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miR-142-5p A} 1SR 208 Be i 35 Az 155 W 1) S 55 BIF 52
X, 2 AR, £ #F L IROUE, Eouil
(GMEAK S oI E T, %R K SR I 5, A 2 AR TR o R T, AT 230032)

E BH I miR-142-5p 16 F BRI A0 (OSCC) LI R b i) 383k B FEXT 171 Jia bk 4 i 6 4 T AR 28 Bl
EERME . ik WO 16 LTI A 59 55 214, ] RT-PCR EEAGIN 21 21 miR-142-5p (19 3%5Kk , id i CCK-8 5%
5 Sl ANMIRIIR  Transwell 2785256 M%¢ miR-142-5p %F OSCC 40 g 58 xF 5% 1278 A 52 Wi, i) Aof 308 ek 455 B T2 o 52 6 A
miR-142-5p X M4 A BRI o i3 Western blot A&l i 223k miR-142-5p J5 M4 A MAHICHE F1 48 A B2 ARG (VEGFA) |
MAE N ASF R (VE-cadherin) | b G558 B (E-cadherin) & 5 465 J& 2 11 B 2 (MMP2) 5 i 43 J@ 28 1 il 9 (MMP9) 113
ko BR miR-142-5p /£ 0 MR AL AR P B RFRE . CCK-8 s ST /R miR-142-5p [193Ri6 /K5 OSCC 4
JHL B B 5 SR SC , R RIJR AN Transwell 5256 78 miR-142-5p 13k /KF-5 OSCC 4 AT RS 5 (R 5% , 40 MR 22 52 50 o
miR-142-5p {3KKKF-15 OSCC A IR ZE R AR . B HITE M ILE 0 M 7R , 1 %3k miR-142-5p 5, HUVECs YK EEHI
T S /0, Western blot 41l it 78 miR-142-5p A4 _FEJH#| T VEGFA | VE-cadherin  MMP2 MMP9 {83 ik, {€ # E-cadherin 75
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O Wk 24 i 958 (oral squamous cell carcinoma,
OSCC) J&—Fif WISk SV . B AR T A28 X 1Y
AL R S8 R AR &, S e TR TS M AR
£711 7% microRNA (miRNA) 2K J# 4 18 ~25 %
TERAY/IN RNA, T2 73 A fE LA A v, miRNA 2
SV R B R, 020 Ak | 40 i 4 5E A AE K
JERT miR-142-5p 1645 Fh AR 4y 2 o) Pl 2 S
VR, A4 b 8 2% 2 o A 2 R e RE T SR T
miR-142-5p X} OSCC #y &/ A Ji B i 8 74 jl
PRAVE FIAILI o R BT . A 5E i B & 5 miR-
142-5p Xf OSCC H45H TR R 22 0520 , LA S H X
A5 A BLVE AL, > OSCC Il IR I 97 2 BT
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R B 2 S A
1 #B5HE

L1 EFEHMB A D8 R SCC6,SCCI
CAL27 , N\ Jt## Ik PN B2 41 i (human umbilical vein en-
dothelial cells, HUVECs ) K [ 4 i BR R 2 11 Jfs 5
B A, NIEH A R0 HOK g { il
IRADIRHEABRA R, A OSCC 44U AR IE 41
LU H CRER A5 — e B e 1R, iR 1
% DMEM bl g2 560 B L@ ) BLAF] 9 - 5
B A AR PBS BRI E IR BT B 56 A w5 B gk
# Lipofectamine™ 2000 1 [ 2% [E Invitrogen 2\

