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[(HE] HH KA miR-519d-3p 5 ¥ A4 CpG £ 4% & 2(MECP2) 89 45J % £ B 5 & Ji 8 3k 40 6L %
(OSCOM#Hm, Hik #3#% PCRIRT-PCR) e REMBHAITE & Fh, 244 % miR-519d-3p &
MECP2 ¥48 & ik Bk, MR A X BIRE AR LB e E R X £ ,CCKS &l 29 it 38 545 3, iR X Je R 4
M 2 B B R TR R e e A T, R R A A R AR 4 ie it A5, Transwell & A& W) 48 B 42 %, Western blot # M)
MECP2 .E-45 #5 % & (E-cadherin) . & 4 B & & & 2(MMP-2) . Al 1% & DI1(Cyclin D1) .74 R ¥ gt £ &85 3
(cl-CASP3) #» 4~ ik M A ¥ 48 % & @ 4(SFRP4) & & K -F ,MSP %4 m SFRP4 P ALK F, £R L5E5AR
#R, £ OSCC 28 2247 A F miR-519d-3p & & K F B 4%, MECP2 # B & £ K -F 4t &, miR-519d-3p #=# MECP2
B haFEER £ % (P<<0.05), %5 mimics NC 283258, miR-519d-3p mimics 22 OSCC %m AL 3% 7415 B AKX, 20 e
B E L, m AR T R G, i 4R £ 4 S B4R, MECP2, MMP-2 . Cyclin D1 & & K -F B 4%, E-cadherin,
cl-CASP3.SFRP4 % & /K F 7 & ,SFRP4 A H £ ¥ 2, 4L ; MECP2 & & K -F 48 & T 424 miR-519-3p mimics 5]
A LR B IAFN R, Fik miR-519d-3p T¥ 4R T MECP2,474) OSCC ey 3 s 4 54x % .

[REIR] v BB MBS KW ; miR-519d-3p; F A CpG L& mieR s mie /A = mIiE 3,
I 78 42 18

[FEZESZES] R739.8 [XEkFRIZREE] A [XEHS] 1671-8348(2020)16-2617-09

Study on miR-519d-3p inhibits proliferation, migration and invasion of

oral squamous cell carcinoma by targeting MECP2 "
ZHANG Xiaoxia .BAI Yin,ZHU Yidan ,CHEN Xiaohua
(Department of Dental Technology sCollege of Medicine s Xi'an International
University s Xi'an yShaanzi 710077 ,China)

[Abstract] Objective To explore the relationship between miR-519d-3p and methylated CpG binding
protein 2 (MECP2) and its effect on oral squamous cell carcinoma (OSCC). Methods The expression of miR-
519d-3p or MECP2 gene in clinical samples and OSCC cells was detected by Real-time quantitative PCR (RT-
PCR) ,and the optimal cells were screened for subsequent experiments. OSCC cells were transfected with miR-
519d-3p or MECP2 recombinant expression vector according to the groups,dual luciferase reporter gene assay
was used to test the targeting relationship,cell proliferation was measured by CCKS8,cell cycle arrest and ap-
optosis were detected by flow cytometry,cell migration was observed by wound healing method, cell invasion
was observed by Transwell assay,protein levels of MECP2, E-cadherin, matrix metalloproteinase-2 (MMP-2),
cyclin D1, cleaved caspase-3 (cl-CASP3), secreted frizzled-related protein 4 (SFRP4) were determined by
Western blot,SFRP4 methylation was detected by MSP. Results Compared with paracancerous tissue,the ex-
pression of miR-519d-3p in cancer tissue reduced,the gene expression of MECP2 elevated, there was targeting

relationship between miR-519d-3p and MECP2 (P<C0. 05). Compared with the mimics NC group,the proliferation

x  EETB.PLIUA R TE AL H (2017SF-161) . E&EB N iKFERE(1985— ), FIRBE T A+, FE N O E =I5



2618

FTHRESF 20205 8 A% 49 A% 16 B

of OSCC cells decreased,cell cycle arrested,apoptotic rate increased,cell migration and invasion became weak-

en,protein levels of MECP2, MMP-2 and Cyclin D1 decreased, protein levels of E-cadherin, cI-CASP3 and

SFRP4 increased, SFRP4 gene was demethylated; while the increasing level of MECP2 could reverse the chan-

ges in above indicators caused by miR-519-3p mimics. Conclusion miR-519d-3p could target MECP2, to inhib-

it the proliferation, migration and invasion of OSCC cells.

