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(S MERKFWES—ER 2 BEMEINE, 40 121000)
E B® A E B AN R B2F F R 1 (E2FT) RN 5 A M 4 A% RS 28 1 e PR R LT R 1Y
ERPLE . ik RT-PCR Kl A& BHE AL I m s AL 8UREAR h E2F1 323k, RT-PCR Kl A B B B2 4 i HOEC F A 7 %
FE AL SCC-9 ,CAL-27 \TSCCa F1 SCC-25 #Hfifurf E2F1 B[R WA ISR, Tk F2F1 5 35 = 3R W A MO Rk AT S5 2058 30 . 76
g o R 20 M PP AR E2F 1 PR S R CCK-8 \EdU | S BT 1 L 40 M 4] 9IS . Transwell | 4 i 178 T 01 41 i S5 38 552 56 A i s AIK E2F 1
X i A M A R AR 28 R T B2 . Western blot 45 57 [B] 782 B %4k (EMT) F3 59 5 K 5 19 E( E-cadherin) (5
K 1 N(N-cadherin ) Fl 4 05 s Al B 1 (Snail ) 25 [ & WNT {5 558 B AR EY WNT KK 5 3A(WNT3A) | B-i% 36
T [ ( B-catenin) FANEFHHE I DI(CCND1) ik 4k, &R RT-PCR 25 R B/n, M LW A 4L, E2F1 fe g A 4ivh 32k W
BIE (P <0.001) ; [AlAFAH L HOEC 408, E2F1 7£ SCC-9 .CAL-27 [TSCCa 1 SCC-25 4ifsh #5200 5.7+ 55 (P <0.05) | i 1
SCC-25 4iiffi = Rk A W, BRL, JE 2 5e B i SCC-25 /R sLim itk . SCC-25 4u i @ik E2F1 J5, CCK-8 41 fl 71
REJT I AN (P < 0.001) 5 EAU FH 44 200 10 %5 . 20 10 5 K 00 Bk A0 B 2 i 20 (P < 0. 001 ) 5 &4 B 5 90 o LU 4 B 7 (P <
0.001) ; HAEAL T G, BAMELLEIHE 2 (P <0.01) ,AHRAL T G, HI4HA Lb @i/ (P < 0. 01) 5 4 il 3T 5% R 25 B 1 35 W e
(P <0.001) ; WNT {325 % % 1 WNT3A B-catenin Fl CCND1 %5 [ 35 A% (P <0. 001 ) , [G]i} EMT #H 3% [ N-cadherin 1
Snail 2 KK (P <0.001) ,1ii E-cadherin [k TR (P <0.001) , 518 AL E2F1 S04 E 8988 SCC-25 21 i iy 1
BH T AR 2SR EMT i 72 (WA O 20 M08 T, 3 Ah 00 4 FH AT B A58 ) BT WNTT 5538 [ A 08500 T S K
KR E2F] H 8 4058 1085 1258 17 EMT; WNT
hESES RS2
TERARERD A IE4S 1000 - 1492(2024)12 -2127 -08
doi:10. 19405/j. cnki. issn1000 — 1492. 2024. 12. 009
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BB AE , T AR R 35 B . A,
TSCC AT 4G TR AT T 8iZi 5IR)T, %
MR R . R H R TSCC ZE2 Wi AA
SY TR T AR KA k2L, {5 TSCC Ry Js SEZRATS IR
e, AT R Bl TSCC B 5 F 17 %
KT 50% o £1XF TSCC 38 Uy E AT 7 HE
T, TR, A B 7 U TSCC 13 /s 18T 7
2o

E2F %% 5% B -F 1 ( E2F transcription factor 1,
E2F1) & E2F SE0 i) —Fh e s IR 5, J2 B2 il o 0k
A0 PR A e S S R A DL, E2FT R DL
SRRk 0 M A6 T 3 R 6 9 240 B 1 G B A S
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B T RN AU A IR BRI
ZERELRS | BN B I IR TS 1 G SR A F AR e .
SR, H A SRk s E2F1 78 TSCC g 4141
HEgast B E2F1 R TSCC I R 15 5
52, EWFsTE IS e TSCC 40 h mifik E2F1, PR 5% ik
I% E2F1 X 434 5 3 % R 28 1 52 i I 400 28 4%
5% E2F1 4% TSCC /)43 FAF AL, 3% 4 %5 TSCC
W o3 25 8 s R AR S