17'5:11668019 ) 5 Wi s il F) & . qRT-PCR AHIGIX
5 B £ E Axygen /A f], miR-142-5p mimic . miR-
142-5p mimic NC, miR-142-5p inhibitor , miR-142-5p
inhibitor NC Wy 5 22 08 F AE Wy B A B2 7 s PCR
I B A T AR AR BRI 55 A7 FRA w5 0
RNA SRR & A HIEZEAZ MR IR 75
CCK-8 77y [ 5 [E Sigma 23 F; BCA
R & DEPC 7K \RIPA i .DMSO 150114 A
AR RPHCA R A, VEGFA Fikl g 3% [
Abcam 23w ; MMP2 \MMP9 $i {4l B s =& 4= 4)
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FAREGIR/A 7], E-cadherin , VE-cadherin ${ /A4 H 3£
Immunoway /A &), Matrigel Ji¢ | Transwell /N2
A [ Corning 23

1.2 7%

1.2.1 AYReFod  FH GEO Bl 43
4~ OSCC #H 5% F 4% ££ . GSE45238, GSE113956 #0
GSE31277 Fijil] OSCC A i 2 25 7 3K i) miRNAs,,
HogFCl > 1;#Z1E )5 P <0. 05 bRk siT 22 500 o
1.2.2 mmiessde MRYEHE R A B, ] Lipo-
fectamine™ 2000 Fj miR-142-5p mimic /inhibitor £f
BB % HE A miR-142-5p mimic /inhibitor NC 21 %%
Jedi, e gt 6 h J5, Bk S8 R B R, IR kS I R
48 ~72 h,

1.2.3 ¢RT-PCR %% %44t miR-142-5p mim-
ic/inhibitor X} miR-142-5p B3R 552 W, $E HU4H 2L 20
il RNA AR 300 5 s alm) & U W 454845 ¢<DNA, #2218
PO E it PCROASH G R Ir AT 1. U6 51Y F.
5'-GGAACGATACAGAGAAGATTAGC-3', R: 5'-TG-
GAACGCTTCACGAATTTGCG-3', miR-142-5p 5| 4
F.: 5'-CGGCGCATAAAGTAGAAAGCACT-3", R: 5'-
CAGTGCGTGTCGTGGAGT-3', PCR DA F Jz b &
4:95 °C 30 5,95 °C 5 5,60 °C 30 s, 3t 40 PFER,
TR SEHE 2 ™ R T L A5 R

1.2.4 CCK-8 % KLYt 1 x10° 4~/ml
WIS T 96 Lk, BeE 3 NLER S,
LA 10 wl (%) CCK-8 & (43 |7k 24 .48 .72 h J5)
WEGHE IR 2 o FIBEARSGN5E 450 nm A0 WG R 6
(optical density,OD)

1.2.5 smB&Ema skl UYLl 1000 4~/fL
AR T 6 LR, E 3 MLER S, HigR 14
d, Z R P EEE 30 min, 4544594 (0 4 h, JEAT40 I
eI

1.2.6  zmiaXlR st MURJANMIG 2 6 fLAR, 1
MG BE IS 10wl A Sk R £ 5 B R, R 3
MLEE S, 24 h J5H BT 40 MR TS A
1.2.7 Transwell 2 5238 BOAH &8 i 20 H
INE BT 24 FLARP R IR AR A5 1 x 10°/ml T8
I3 48 A 2 7 W, 76 B =50 100 pul DMEM + 100 pl
PR, TENIIAE 20% FBS [ 600 pl
DMEM, 157724 h )5, ZBR B IR ani, ~
ERYANAE A 4% 2 P RE T, 45 b S UL 6 15
min, AL T SRR

1.2.8 4124 5% Matrigel FLJRICTE 4 C N,
B40 Wl AN 7 37 C 4 TR 2 h R

1AL AR T SR )5 ¥4 [F] Transwell 525G

1.2.9 ®%EFE%  Matrigel EiK 4 C &GN,
Matrigel 3 i it 76 vK & F 50 wl/fLn A 96 FL#x,
37 C 4 F 5595 30 min {if HEE [F 5% HUVECs 4
ML 2 x 104/?L%§f§ﬁﬁ Matrigel = E B4 h
JE WSS, I BB A AR I By, B fd ] Tmage T 4K
PR SAHILEE B R I3 Bt o L0 BB BE L) M
O3S R

1.2.10 Western blot 523 fii Flg & 47/ RIPA %
i TR R B L 10 S 2 5, I BCA 4 1 5 1)
SUEEREE , Rk AR 20 pg B A,
1 SDS-PAGE Hi ik, SR J5 5 H %% £ 3| PVDF JiE |-,
FiRS % WY EHA 2 b, FAE 4 C kAR —Hiad
BFH o TBST WV )E, L Pt 1eC —HiF
2 hodJa 47 3 W TBST W1k /5 25 B3 .