[Key words] mouth neoplasms;neoplasms,squamous cell; miR-519d-3p; methyl CpG binding domain;

cell proliferation;apoptosis;cell movement;neoplasm invasiveness

T RS589 i 2 A5 X R 1 4R A4
i Coral squamous cell carcinoma, OSCC) & H: i &
FEFRA, L 20 J7B9HR BB 2 W ok, R
BAAHE TR BT AR AN TS 297 5 2 U
WRBHE A, 25 30 - OSCC BEW 5 FAEFF
MARAS I3 50 0, AN ) Jmy 8 52 R 200 bk B2 &5 5 7%
T OSCCRIr KM EZIF WY, 4% T
OSCC 11955 BRAL TR SR A 1R 2 1 AN 05 4 00 1 7y . A ot
B B OSCC &4 & ' B 4 F LI X T s OSCC /)
WIT A T EEME L.

MicroRNA(miRNA) Jj& — 2 iy 5 M 3k 45 5 /) 43
F RNA ¥, il it 5 mRNA A9 3" F B3 X 5 L fic
Xt s MG SIS 7K Xof 35 DRk A7 6 9 45, 0 4 35 R ) B
BFEE N mRNA F# ., miRNA B S% £E 5% F
FEIEA B H VIR, miR-519d-3p 1EVF £ SCHk IR
T H R A Ry 2 — b R B0 3R L 7E OSCC A [l FE
RVEFMRMERT . SR iM%t miR-519d-3p 78 OS-
CCHIyEHMLEIF R E AR Z s Bz ik, Wb
CpG %54 &E A 2 (methyl-CpG-binding protein 2,
MECP2) J& H 3 A 45 & 8 1 R 05 19 R, H 53 25k
a4 OSCC 7 W 1Y 2 Bl i i 19 & B A8 A % U1 1k
U @A WA B O B TN & B miR-519d-
3p Al fig 5 MECP2 47 7 88 ) A0 T AF . A it 4 DU
miR-519d-3p X OSCC By 1EH 7] fig 5% MECP2 #Y 4
A, AMFRAETT AR RS AL T, 8 53R OS-
CC UM, 355 4« miR-519d-3p Fl MECP2 4 ik %k
K, E— P9 T miR-519d-3p 7£ OSCC ] B f 7E
FAMLE BRARE T
1 #REFE
1.1 ##

ET B AR B A0 Bk HOK LA OSCC 41 il 4%
Tca-8113.Cal-27 ,SCC-25, HN30 14 FH H = B} % B -
VA s DMEM 41 i 5% 7% 3k L i 2 i i W [ 55 =
Gibco 7 7] 5 Lipofectamine 2000 %% 4¢3 57 Wy B 3£
Invitrogen /A &) ; Trizol i 7] . RIPA i #] . BCA & H

JE B R & CCKS il B A s R A YR A
BN W 500 5 s iR ) & SYBR Premix EX Taq I H
HZ Takara 28 A W26 R B & R4 W A % H
Promega 72 7 5 41 A & 391 K 40 At 9 T K D500 & 0l A
R AR A BR A B R 4] DNA 2 B
& A B E S R AV AR BT s MECP2  E-£5 K
11 (E-cadherin) 551 4 J& 25 11 -2 (MMP-2) | Ji 1
H1 D1(Cyclin D1) (3 fb B 2 i K 4 il (cl-CASP3) |
A3 WE It A DG B 11 4 (SFRP4) .GAPDH ¥t &1 [
FE CST a7 DNA H 3475 & A 22 Zymo
Research 23 7] ; miR-519d-3p mimics, mimics NC K&
T2 R T 25 R RS R R i A A
Yreh A T AR T RRAT PR A A R .
1.2 7%
1.2.1 W5 RAFAKIR