1 #M8R5FZ*

L1 FEHH AHEE R4 HOEC (425 . CP-
H203) . A\ i 41 i SCC-9 (485 CL-0571) .CAL-
27 (4845 CL-0265) . TSCCa ( 482 CL-0235 ) Fil SCC-
25 (4745 : CL-0569 ) 4t il 34y 7 D 7 28 A W)
H]; DMEM 41 i 55 72 0 (185 G4516) 1640 41l fifg 57
TR (B2 5 : G4535) \PBS (455 : G4202) . 7 - B
ZWHIR AW (155 G4003 ) 45 i S5 e ik (18 5.
G1014) F1 CCK-8 (155 : G4103) #3771 & g 1 3k
PUFEYE SR A 008 7] 5 IR AR LT (5845 : E600001 ) \EdU
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R i) & (5% '5-: £607204 ) | 41 it Ji 19 | 9 1351
& (575 : 606336 ) , RT-PCR £ I 1877 & (17 5.
B110031) .RIPA 2Lk (525 : C510006) .5 x & [
loading buferr( %5 : C508320) Wy H L4 T AN
7] ; TRIzol (4% 5 : T9424 ) Wy H 3£ [E sigma 2\ &) ; RT-
PCR 5 W16 1 A Jp M 4 MER A= 128 7] s matrigel HEJ5t
JBE(43°5-:356234) Il 5 & [ BD 24w 5 5256 B A
Yol B S affinity 23 7] : E2F #55[K 7 1 (E2F tran-
scription factor 1, E2F1) —$i (185 : AF6377) \WNT
KIFER 5T 3A (Wnt family member 3A , WNT3A) —
Pi(45%5:DF6113) | B-i% ¥ 2 [ (catenin beta 1, B-
catenin) — Pt ( £ 5. AF6266 ) . 48 g J& #H 25 B9 D1
(cyclin DI, CCND1) —$7 ( 525 AF0931) 4544 K
I E( cadherin 1, E-cadherin) —#$71 (85 : AF0131) |
FEXE T 1 N ( cadherin 2, N-cadherin) —$T (555
AF5239) W 4 FiE s s 7 1 (snail family
transcriptional repressor 1, Snail ) — i ( 5% 5
AF6032) | H il B -3 2 i & 1 ( glyceraldehyde-3-
phosphate dehydrogenase, GAPDH) — Ji ( 4% 5
AF7021) 11126 Hi b 1eG — B (455 S0001 ) ; E2F1
e FE I A DAY A w] o N g e A
LM T e 55 A U B N BE R A IR 45—
BEpi , 4t 5 X, ey BB F M R E A .

1.2 FEMEFE CO, 415574 (25 : HERAcell
1) g |9 5% [ 8 BR K2 w5 ARt e 3 9% VR O L (2R
5 :CTISRE) g [ H A& H 52 74 w5 9Ot &
PCR { (#45: CFX Connect) g [ 3¢ E[1 4R A A 5 &
H % R 5 (B15 ; TmageQuantLAS4000 ) ¥y H 5% [F 1§
AT 2O BB (B5 . IXT1) Il 5 H A BARE
WA ] e 2 o6 O6 FE i (NANODROP 2000 ) 1t H
FEFEIR KA ] P A ML AL (B15 . FACSCanto 1T)
g A 2 BD A,

1.3 #iEE3E HOEC,SCC9, CAL-27 . TSCCa #
SCC-25 # s fsf AT 7 1) 56 42 s R M HG 77, K 97 2%
::37 C 5% CO,

1.4 H3&
1.4.1 AMALESHBALSREEHALFERT E2F]

Faik o BUS X AGE B ZH 2 (Tumor 4H) Al 5985540
Z1(Normal 4 ) , & A M J5 , TRIzol 12 4 MU 2H 4111y
A RNA Sl /BB T 7 RNA VB, R AL FEA
FIE 1 g 19 RNA SR EFT RNA (9 56 5% ) g, A=
B cDNA VM4 T RT-PCR A&, ] E2F1
FEHLUP B FRIRE O, RT-PCR R 4% 4« A8 P
95 °C 10 min; 45 95 °C 5 s;3R k 60 °C 20 s; {Effi

72 °C 10 55340 AMEER SN ; ff RT-PCR 2530, 48t
WA TR RT-PCR S B - 519015 B L
1.

