F X % ik 7 K (1.02+0.07) (L H 1N
(2.34+0.23) XFHEZH 2 4 (1.06+0.09) \SLER4H 2 N
(0220.08), &M, ZRAGITFEX(F=
131.527, P =0.000) , SZH4 13X BE4H 1 7 (P <
0.05), SEHGAH 2 H06 AL 2 FEAIR (P <0.05) .
2.4 YAP12miR-206 BB H

i 3 starBase TN miR—206 5 YAP1 £ 1645 4 i
M, R T RAF (LA 3) . YAPI-WT 4% 4t
miR-206 mimics %¢ Y R #H XF 1iF 1 0 (0.42 £ 0.07) |
YAP1-MUT miR—-206 mimics NC 24 (1.03+0.10) , £ ¢
Ko, 22 538 G242 L (1=8.398, P =0.001) , YAP1-
MUT %% % miR-206 mimics 2¢ 6 Z A X 16 74 (1.03 =
0.10), YAP1-MUT %% 4% mimics NC 4 (1.04 +0.15) , % ¢
Ki 5, 22 3 0G24 X (1=0.365, P =0.733) , YAP1-
WT mimics ¢ 362 BTG PR HPH] (P <0.05), T YAP1-
MUT mimics %€ 6 2% B 16 4 6 . % 28 16 (P >0.05) , iiE
SREE AL UEESEES .

YAPI WT 5'- uuggaugauggaugcCAUUCCu-3'

mik-206 3'-ggugugugaaggaauGUAAGGuU -5
YAPI MUT §'- uuggaugauggaugcACCAAGuU -3'

3 miR-206 5 YAP1 &&=

P HAAT AT AL FE, X BRZH 1 R BE2H 2 433
¥ Y% mimics NC Fll inhibitor NC, SCZEG 20 1 F1S2 46 2H 2
43 55 4% miR—206 mimics A inhibitoro qRT-PCR 4%k
WoR, KR4 1A miR—206 mRNA AH %f % ik & 4
(1.01+0.18) XFHEZH 2 (1.04+0.21) \SLER4H 14
(256 £0.19) . 5259 2H 2 24 (0.22 £ 0.08) | 2 il ZH
(1.05+0.10) , & )7 Z 0t , ZRA G E L (F=
84.583,P=0.000) ., X}HRAL1 IR 2 S 4 bk,
Z ST E X (P>0.05), 5K 240 1 miR-206
mRNA HIX kB0t B 20 1 58 2 TH i (P <0.05) , 5%
B 20 2 B ) HRA 2 Wk 3 BRI (P <0.05) , 42 78 miR-206
mimics Fl inhibitor 0 il 55 YL A3 53 40, X REA 111
YAP1 mRNA A KI5 5 0 (1.08 £ 0.18) X R4 2
(0.99+0.12) \SEEZH 1 4 (0.47 £0.06) \SZHH 2 N
(1.68 +0.19) F& il 417 (1.00 £ 0.16) , 2 J5 434,
S G FE X (F=25.662, P=0.000) , 525624 1 #5046}
FEZH 1 BN (P <0.05) , 2502 2 X B4 2 FH i (P <
0.05) . Western blotting £ #ll] 2% 5% I 7=, X HEZH 1 11

YAP1 25 A A X 2 18 00 (0.58 £ 0.08) X HR 41 2 Ky
(0.59+0.05) S5 124 (0.31£0.04) LHAH2 N
(0.84 £0.06) FH14H 4 (0.59 + 0.09) , £ 75 4307, 2
S G L (F =28.324, P=0.000), SCEGH 14
Xf IR 1 AR (P <0.05) , S EH 2 B0 IR ZH 2 T (P <
0.05) (ILIE4) .