A B Sk 251 i Jsg A6 B 3K B 2010 4E 1 A & 2016
AR 12 H 30 1 B3 i N SR A0 A R RN 55 A SURR AR
Hp B 17 6, 4 13§, 40 29~73 %, i A 9 Bl R
AR FHHAB IR YT
1.2.2 @mfeii

ET B 540 Bk HOK R A OSCC 40 Ml Bk
Tca-8113,Cal-27, SCC-25, HN30 F 37 C 5% CO,
F R T 7E 1020 I 4 13 . 100 U/mL 7 % % . 100
mg/mL # 8 K 1) DMEM 40 i 5 57 3 vh iff 47 85 5% .
1.2.3 ey mase

# OSCC #H a4y~ SCC-25 2H . mimics NC 4 . miR-
519d-3p mimics 20 2 miR-519d-3p mimics+MECP2 4,
SCC-25 £H A 25 A % B8, mimics NC £ 4y B 6 1R, 4
I8 Lipofectamine 2000 $2 it i /E 5B , miR-519d-3p
mimics ¥ 4% miR-519d-3p mimics ZH 4 4, miR-519d-
3p il pPCMV2-GV146-MECP2 & 4] #k {4 2% ¢ miR-
519d-3p+MECP2 H40 M, ¥ % 24 h 5, W S 40 i
FIR L.
1.2.4 ##:3F% PCR(RT-PCR) # ] A B & ik

Trizol 1R $2 HU 45 2H 40 B 1) 5 RNA 3 1o 0 % 5%
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A B 5 A W cDNA, R 3% SYBR Premix EX
Taq 113 5 & $2 AL i 5 VB Ui B #E 47 PCR 973, 97 4%
A EAREE R 95 CHIAZEYE 2 min; 95 ‘CAEME 5 s,
60 CiBk 10 s, AT 40 UG IR fir B 5190 e 351
miR-519d-3p: | 5-TGC GGC AAA GTG CCT
CCC TTT AG-3'; Fiif 5-CCA GTG CAG GGT
CCG AGG T-3'; MECP2: | 5'-GCC GAG AGC
TAT GGA CAG CA-3"; Fiif 5'-CCA ACC TCA
GAC AGG TTT CCA G-3', 2 ¥t H LN £k
K,

1.2.5 Western blot %M & & & &

RIPA 2 7] 45 B 45 20 200 it 5 2 1, BCA 37 &5
it HEAT 10 %6 1 e KRB IR A 5 VN M Tk e 5 S (SDS-
PAGE) HLVk , 45 5 ¥ SDS-PAGE 38 i 2 1 #% 5t v
MBE AW 2R M (PVDE) B, 78 % i 4 1
TAEF 5% B AE 4= W% PVDF B gE4T £ AL B, 2 h
JE R — Pt 4 CIE LR, 2 KEH
TBST ¢ whil % PVDF JIE #4736 Ve i —HihE & 2
h & ST A2 & O (ECL) (A7 8 5 . B T Bk 5 il
PGASCH Al K B B AT AR 2 £
1.2.6 MRAZEHRELRLMNELGERDX E

Bt A Y (5 B 250 B Targetscan Tl miR-
519d-3p 1 MECP2 14 #8 [a] £ JH A7 s, A 48 5000 1) 137
S AL A ] X ) MECP2 3'-UTR 9 pGL3 lu-
ciferase promoter B A 7 1 58 45 R 2 1 , B 15 A= 7Y alg
RAZARIERAR S miR-519d-3p mimics B{ mimics NC 3t
ey HEK293T 41,24 h & id i WU % 25 il 417 5 3
PRI RGE 0) 2R 50 60 000 2 Ol 26 il 0% e
1.2.7 CCKS8 ¥l 28 o34 54

Fie 1.2, 3 My LA B A0 LIS 76 5 A1 T gk 2
HEATRE 3%, A 24 /NI CCKS8 it 371 & I 41 i 450
nm WOGREAE, 7722 72 h, BAKT ¥y i L3 A T
96 fLAR . A 10 pL CCKS iR AL FE 4 b, Bl br 4K ]
450 nm W6 BEAE , 38 o 190 5 VR i A o it 2k, 15 3 A
A [6) A5 200 %) 398 G
1.2.8 A X 208K A e e B 21 o A