%1 RT-PCR3|#%&
Tab.1 Sequence of RT-PCR primer

Primer name Primer sequences

GAPDH F. 57— ATCATCAGCAATGCCTCC -3'

GAPDH R: 5’ = CATCACGCCACAGTTTCC -3’

E2F1 F.5" = AAGAACCGCTGTTGTCCCG -3’

E2F1 R:5" - GAGGCCGAAGTGGTAGTCG -3'

1.4.2 #aldmpe A ke E2F1 &2 BUAERRS

L7 HOEC ,SCC-9 .CAL-27 . TSCCa FI SCC-25 41
Jitd, TRIzol :4RHL S5 LN &L RNA Sl 0 e e T
DE RNA W5 B2 FEARHZ IR 1 g 19 RNA S ik
17 R 5 RONE, A2 I e DNA AR #4647 RT-PCR
R A E2F1 A8 N5 95 20 i b i A IS 3R IR 1B
M, RT-PCR JZ )i 244 R) 1. 3. 1,

1.4.3 E2F] 34K A F & BUERIRERLF
(1) SCC-25 4t , BRRGT fk IF 4L, L 2 x 107 4~/fL
PR T 6 FLAR, e At i 58 2 BE S, 725 6 AL
Mads 77 EVE W, B4y 1 ml Opti-MEM, fin A 4% BR
MOT =20 (4TSI E2F1 @ik (shE2F1) 4]
FX IR (shCurl ) 41955 B S it BERS F 0 N 6 FLARJS
RA) RS T H SR M B 9%, 18 h J5 H 462y DMEM
SERRE IR, AR SR 3 d IR E2F1 /) 3R3K8%
1.4.4 RT-PCR #n| E2F] g4k %® TRIzol 342
BCE2FT @ flRdd Foos BRZH i) SCC-25 4y & RNA,
IS GF e B I 64T RNA ) 336 5 53 )5, RT-PCR A
W E2F1 () AR, SE 80 )y i W AP B8 1.3, 1, RT-
PCR J ¥ 558 Jg %t 8 R 4840 #r

1.4.5 Western blot #% | E2F1 ik & W
shE2F1 40l shCurl 41 1) SCC-25 4l % LK%
THWR G, PBS EURAHMI 1 ¥, A 500 pl i) RIPA %4
R, Bl X R EE AT E L A S x B
loading buffer JE 2] )5 & T+ 100 CAE & fnHuAk T 8 H
A5PE 10 min, fit B SDS-PAGE %5 [ % i, ¥ 18 20
pe/fLEE A AR EFE, R E IR IS5
JEHFATE A RIK. EARIKES ARG, TV
fiE E2F1 1 GAPDH —Hp 4 BE1 = 2 000 ¥ Ji 3o 7% 0%
B, PUH iR - 5 000=JEFF 2 h I F ,ECL &6
PR E2F1 (2 KGR TR SR AT o0
1.4.6 CCK-8 523 Ht shE2F1 41H1 shCul 41
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SCC-25 4 ity g 26 F9 Al 3 1k 114k, #52 1R 2 x 10°
A/ FUK AN MR F 96 LAk, L3R 3 B 96 FLAR,
BEFRAATR ARSI SR . TR A o8 A M RE IS IR 2R 1 B
96 fLAR , BEFLMA 10l CCK-8 157,37 CHAHIFT
3 h il Z R EEAR AR I 450 nm Ab 1% 248 i W
FE L85 2 3 B RRIA 1,3 d JE X SR T 40T o
1.4.7 EJUZE%  H shE2F1 411 shCul 4179 SCC-
25 4N, AR (T AL B 2 < 107 /LKAl
MudZAh T 6 LR, Fr 4B M 0 4 I BE 5 4 EdU 25
EXT AN T EAU JURHIE |, hochest XJ 41 il 1%
HATYL A TESE WA T FA R XT84t
1.4.8 @it W EE I shE2F1 4 A1 shCirl
Y11 SCC-25 4L, e A i fL 3140, 2L 1 x 10°
A/ FUR AR LR T 6 AR, 3G SR AR Ak sE 5, 10
MM)4E3 d 1 REEFR IR, 12 d J5 32 6 FLAG 37
W A SR A 5 min, X B KU VR4 A
3 WK, FABEIE RS AT 44T