1.3 GitZE gt a7
GraphPad Prism 8. 0 Zff-F0 Image J ¥4, FTHi4H
B B AEE, 2R FH o Az 3, T X6 22 2L 1R i) LA, SR
FITHIHE I 2T, P <0.05 Fom 2% A G
7. 1] GraphPad Prism 8. 0 §c 42 BT A5 0
REFIHT LA

2 #HR

2.1 EMEEEBN  FIH GEO BHHE T3 1
OSCC H 56 B4 45 : GSE45238, GSE113956, GSE31277,
HogFC 1 > 15 #IE S5 P <0. 05 SAFRIEHAT2E 57 04T
GSE45238 35 85 MHAG 22 % F2 1k miRNA (32 4
miRNA |3,53 4~ miRNA F i), GSE113956 #k1%
1 0774 EA 2 5 #3519 miRNA (437 4~ miRNA |
4,640 4~ miRNA i), GSE31277 #5453 35 A~ HA
Z 2 FRK LM miRNA (16 4> miRNA 3,18 4> miR-
NA i) o 3 4~ GEO Bls FEACHE UG 3 P22 3k
i miRNA 43 3| 4 miR-375 . miR-1 I miR-142-5p,
WLE 1,

2.2 miR-142-5p 7E A\ OSCC #pa g &L fE R
qRT-PCR ;] miR-142-5p 7£ OSCC 4 il Z ' fit) 32
ik SRR 51ER O 7 40 HOK A H miR-
142-5p K F-3Rk  HZRk K43 Gl 4E CAL2T iR
R 64% SCCY H FRE42% SCC6 H R[4 43% , A
2A fiim

2.3 miR-142-5p 7E A OSCC AL pgE LB R
qRT-PCR #&:3M1if ARUSHE Y OSCC 20 41 54830 1F # 40
21 miR-142-5p [ RBN O 458 Won, 75 16
BET A 13 FI g 4120 miR-142-5p [ 33k
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AT A2 0 3R 1 IR T 2 e 2
RFEW],TE 0SCC R4 Zh , miR-142-5p K&
i5(1=5.373,P <0.01) , 11 2B xR,
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Schematic representation of overlapping DEmiRNAs

Fig. 1
predicted by GSE45238, GSE113956, and GSE31277
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Fig.2 Schematic diagram for detecting the expression level of
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miR-142-5p in oral squamous carcinoma
A qRT-PCR to detect the expression of miR-142-5p in oral squamous
carcinoma cell lines; B: qRT-PCR to detect the expression of miR-142-5p
in oral squamous carcinoma tissues; a: Normal group;b: Tumor group;

*P<0.05,"* P<0.01 vs HOK group; ™P <0.01 vs Normal group.

A
3r 1.0
g ok g
7% g 08f
=5 2t =g
= S 06
o« O 4 #it
©Z T Z
oﬂﬁl_ o 04r
Z E Z E
53 55 o2y
(=4 (=4 0
0 a b c d