70 %% TV TIAE B 2 4N HE . 4 °C S F R ik 1 B R 3
Zz v (PBS) Uk % 40 M Jf S &L A 2.5 pL 19 10
mg/mL WAL RR I A, EREOLHFE 1 hmA 50 pl
0.1 mg/mL ML N BE (PD Y3 T 4 °C e A 30
min, 3t 2 40 ARSI 40 i JE A 43 A
1.2.9 AKX R&n i o

195 pL BB H V (Annexin V)-5 5 & 3L 56 6
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R(FITO &5 5 W E AU, In A 5 pLL Annexin V-
FITC i IR 2T, = iR OL # & 10 min, .05 L
BT ,190 pl. Annexin V-FITC 45 & ¥k T 5 40 i , k¥ '
A 10 L PT YL iR S o i 2 48 ARG 0 4 a9 1
1.2.10  XJRA& AN et A

MR T 6 FLARES F% >4 4 B 0 LIS 80 20 1Y
23 ] I, rhAR Sk 2 T 2K V- TE 6E 0 B R AT R Ak B
PBS ¥ Uk J5 76 JC M 85 FR A h 4k 22 i 5% 24 b )5 it
A BB MENR S EN ARG E = (R
HohRIIETEE — L% H 24 h ¥R E)/(mimics
NC 41 0 h % J8 %% & — mimics NC 21 24 h %I JE 5%
FE) X 100%,

1.2.11 Transwell &40 48 i3 &

50 pL FEFAEMA Transwell /N H, F 37 CHF
Hog B, L= IMA TS #5E, FEMASE 4
iR 5L R A M 4 A T = 0 E B R b, A
PEE5E 5% 48 b JE B Ve R T B A, 4 00 2 R
B[] S Ao A P 40 R, 1 06 23 4R e 0 O 3 0o D 2 B
BEWLEE A /INVE I 6 W EF 4, DL EOk S 4n
LR 22 RE T
1.2.12 MSP &4 4 B/ ¥ & 4K -F

WA X 0 K I A0 L DNA il 32 528 700 & 4 B 4
JitLE DNA, 5 B 12 £ 18 4 264k DNA, 23 51 & 6 H
4 55 DALY TR REAE 5 A AR T AL 51 9, X8 i 44k 1Y)
DNA 347 PCR "3, PCR ¥ # 4 1k B AKX & N . 95
CHAEM: 10 min; 94 CAE M 30 s, AR H 34k 514 62 C
Bk 30 s, HEATIY) 64 CiB k 30 5,72 “CIEfH 40
s SN HEAT 40 DEFR G 4R ZE 72 °C & 10 min, H
Ak SFRP4 514 )57 51 K. L 5'-CGA GGG GGA
GTT CGC GT-3'; Fiif 5-CGC GAA ATC CGA
CCG CGA A-3";4EH %4k SFRP4 514151 K . 11
5-GTT GAG GGG GAG TTT GTG T-3'; Fif 5'-
AAA CCA CAA AAT CCA ACC ACA AAA C-3';
AT 2 Y0 SR B E I i VK UL ¢ AR KO
1.3 %itFam

K SPSS 19. 0 3447 £l 2 A, 1 1 %R D
ot FoR UL RCR T ¢ K, 22 L) L Aok R
NETZ0H UL P<0.05 NERAELHHE X,

2 % ES
2.1 OSCC & R AR A F miR-519d-3p #= MECP2 #
Fik

5 OSCC 55 H 24U 5 i 41 81 miR-519d-3p

Fh KT B BFEAL , MECP2 ik /K VB B Fh i, % %
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Bt E L (P<<0.05), WA 1,
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MECP2AERIFRIE KT

B ﬁ%léﬂéﬂ E&lﬂéﬂ\
A:RT-PCR 2 ill miR-519d-3p #ik; B: RT-PCR £ {ll MECP2 3
ik ¢ P<<0. 05,
1 RT-PCR # il OSCC IR #R 2 # miR-519d-3p #n

MECP2 ERAE KA
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% B b
X % 1201
ﬁ ;§ 100+
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2.2 miR-519-3p 474 MECP2 % & & A