1.4.9 @A %% B shE2F1 2 Al shCirl 21 A9
SCC-25 4l , 2R BN AL 148, LA 5 x 10° A4/
B4 s T EP 49,1 000 v/min Z.0 5 min
JaF LW, PBS PEAI M 1 Wk, R LW, H
0.5 ml binding buffer F & 40y, i1 A 5 pl Annexin
V-FITC Jeft, iRFTIS), R 10wl PT 47 4 iy
Bt , ATIRS], S P2 E 15 min, {# ] bind-
ing buffer R MFEAENE 2 1 ml, Ji 41 ML T
21 0 98 T A S o 8 R A T AT

1.4.10 wmie B dism B shE2F1 4 fl shCurl 24
(1) SCC-25 £ Jfu, it 25 14 i 94 Ak 318, LA 5 x 10°
A/ FER A RIS T J0H EP 4,1 000 v/ min 2.0
5 min J5 3¢ FIHW, PBS PRI 1 X, 505 BIH R,
ARG 1 ml PBS FEAM, in A 10 pl PL #E474%
Jefa, , WKITIRS) , S IREDOEHEE 15 min, 50 240 HI4Y
AT 240 ) SR O %oF 485 SR A T 4T o

1.4.11 mieX]k %% B shE2F1D 4 fl shCul 2
(1) SCC-25 4 g, g 2 (1 B T4 1k 1%, DL 5 x 10°
A/ LA A EEFD T 96 fLAk , 55574 h Ak S E 5%, Ff
A B e A W RE S A 10wl (Y TG TRAR Sk 0] 20 i kA 7
WPRALFE, 100 pl PBS JHPEAMI 1 I, M 2 100 wl g
M5 FRW, WAsE F X 0 h (4 fE i1 T4a e, 24 h
S T G 4 R, 025 SR T hT

1.4.12 Transwell 23 #7081 : 8% Bt Matrigel JE
J S ,200 Wl ff) 356 I B A0 B Transwell /N |38, 37
CHFEAME T 30 min, {5 5 57 I R A BUEE L, HL
shE2F1 2011 shCtrl 25 1 SCC-25 41 it , JiE 45 11 il T

TCIETTEL, L 5 x 10° A/ LK 40 i 45 Fh T Transwell
NZE,INEEIN 600 wl 30% FBS [ DMEM 1z 3#% ,
BRI Ak LE3E 55 24 h, 24 h 5, U Transwell /N
ARG S min, B TOK PR/ INE PR B 4
Al s, AR T AT RO X G R T o i
1.4.13 Western blot #&# EMT F= WNT i# % & &
k& M shE2F1 411 shCul 41 SCC-25 4, 3
i Western blot [ 77 2 £ ] WNT {5 53 % 25 4
WNT3A . B-catenin Fl1 CCND1 f8 435728 1k, , [A) B ARG
EMT #5354 E-cadherin , N-cadherin £ Snail 3% ik
Ak, SIS T RIE IR 1. 4.5 XS5 R T 4T

L5 Zeit#Ab3E SR SPSS 25. 0 kAT 48T
AT R BRI A RS, LA (v £5) FOR,
2221 8] HUACR P S IR 28 5 22 0, 6L 18] 1 TR L AR
JH LSD-1 £ 55;, P <0. 05 Ry 22 A Geit2 i Lo

2 #HR

2.1 FEEALKEATH E2F1 £ikfE5R% RT-PCR
K &5 5 3 7R, #H L Normal 2H (1.123 +0.348),
Tumor 4 (4. 183 = 1. 650) 1 E2FI mRNA 33k &
FFE (LSD-t = —=7.025, P<0.001) ., W& 1A,