2.4 3% miR-142-5p & OSCC ZMpatk Wit
qRT-PCR #5 il miR-142-5p mimic/inhibitor % Y& %
miR-142-5p FIKAIFE . 45 B/R, Y miR-142-
5p mimic 5 miR-142-5p mimic NC X} B8 2H #H I,
miR-142-5p mimic 2 miR-142-5p & F ik, H &
CAL27 41 ¢t =3.758,P <0.01,SCC9 4 t =25.92,
P <0.001, 7% Y% miR-142-5p inhibitor £ 5 miR-
142-5p inhibitor NC XfFRZHAH ., miR-142-5p inhibi-
tor ZH miR-142-5p x5k, Hiip CAL27 4 ¢t =15.29,
P <0.01,SCC9 4 t =6.133,P <0. 05, 41& 3 ff 5.
2.5 %k miR-142-5p 5% SCCY,CAL27 4 ff
5 GEBFE MR
2.5.1 it & ik miR-142-5p J5 2+ SCCY  CAL27 4m it
¥ ey v CCK-8 2 MU 7E S26 7 MIAEFE Y 24 |
48 72 h J5 K SCCO . CAL27 4l OD,q {H , CCK-8
SN E 5 R Bon, B miR-142-5p FRikKF A,
SCCY .CAL27 4iffi7E miR-142-5p mimic 41%5%L 24 h
J& 40T 450 nm R B IO EE R AIL T miR-142-5p
mimic NC %f 21 (P <0.05) , UL[& 4A 4B,

¥t miR-142-5p mimic 1 miR-142-5p mimic
NC Xf B4 3] SCCO ,CAL27 Zf  #E4T v [ IF o 52
5. 25 B 7R, miR-142-5p mimic NC X} HR 41 11
SCCY 1 CAL27 4 it v B F 5 H 4331y 816. 66 +
7.31 1 734.00 = 13. 86, Tij i1 32 15 miR-142-5p 41
SCCY 1 CAL27 4 At 7 B F B H 4331y 378.33 =
12.72 1 264.00 + 19.34, miR-142-5p mimic 41 7F
OSCC 21 Jf ) s R AT i i 3 1 25 1 [, o SCC9
40 ¢t =13.33,P <0.001,CAI27 4] t =15.45,P <
0.001, Z5RUE 4C firn, HR4E CCK-8 Flw P
ISR A UL |, 33 %38 miR-142-5p J5#IHil OSCC
Y TR

B

151 1.5r
8o 8o
39 Hkx 20
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Fig.3 Schematic representation of qRT-PCR assay to detect the expression level of miR-142-5p after overexpression and knockdown

A qRT-PCR to detect the expression level of CAL27 cell line after overexpression and knockdown of miR-142-5p; B: qRT-PCR to detect the expres-

sion level of SCCY cell line after overexpression and knockdown of miR-142-5p; a: miR-142-5p mimics NC group ;b: miR-142-5p mimics group;c: miR-
142-5p inhibitor NC group;d: miR-142-5p inhibitor group; * * P <0.01, * * * P <0. 001 vs miR-142-5p mimics NC group; *P <0.05, #P <0.01 vs

miR-142-5p inhibitor NC group.
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Fig.4 Schematic diagram for detecting the effect of miR-142-Sp overexpression level on the proliferation level of OSCC cells

A CCK-8 cell proliferation assay to detect the changes in cell viability of SCC9 cells transfected with miR-142-5p mimic and miR-142-5p mimic NC

control groups; B: CCK-8 cell proliferation assay to detect the changes in cell viability of CAL27 cells transfected with miR-142-5p mimic and miR-142-

Sp mimic NC control groups; C: Cell cloning assay to detect changes in cell proliferation after transfection of SCC9 and CAL27 cells with miR-142-5p

mimic group and miR-142-5p mimic NC control group x200; a: miR-142-5p mimics NC group ;b: miR-142-5p mimics group; *P <0.05,* " * P <

0. 001 vs miR-142-5p mimic NC control.