BN A R b HOK Fb&8, OSCC 4 fifd Bk
' miR-519d-3p KKKV ¥R I W B 1T, 2 5
AT #3 X (P<<0.05), #EHT miR-519d-3p F£ik
TR R SCC-25 HAT )R 25 5. 5 R &AL Y
YA L AL, mimics NC #4440 i miR-519d-3p ik
JKE 6 A 4k, {B miR-519d-3p mimics F 4% 1) 40 g
miR-519d-3p FLAK P B I m . ZR AL IT¥E XL
(P <C0.05), 5 mimics NC 41 k%, miR-519d-3p
mimics 2L fig T MECP2 8 FH/K I BRI, 25 A
GiitaF B L (P<<0. 05) ;5 miR-519d-3p mimics 41 I
%, miR-519d-3p mimics+ MECP2 41 4 Jffi i MECP2
B EKCE W TR, 22 5 A et e L (P <<0. 05) , i
Kl 2,
2.3 miR-519d-3p ¥ w4 A T MECP2

W (E B BE B Targetscan ] miR-519d-
3p Al MECP2 A 68 47 7£ i 8 10) /E FH A2 58, 5 MECP2
WT+ mimics NC F# . MECP2 WT + miR-519d-3p
mimics B MR BIGTE BRI, 2R A S E X
(P <<0.05), MECP2 MUT -+ miR-519d-3p mimics
5 MECP2 MUT+ mimics NC H#, 2R LG 1%
X (P>0.05), WA 3,

1.5-
B
=
MECP2 | M- S o
=
@
GAPDH | M S — 0 0.5
;
4
¥ & c?fl"& =
& &\&Q & 0
N oR x
) o &
st‘ &\6‘\ 6“\09
S R &
C o8
& &

A:RT-PCR il miR-519d-3p 7€ 1E % i I 0 4 it A1 OSCC 40 9 2635 B: RT-PCR Al miR-519-3p mimics % Y25 ; C. SCC-25 4
MECP2 & [ Western blot £l ; D: SCC-25 4 g vF MECP2 2 14 1 % F ik K E AR & ;4. P<<0. 05, 5 HOK £ e #5;": P<C0. 05,5 SCC-25 #H &,

mimics NC 41 Fe#8 ;¢ P<<0. 05,5 miR-519d-3p mimics 41 %5,

& 2 miR-519d-3p 1 MECP2 3 ik # il

2.4 miR-519d-3p ##H] OSCC 48 fie3§ 74

5 mimics NC 4 H %, miR-519d-3p mimics 41
OSCC ML 72 b 35 5 17 5000 0 ARG L 22 A 4327
=X (P<{0.05); 5 miR-519d-3p mimics 4 I %,
miR-519d-3p mimics+MECP2 20 OSCC gy 72 h
HETEA R B T 22 R A SR R L (P<0.05), 1L
Kl 4,

2.5 miR-519d-3p L& OSCC % it & A

5 mimics NC 41 8, miR-519d-3p mimics 4
OSCC 4L i) G, /G, 1A 533 B 2 7t & [/l ik S 191 AN
G, /M I 73 2] B FEAR, 25 A G178 L (P<
0.05) ;5 miR-519d-3p mimics ZH % . miR-519d-3p
mimics+ MECP2 20 OSCC 40 ifi G, /G, #7 2r # B
WAL RN SIIE R RIS, 2R AR
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X (P<0.05), lLE 5,

Position 242-248 of MECP23' UTR 5' . . . GCCAGAAGUAGCUUUGCACUUUU. .. 3'

[ARNRRE

hsa-miR-519d-3p 3 GUGAGAUUUCCCUCCGUGAAAC 51
Mutational MECP2 3' UTR 5 . . . GCCAGAAGUAGCUUUGC TGAUUU. .. 3'
15 3 mimics NC 4
B miR-519d-3p mimics £
#
BT 1.0
2
#€
;’§ a
2 05
®
Bz
o
&
o o
& <v
& O
~ &

*:P<C0.05,5 mimics NC 41 HL %5,

E 3 WEAEZBEREEFALERN miR-519d-3p FA
MECP2 S E{EAX &
-~ mimics NC 28
6- -#- miR-519d-3p mimics 48