2.2 E2F1 FARARIKFRIEER RT-PCR A 45 R
Wos, M AN B 4 g HOCE (11.000 +
0.027), E2F1 #£ SCC-9 (2.011 + 0.125) . CAL-27
(4.902 £0.049) . TSCCa (3.016 +0. 407) Il SCC-25
YA (5.995 + 0.377) W ik ¥ Tt & (LSD-t =
~13.725, - 121.257, - 8.571, = 22.911,# P <
0.05) ,1fij#E SCC-25 Zi i = F ik fe B i, BRI
JeE SLSL R SCC-25 fE N L A iudk . WLIE 1B,
2.3 E2FI RiR%Z&E RT-PCR Fill 458 8w, 4
ke shCurl (1,006 + 0.127) 41, shE2F1 41 (0. 145 +
0.010) f#) E2FI mRNA ik 7K F- B B F# K (LSD- =
11.714, P<0.01), DL 1C, Western blot £ 44
HLE R M EE shCtl 41 (1. 000 = 0. 034) , shE2F1 4]
(0.256 +0.074) () E2F1 & [ F ik K B B FEAR
(LSD-t =15.792, P <0.001), W& 1D, E2F1 %
FI R 25 SR PCR 25 S AR5 — B0, BTE A s 2 e K
T SCC-25 4iiffurh E2F1 BRIk

2.4 FK E2F1 RARREEMET L CCK-8 A
ZEIL R A EE shCirl 41, shE2F1 41 48 h 1 72 h 41
A7 RE 77 15 B b A1 ( LSD-¢ = 8. 758 .20. 304, 1%
P<0.01), WLE2A,

2.5 RRK E2F1 RRRRIEEMTH  EJU K4
Lg% M HeshCl 4 (0. 436 0. 024) ,shE2F14]
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Fig.1 The expression of E2FI in tongue squamous cell carcinoma tissues and cells and knockdown efficiency in SCC-25 cells

A The expression of E2FI in tongue squamous cell carcinoma detected by RT-PCR; B: The background expression of E2F! in tongue squamous cell
carcinoma cells detected by RT-PCR; C: The knockdown efficiency of E2F1 in SCC-25 cells was detected by RT-PCR; D: The knockdown efficiency of

E2FI in SCC-25 cells was detected by Western blot; a;: HOEC group; b: SCC-9 group; ¢: CAL-27 group; d: TSCCa group; e: SCC-25 group; *P <
0. 01 »s Normal group; * P <0.05, **P<0.01, ***P<0.001 vs HOEC group; 222 P <0. 001 vs shCtrl group.

(0.247 +0.019) 4f g EAU FHA% 41 i1 Lt 451 B 5 oai /b
(LSD-t =10.413, P <0.001), WLIE 2B, 4 7%
TV 152 56 G 0 245 5 (8 7, A B shCurl 4, shE2F1 4
A B BK R 7 B 2 4k 4 i (LSD-r = 8.290, P <
0.01), WK 2C,

2.6 FK E2F1 STBUATRIRM UK 45
JL R, A H shCul 41 (4. 690 +0.130) , shE2F1 41
(10. 930 +0. 210) 4 ffg &1 98 7= %k i WA {2 5 (LSD-¢
= -44.422, P<0.001), WK 2D,

2.7 RBUK E2F1 3TABEHAREM ok 4
R, A LG shCirl 40, shE2F1 A 40 F240 i G, 140
Ji L 5] (51.250 + 1.160 vs 54. 830 = 0.470) FF &5
(LSD-t = —=4.965, P <0.01) , kbF G, 140 s Lt £
(15. 110 £0. 670 vs 14. 060 = 0. 690 ) [&AE ( LSD-t =
8.570, P <0.01) ,1fii4bF S HARY4H M L (51 TG B AR
fbo LK 2E,

2.8 FK E2F1 MMBER REENNEI 41
RO S 6 A 0 255 SR Sk 7S, A B shCurl 41 (0. 630
0.011) ,shE2F1 41 (0.42 +0.010) 41l i :F £% GE 71 W
SR (LSD-t =23.543, P <0.001) . UL 3A,
Transwell SZHRAG I 25 S 7~ , 40 EE shCul 41 (1. 000
+0. 118) ,shE2F1 41 (0. 390 +0. 030) M Al iz 22 HE 17