2.5.2 it kA miR-142-5p )G #F SCCYCAL27 Zmfi
EHYrn  ET R EER ER Rk miR-

142-5p 411y SCCO ,CAL27 ZfiERIIK 24 h )5 HiE
FEE B miR-142-5p mimic NC X B8 41 97, R JE
WABE S TR, & SA 5B R, i miR-142-5p
mimic NC X REZH 40 Ml FS e b, Jalack (R SR b 328 20
HF A, Hid SCC9 4 ¢ =5.207,P <0.01,CAL27
ZH 1=16.48,P <0.001, 21 Transwelll 3256 24 h
J&i , miR-142-5p mimic NC X BE4{ ) SCCO Fl CAL27
ZE 37 AR 20 B0 5910 290. 67 11,70 F1257. 33 +
7.54 ik #5ik miR-142-5p 4 SCC9 F1 CAL27 %Eif
JIES %) £ LR 4331 4y 112,00 +2. 08 F11165. 33 +5. 90,
miR-142-5p mimic Z[ %5 375 JE 240 it 250 I Sk ik 2>, HL v
SCCY 4 t =15.04,P <0.001 ,CAL27 4] t =9. 615, P
<0.001, PRI AT PAHERT LR miR-142-5p 24l
OSCC 4 fu ) iE#eHEJ1, tn&l 5C 5D iR,

2.5.3 itk ik miR-142-5p /& 3t SCCY . CAL27 Zm g,

BEMG YA RENEFELREREY], miR-
142-5p mimic NC Xf B2 1y SCCO il CAL27 %375 Jii
2 A3 1R 299. 67 +7. 54 F1207. 00 +4. 70, i
i F2 ik miR-142-5p 4 SCCO il CAL27 ‘% i iy 4
a5 5k 108. 00 + 12,29 F1 74.00 +7.23, miR-
142-5p mimic 2 ¢ i JI55 40 45 0 @ ek 2, Hirp
SCCY #f t=13.30,P <0.001 ,CAL27 4 t =15.45,P
<0.001, Ak, Af LAAfE T 635 miR-142-5p 254
il OSCC 4l f=22HE )1, 45 R A&l 6 iR .

2.6 miR-142-5p X OSCC rh 1 & 4 B B 84 1
2.6.1 it % ik miR-142-5p /& 2 HUVECs 28 o8 i
e % ARSI TE BLSE 30 45 2R B, 78 HU-
VECs 4fiffiH, 5 miR-142-5p mimic NC Z04H L, miR-
142-5p mimic 4] HUVECs & K EH B WD T
44.429% F =21.64 ,P <0.05 F175 f k20 47.02% ,
F=42.87,P<0.05, W& 7 . UiBHL 325k miR-142-
Sp #4417 HUVECs 4045 e il o
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Fig.5 Schematic diagram for detecting the effect of miR-142-5p overexpression level on the migration level of OSCC cells

A The effect of increasing miR-142-5p expression level on the migration ability of SCCO was analyzed by scratch assay x40; B: The effect of in-

creasing miR-142-5p expression level on the migration ability of CAL27 was analyzed by scratch assay x40; C: The effect of increasing miR-142-5p ex-

pression level on the migration ability of SCC9 was analyzed by Transwell assay x200; D The effect of the increase in miR-142-5p expression level on

the migration ability of CAL27 cells by Transwell assay x200; a: miR-142-5p mimics NC group;b: miR-142-5p mimics group; ** P <0.01," " *P<

0.001 vs miR-142-5p mimics NC group.
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Fig.6 Schematic diagram of detecting the effect of miR-142-5p
overexpression level on the invasion level of OSCC cells
A: Matrigel invasion assay to detect the effect of increased miR-142-
5p expression level on the invasion ability of SCC9 x200; B: Matrigel
invasion assay to detect the effect of increased miR-142-5p expression lev-
el on the invasion ability of CAL27 x200; a: miR-142-5p mimics NC
group; b: miR-142-5p mimics group; *** P < 0.001 vs miR-142-5p

mimics NC group.