~¥- miR-519d-3p mimics + MECP24

o0 8 A

48 72
W 1 ()
“:P<C0. 05,5 mimics NC 20 [L#;°: P <<0. 05, 55 miR-519d-3p
mimics 2 FL%

& 4 CCKS8 #& il OSCC #Aff1 72 h tARAIE A (E 3T 4k

T
24

2.6 miR-519d-3p # ¥ OSCC %A —
5 mimics NC 4 3, miR-519d-3p mimics ZH
OSCC #i P TR B Fh i, Z /A G5 3 L (P<

mimics NCZH miR-519d-3p mimicsZH
-G =G HA
500 -G -G
o sHf = sH

80 120 160 0
iBi# (FL3 LINFL3 LIN)

30 60 90

miR-519d-3p mimics
+MECP22H
=G

-G
© SHj

80
JEiE (FL3 LINFL3 LIN)

“,P<C0. 05,5 mimics NC 41 tt#% ;" : P<C0. 05,5 miR-519d-3p mimics & %%,

120 160

B 5

120

i%i# (FL3 LINFL3 LIN)
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0.05) ;5 miR-519d-3p mimics 4 %, miR-519d-3p
mimics+MECP2 4] OSCC £ i ] T F 0 i f& AL, 22
SAG I FE L (P<<0.05), WWE 6,

2.7 miR-519d-3p ##) OSCC 4w g it #

5 mimics NC L, miR-519d-3p mimics 2 OS-
CCHIMINIE A& A RN BEM. ZRARITFE
X (P<20.05) ;5 miR-519d-3p mimics 20 H.#¢ . miR-
519d-3p mimics+MECP2 41 OSCC 41 il &5 At & %
WY 8, 22 A Gt R X (P<<0.05), WL 7,
2.8 miR-519d-3p 47 %] OSCC % g4z %

5 mimics NC 4 . miR-519d-3p mimics 2H
OSCC {2 B4 H B BB, 2R A G IT¥ 8 X
(P<C0.05); 5 miR-519d-3p mimics 4 F #, miR-
519d-3p mimics+MECP2 40 OSCC 1= 2% 4l Jffi %t H B
B, ZRA G FE X (P<<0.05), WA 8,

2.9 miR-519d-3p A ¥ A AR EB S THRENY
WA ¥R

5 mimics NC 4 F %, miR-519d-3p mimics 4
OSCC 4 ig tp E-cadherin, cl-CASP3 & H /K - B & 7
{5 s MMP-2 , Cyclin D1 % H /KB B FEAL, 22 7 H 4
T2 E L (P <<0.05); 5 miR-519d-3p mimics 4
%, miR-519d-3p mimics+ MECP2 4 OSCC 4 i
i E-cadherin, cl-CASP3 ZE 4 7K F B & F& i , MMP-
2.Cyclin D1 £ HAKFW 8 &, 2R A58 X
(P<C0.05), LKA 9,

3 mimics NCAH
miR-519d-3p mimics¢A
B niR-519d-3p mimicsHMECP22H

80

150

HREIHAE STEE ()

20

A MABAKT OSCC AREAHSHBER
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mimics NCZH miR-519d-3p mimicsZH
10° 40-
10*
10° 30
1055 20 -
010° 10° 10 10° O i
miR-519d-3p mimics+MECP2£H 104

Pl

010* 10° 10 10°
Annexin V
*.P<20. 05,5 mimics NC 41 [t%¢;": P<C0. 05,15 miR-519d-3p mimics 41 4%,
B 6 RRAAREAKT OSCC FMATE

mimics NCZH miR-519d-3p mimics¢d  miR-519d-3p mimics+MECP2¢H

— .
AR el 1t
e ;

¥

(il Foi

“,P<<0. 05,5 mimics NC £ L% ;" P<<0. 05,5 miR-519d-3p mimics 4 L5,
7 ¥IRAEFERN OSCC HpTEZaEN

WREEESEW

150+
-TI-
b
mimics NC_H miR 519d 3p mimics_ﬂ miR 519d-3p mimics+MECP22H % 100
n re m - B
8 =
A ﬂk‘