FEHIZE XPRRZE L SRR 1 RPHRAL 2 SEERZ 2

YAPp] | — — H 81kD

R |
GAPDH q-"“ | 36 kD

E4 LKEAYAP1EARNRZE

G o

2.5 IncRNA UCA1 i iT miR-206/YAP1 {g i#
OSCC Hpapyigsa FHHIA T

Ryt B R ZAR S AL, 2 A v A
siUCA1 A [R] I #4 2% miR—206 inhibitor, X FEZH A fifih
PH ., OSZEYAH 1 FE Y siUCAL, SZI4H 2 %5 Yt siNC
miR-206 inhibitor [ FAPEXT HE , 5254 3 75 44 siUCAL
Fl miR-206 inhibitor. Xf B8 41 miR-206 mRNA i %} 3
R (1.05£0.11) LK ZH 1 (245 £0.15) LK 4H
2 (237 +0.25) S 3 M (1.16 £0.12) , 207 225
M, Z 5 A G T2EE X (F=62.351,P =0.000) , 2540 1
A BT 5 (P <0.05) , A2 #F T miR—-206 () %35 5 52
B 20 3 RS AL 2 BEAIG, ) T miR-206 i 3Rk (P <
0.05) . XFHEZH YAPI mRNA AH X 26 ik 42 Ky (1.09 =
0.16) S22 14 (0.45+0.07) 5L 5 2H 2 4 (0.43 +
0.08) SZIG2H 3 41 (0.96 £ 0.13) , BT =501, R H
Giitap s L (F =24.863, P =0.000) , SZHG4H 1% %) B
ZH MK (P <0.05) , 4] YAP1 mRNA ({3635, 528641 3
T u 4 2 TF i (P <0.05) , K &2 YAPL 1y % 1k .
Western blotting K 238 B S 7, %P BEZH YAPT 45 U AH X
FikHH(0.67 £0.08) L2 14 (042 +0.06) L5
2H2°M(043+0.10) SLH A 3 M (0.74+0.10) , &7 %
ST, ZRA SRR L (F=11.503, P =0.003) , L5
ZH 1 YAP1 &8 FUAH X 2R 3k 2 30 AT R I (P <0.05)
T YAPL 35 A9 3R, SEU0 2 3 B i 2 i, K
2T YAPLEFIRFRIL(P<0.05) (WLES) .

%2124 h.48 h.72h.96 h iy OD{H L4, & EE
BT 7 225007, 255 : O R [RI[] 4519 OD{E AT
2 5 (F =232.034, P =0.000) ; @45 41 (1) OD {45 22 57
(F=24.691,P=0.000) ; %411 OD HAS L ka3 24 57
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E5 &HEYAP1EZEARIE

(F=8.123,P=0.000) (1.3 3) . N4 ARLE R BoR,
AR TR A (414 1.04)% EEH 1R
(14.14 £ 1.49) % S804 2 24 (14.54 + 1.81) % L5041 3
HF(6.06£1.67)% , 477 5, ERF A% EX
(F=37.312, P =0.000) . SZHEH 120 60 8 T~ 8400 B4
FEE (P <0.05) , 525 41 3 8 52 56 4 2 % {IK (P <0.05)
(WLIE6),

®3 HAARERESLODEIR

(n=3,x+s)

20 51 24 h 48 h 72h 96 h
X R ZH 0.19+£0.05 032+0.03 0.52+0.06 0.93+0.06
SIIZH1 021+0.04  027+0.04 036+0.05" 0.58+0.06"
SLERZH2  021+0.04  025+0.03 035+007 0.56+0.10
STIZH3 0.22+0.03  030+0.03 0.51+0.05% 0.86+0.087
s DS XHBLL LA, P<0.05; @5 52840 2 He#s, P<0.05,
poyistic| SEAE 1
. 10.06% 3.76% o1 0.24% 6.00%
10° 5 E : 10°1
10° 3 10°%
& 10° E 103
10°7 - 10°} :
, 495 0.82% .3 84.95% 8.80%
107 1., . . . 10? 3o . . .
10° 10 100 10° 10° 104 100 10°
Annexin V Annexin V
SEIGAH 2 SEIGAH 3
1or] 1% ) 4.86% | o1 0.09% 4.46%
10° 3 10°1
= 10°3 = 10%3
10° 3 R 103 L
10 52,230@-- . 1.79o|70 1071 92.9770- . 2.4870
10° 100 10° 10° 10° 10* 10° 10°
Annexin V Annexin V
E6 %&ZNHI3MpRAHMEE
3 itig

PTAER, MORMZ AT IE S T IncRNAs 8 i3
WA R . ik . ERRBES LY ENES

59 RE 1 E M, H AT & B8 Z F IncRNA 7E OSCC
# kA 2 5%, IncRNA HOXA11-AS. IncRNA
AC007271.3 Fl IncRNA CASC9 Z:7E 0SCC H i Fe35 MA
IMA i OSCC A L3 78, AT, I OSCC /i
JrUeS A IneRNA UCAT B 2R E 78 15 J5 B: 20 i
Je . e L AR B R AR IR P R BUR AR
FHUA DA B LR 96T IneRNA UCATFE OSCC
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