2.6.2 id&iA miR-142-5p Bt E A RARK K G
% T IUF miR-142-5p % OSCC 1M % 4k 1%,

FHOCHE R , Western blot BEAG I {715, 7 OSCC
A, 5 miR-142-5p mimic NC ZH4H L, miR-142-
5p mimic 4| VEGFA | VE-cadherin , MMP2 . MMP9 [1]
HHRIXT D, E-cadherin £ k51 i L& 8
(P<0.05), SEE45 R TR, 2 miR-142-5p i %5k
BF, A T OSCC Hh Ay il A8 A6 ik

miRNA 7E 4% Fift A5 1 27 3o 7 v e 4 QB 1) ) 1
ER, ik & DNAMES AIMaIG 5 PR T AR 2 AL
AR BT W, miRNA Bl 12 8 IR 2
W RN TS PV FEAE bR AR, R TR O A BRI T 4
LA

ATWF5E R E , miR-142-5p 76 A [+ 955 B 4% 1
SRR R EE RAE AL AR AL
T2 7 P A A R i s ot/ PR R A% o miR-142-5p 7
ANTRI SR i v 1 2 T8 RN A L SO P S 1 o E'E
20 b g AR A B 40 e A S 9 S5 AE Y, miR-142-
Sp AR R REET o MR, FE AR LR A
FEME CFF 20 M ) s b, B 3R B i 9 1
T miR-142-5p 78RR 4 4% Rl AR 4 i A
A S R P, A TR 2 A A N

ISR W] miR-142-5p 7E OSCC AL 2L il
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Fig.7 Schematic diagram for detecting the effect of miR-142-5p overexpression level on the tube-forming ability of HUVECs

A Angiogenesis assay to detect the effect of increasing miR-142-5p expression level on the tube-forming ability of HUVECs x100; B: The effect of

increasing miR-142-5p expression level on the length of blood vessels and the number of nodes after increasing miR-142-5p expression; a: miR-142-5p

mimics NC group;b: miR-142-5p mimics group; * P <0. 05 vs miR-142-5p mimics NC group.
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Fig. 8 Schematic diagram of detecting the effect of miR-142-5p overexpression level on OSCC angiogenesis-related proteins

A Western blot assay to detect the effect of increasing miR-142-5p expression level on VEGFA and VE-cadherin angiogenesis related proteins in

SCCI cells; B: Western blot assay to detect the effect of increasing miR-142-5p expression level on MMP2, MMP9, and E-cadherin angiogenesis related

proteins in SCCY cells; a: miR-142-5p mimics group;b: miR-142-5p mimics NC group; * P <0. 05 vs miR-142-5p mimics NC group.

AN P 2RI, B miR-142-5p W] RBAE Ry Vi
JLEBH 1L OSCC #E . #R1fi, miR-142-5p ££ OSCC
IR EIVE ZEAR R AR AR RS, EIX R R T
miR-142-5p %f OSCC 4 jfy 2k & (%) 52w, IF 4878 1
miR-142-5p 7E OSCC Ha] GEAE y if 35 Ak e A5

FE g 1 R e R v I A R PR R B 4R
LA R AT 105 R 0L, AE R A i AR K
R T R FEFR AR, B, ™ KSR 502
S AT (1 0652 miR-142-5p (1 2 9 X fi
T 1 2 TG A% A ROk g i 6 A s VAR 5% o 491]
i, miR-142 A [A)1% 2 38 1 240 M 2 B i B
FEMAEH . miR-142 §e 0 255 | E 3k i 5%, WAk
BREE L IUE AN A A0 BAE , I S 300N B SE s
Y AT T miR-142 Y B2k 2 5 5 TH-
BS4 (15t e 1k, AT 484 5 20 e g B0 3 S R i A IR
T, A8 TR S 98 0 I 2 2 R R Y BT . AR T
miR-142-5p 7E OSCC H IfiL 45 £F i ELAR AV T AL ) i oK
SE4 W

B, % 5256 5 e 7E OSCC 20 il b 5L 3 F 18 A
A miR-142-5p B3R5, SR 5 R FH 45 Fh 4t i A4 1 52
ISl OSCC AL i34 5E EF R98. 45K ER,
iRk miR-142-5p 2 OSCC 2l )3 sE fig ) 1T #%
RET) RIBRE S IR IRES o I AR BUSE S BN, S
HRZH it 38 miR-142-5p 446 jli/ N R BE RN
7 5 L, Western blot 525546 1L 457 A BGAH ¢
A, 50 R AT KA miR-142-5p 24 VEGFA |
VE-cadherin \ MMP-2 I MMP-9 %5 [ fit) 32 ik 2 ZB Uk
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The effect of miR-142-5p on oral squamous carcinoma and in angiogenesis
Liu Yixin, Li Xiangyu, Shao Mengci, Wang Jing, Xu Wenhua, Wang Yuanyin