)}
#

“,P<C0. 05,5 mimics NC 41l %5 ;" P<<0. 05,45 miR-519d-3p mimics 41 H.%% .
8 Transwell i OSCC R ZERE N
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E-cadherin [Ss s s

MMP-2 | S s S—

GAPDH

> B G»
A 9&‘( . ‘;\c'(’ @
N AR QO
}3\%5 &
& &
)
@'\%
3 mimics NCZB

1.0 =) miR-519d-3p mimicstA

. Bl niR-519d-3p mimics+MECP2¢H

0.8
)
R~
Pi[mF 0. 6
& 0.4 s
o
- o

0.2 i

0.0 1 T
B E-cadherin MIP-2 Cyclin D1 c|-CASP3

A: Western blot K | 25 3t ; B 8 [ 4 % % 35 K AR B . P <
0. 05,5 mimics NC £ I ;" : P<<0. 05,5 miR-519d-3p mimics 21 4%,
B9 Western blot # il OSCC 4R AL E BT K&
BRESTFHREVMEAREBR

&2 "
& &
N &
&& qg'b‘? R
& Qf.;\ }3\(%;‘,8
& & &
A M U M U M U

SFRPAFEXT KT

A:MSP Kl OSCC 41 g i SFRP4 JE K H 3 4k B. OSCC 41 Jig o
SFRP4 #K [ Western blot K il 25 5t ; C. OSCC 4 i 7 SFRP4 & [ A1 %t
FIKKFADRA ;" P<<0. 05, 5 mimics NC 4 %" P<<0. 05, 5
miR-519d-3p ZH [L£2 .

& 10 MSP #1 Western blot #&illl SFRP4 £ OSCC ZH e
HEAREARIEER
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2.10 miR-519d-3p #7#) SFRP4 # B ¥ K 1k

7E mimics NC 21 OSCC 40 fifg 24 v, SFRP4 3 [H
b T R AR ZS s T AE miR-519d-3p mimics ZH 40 i
2 SFRPA HE A b T 25 H R A R 25 s miR-519d-3p
mimics+MECP2 41 41 ifg tf SFRP4 3 K 4 F — % 43
IR LR . 5 mimics NC 4 G #, miR-519d-3p
mimics 4 OSCC 41 g tf SFRP4 & 147K B & 75,
EREGHIHE L (P<0.05) ;5 miR-519d-3p mim-
ics 4 %, miR-519d-3p mimics+ MECP2 4H 41 jifi f
SFRP4 5 H KV W] W BEAR, 22 B A it 2% 8 L (P <
0.05), WK 10,
3 i it

DNA H A J& — Fh 8 2209 R 0 35t 15 R, BA
PRI R S RAFF R AR e MR E R, X — T
Al KA S AR R, 2 T R e 3 S TR R SR L A R E
M kA R R R B EE A WY MECP2
A3 g A 4 A 45 R ds MBD 5 DNA ) B 3
b CpG 8 45 A 5 K 1l 3 9 323k,
AW MIE T MECP2 B T4 61 F il Wnt {5 5 i
RO L AT R OSCC 3856 . miR-519d-3p
CLPE B 2 — B OSCC i 4 i JE A, AW 9238 2k T
A= YAE 22 BN FE 9 T0I , #E miR-519d-3p Al figd
i HE ) 7 T MECP2 & # OSCC Ml fERH . 4k,
ABFFERI T OSCC i R S 20 i Bk A5 A miR-519d-
3p Al MECP2 13 [ 638 /K VA8 4k, & SR 55 T 9 55
HA T IE A 2040 i, OSCC 41 21 f 40 i F miR-
519d-3p F ik ¥ 2 B, W OSCC H 41 H MECP2
S R AW B e, #E— 2B 05T K B OSCC 4i il rh
miR-519d-3p F KK Tt nl B &8 90 ] MECP2 1) 2
k7K, #2785 miR-519d-3p 5§ MECP2 W] fig f£ 7F
MHEAEHCR . 85 W R Wl 4 5 J PRAS I, iE 512
miR-519d-3p 5 MECP2 7E7E# A/ H S &

MOk L £ 5 3E 35 £ B miRNA £ OSCC 4 fig 4%
B R T R R 28 A AR W) 2 R Tk b 40 A i AR
FE . miR-519d-3p 7 £ Bl i o 35 & AT
A AR B AR R AR L R JIN AN Xt
miR-519d-3p £ OSCC H 1E H i o 5% H1 IF Kk &
miR-519d-3p X OSCC 4f ifg 4 58 i1 4 ¥= 88 J1. A W
5% &P miR-519d-3p A B W46l OSCC 41 il 1% 34 48
B AR ZERRE ST, R 51 G, /G, 15140 M JE 19 BH ¥
KA A TR T L il MECP2 2635 0] 38 40Pk &
A 3% 58 L B AR 22 R T, O 92 A 240 A ] U0 RHL Vi K
AT K. SEREMR M E SRS EH T A
[ OSCC 4l A 56, AHF 78 F — 5 46 I T 40 i 4%
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BhrEY E-cadherin Fl MMP-2., 41 ffd 38 58 b5 5 4 Cy-
clin D1 K 40 g & = hp 59 c-CASP3 iy £ ik, &
miR-519d-3p A B & $2 % E-cadherin #l ¢]-CASP3 &
K-, BEAE MMP-2 F1 Cyclin D1 &K F, E-cad-
herin J& 20 0 4t £5 I Jz R A R AT A (1) % R 2 — L 78
E-cadherin ik 3Z | M I 0f, & FH BERE A (B
cantenin) 7£ i B H A9 AR B I R A 5 Wt 38 55
T T A U T 894 g R RS MMIP-2 2 R
i T e 2000 L R0 L P 200 5 5 I R T e R 200 i 1 4R
FHEFEZ/EM, BEEM R R miR-519d-3p [FFEAT
A ) MIMP-2 2 3K %% #4290 ol £ 0. Cye-
lin D1 24 G, /S ¢ 5 P 09 5 3 85 1 B AT 42 3 40 i )
W G, WA SRS . c-CASPS J&: T3
T B o B ) SR BT R LR IR KT S B
THMET R RN SEE UL B gt Rk,
miR-519d-3p Xf MECP2 YEHI T #ill il OSCC 4 g 1 4%
B GER SRR

WA FRH . MECP2 25 T X% Wnt 18 # il
K SFRP 2 109 o #2578 28 KO P 56 35 & o,
MECP2 ] 5 i #l ] miR-152 # 3k , f# % miR-152 Xf
DNA IR 1 (DNA methyltransferase 1, DN-
MTD) % 3t 2, DNMT1 ] 3 3 B 3% fk SFRP4 #i
SFRP1, ff# bk T SFRP & X Wnt {5538 B 09 9 1 1
™, PANNONE 4% fiff 58 % B, SFRP4 78 OSCC
M % T B AR, i SFRP1 oK & A2 X — A8 4k
Wi/ % SFRPA (9 H AL 5 OSCC A & % Yl ik
. ARG RIAE OSCC i b SFRP4 &4 T ) sh
FH AL, M miR-519d-3p 4k FE R[5 5 SFRP4 £ H
Sk $E i/ MECP2 23K 0l 3 43 #1 5% miR-519d-3p Y
fEM . B miR-519d-3p B W% T SFRP4 1 E H
ik & MECP2 235 0l #43 H1 %% miR-519d-3p X
SFRP4 KRB WA BEAEN] ., ERER KW, miR-
519d-3p i i3 #0 [7) JL 2k MECP2, 5% SFRP4 J2 3+
FH AL i = SFRP4 A8 %Kik,

2 b, miR-519d-3p 1 3 i 48 7] UL 2k MECP2,
P55 SFRP4 Ji3 81 & B S AL 42 i FL 8 (K7 S ki
i OSCC 2 i3858 T F 5128 e dE g i T
ABEFE N OSCC ML IRIT 4 4L 18 1 2%, SR i
FERAEAE — SR Z 4b, J5 W R i — 2 R 9E miR-
519d-3p X MECP2 i 9 85 11 S 38 iy 98 2, Jf
i S S 8 IE miR-519d-3p AYAE AL .
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