(College & Hospital of Stomatology ,Anhui Medical University ,

Key Labortory of Oral Diseases Research of Anhui Province , Hefei

Abstract Objective

230032)

To investigate the expression of miR-142-5p in oral squamous cell carcinoma (OSCC) tis-

sues and cell lines and its effects on oral squamous cell proliferation, migration, invasion and angiogenesis. Meth-

ods

Sixteen groups of oral tumour tissues and paraneoplastic tissues were collected, and qRT-PCR was applied to

detect the expression of miR-142-5p in the tissues. The effects of miR-142-5p on cell proliferation, migration, and
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in POLG-overexpressed MDA-MB-231 cells. Results POLG expression was higher in MDA-MB-231 cells than in
normal mammary epithelial cells (MCF-10A) (P <0.01). ddC inhibited cell viability in a dose-dependent man-
ner. ddC inhibited the migration (P <0.01) and invasion (P <0.01) of MDA-MB-231 cells; however, it dis-
played no significant inhibitory effects on cell viability in normal mammary epithelial cells (MCF-10A) at the same
concentration. ddC downregulated the protein (P <0.01) and mRNA (P <0.01) levels of POLG, reduced mtD-
NA copy number (P <0.01) and downregulated mtDNA-coded NADH1, NADH2, ATPase6, COX-1 and COX-3
protein expression (P <0.01) in MDA-MB-231 cells. Furthermore ddC inhibited mitochondrial content ( P <
0.01) and ATP (P <0.01) levels in MDA-MB-231 cells. POLG overexpression increased the migration (P <
0.05) and invasion (P <0.05) abilities of MDA-MB-231 cells, while ddC did not significantly inhibit the migra-
tion and invasion abilities of MDA-MB-231 cells overexpressing POLG. Conclusion ddC downregulates POLG ex-
pression in MDA-MB-231 cells and inhibits mitochondrial biogenesis and ATP levels, thereby inhibiting the migra-
tion and invasion of MDA-MB-231 cells.

Key words triple-negative breast cancer; migration; invasion; POLG inhibitor; mitochondrial biogenesis; ATP
synthesis
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invasion were observed by cell counting kit-8 ( CCK-8), cloning, wound healing, Transwell , invasion assays, and
the effect of miR-142-5p on angiogenesis was also detected by lumen formation assay. The expression of angiogene-
sisrelated proteins vascular endothelial growth factor (VEGFA) , vascular endothelial calreticulin ( VE-cadherin) ,
epithelial calreticulin ( E-cadherin ) , matrix metalloproteinase 2 ( MMP2 ), and matrix metalloproteinase 9
(MMP9) was detected by Western blot after overexpression of miR-142-5p. Results miR-142-5p was lowly ex-
pressed in oral tumour tissues and cell lines. CCK-8 and clonogenic assays showed that miR-142-5p was inversely
correlated with the proliferation of OSCC cells, wound healing and Transwell assays showed that miR-142-5p was
inversely correlated with the migration of OSCC cells, and cell invasion assays showed that miR-142-5p was con-
versely correlated with the invasion of OSCC cells. Analysis of lumen formation assay showed that overexpression of
miR-142-5p reduced the tube length and nodes of HUVECs. Western blot assay showed that up-regulation of miR-
142-5p inhibited the VEGFA, VE-cadherin, MMP2, MMP9 expression and promoted E-cadherin expression. Con-
clusion Overexpression of miR-142-5p inhibites the proliferative, migratory and invasive effects of oral squamous
carcinoma cells as well as angiogenesis, suggesting that miR-142-5p is a novel target for anti-tumour angiogenesis
and against oral squamous carcinoma.
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