W 583 (1SD- = 8. 638 , P <0.001), L[ 3B,
2.9 Western blot #& il E2FI & {KF EMT &
WNT BB E B RIEENL  Western blot #4554 i
7, FH L shCtrl 2H , shE2F1 2H EMT #3754 E-cadher-
in ZEFFi5 T 5, N-cadherin I Snail 25 [ 35 ik &A%
(LSD-t = -7.286.8.466.45.881, ¥ P <0.01); H
WNT {5 2 5 WNT3A . B-catenin Fl CCNDI 25 [
TR (LSD-t =78. 405 .39. 141 ,20. 471, ¥ P <
0.001). WL 3C,

I 9 AR e T 7E 223k 5 275 75 62, TSCC 11
FERI90% L EMY L TSCC A2 I8 T 1 s b 1 AR BB
B, e R 5 A R — A, 222K A DNA 58
S H R A B LR Y PR Wi AR 7
ShenE R HT, TSCC M IRAT R = E
FER AR, Hod  TSCC FEARF2 N 1) B9 R A7 T
T, 35 AR R ON Hh A ) R R RS R A
3\%[13] .

TSCC H T& kA & R A/ 1048 2 40 ik
R, KA REME T &, BUG R 2™ . Al
2T 1 SR R () A bR S XA R MR U 105
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Fig.2 Effect of E2FI knockdown on proliferation, apoptosis and cell cycle of SCC-25 cells

A The results of CCK-8; B: The results of EAU; C: The results of cell clone formation assay; D: The results of cell apoptosis; E: The results of

cell cycles; **P<0.01, ***P<0.001 vs shCtrl group.

R, RIS EAT ALV AL 0 ORI, B — e
FHRZAPERFAR 16 2L B M5 F 5 1
Ll NG P, SHOEZ SRS B R 2 A=Y
PR R i g 9 ER 3 T

E2F1 iy A2E E2F1 LA 4k, JeAE E2F 5
BRI — A U SR 77) , E2F1 25 R s L g
WA Jhg e STt 79 9K B i IR 3Rk, o 240 e J 93 A

G, WA EE) S 01, s 4n sl . E2F1
XFE# 4 Fa At g 508 X, AR 5 5 2
MR- E2F1 AE 22 Fh b 40 40 W5 B i R
s, H5ERE R AR R TS BEEAE G, I giE ]
SR R MRR

BB BE ST E2F1 % TSCC 84 i J& 1 B 5%
Bz A BESE 45 H E2 F1ETSCC G PR FE A
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Fig.3 The effects of E2F1 knockdown on migration, invasion and WNT pathway proteins in SCC-25 cells

A The results of cell scratches; B: The results of Transwell; C: The WNT pathway proteins detected by Western blot; ** P <0.01, **

0.001 wvs shCtrl group.

Rk, [H 2 A 23 52 Wi i R 1Y) a0 JEE O R IR S
FT A BB HRIE , AATSELE SCC-25 4 Hh ik
E2F1 B, 40 M0 i) 38 5 BE T i ], 2 e o - %0
Z MM S AR e R E TP REE B RER
VR, & T 52 i 200 BB rr) 980 1 AR R o REAIR
E2F1 30/ SCC-25 4 JitL 389 58 A A7 1 41 i) 152 1]
E2F1 F1 TSCC 18 e A 5¢, [a] I 75 SCC-25 th
MR E2F1 5, 20 i 18 3% AR 22 6E ) 9] 8 A2 2 41
filo £ b, E2F1 AT RE & TSCC Ry f K& A, 3 % T
TSCC 1 B A= B2 FI R 2 WAl AT 8 Lo 470
LT AN FE AN I3 A3 A b 4 A AR IS 4 R
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The mechanism of knockdown of E2F1 inhibiting the proliferation

and migration of human tongue squamous cell carcinoma cells
Du Mingzhu, Zhang Bin

(Dept of Oral and Maxillofacial Surgery,the First Affiliated Hospital of Jinzhou Medical University ,Jinzhou 121000)

Abstract

tongue squamous cell carcinoma cells on proliferation, migration, and invasion of tongue squamous cell carcinoma

Objective  To investigate the effects of knockdown of E2F transcription factor 1 ( E2FI) in human

cells, and to explore its possible mechanisms. Methods The expression of E2FI in human tongue squamous cell

carcinoma was detected by RT-PCR, and the background expression of E2FI gene in HOEC, SCC-9, CAL-27,
TSCCa and SCC-25 cells was detected by RT-PCR, and the cell lines with significantly high expression of E2F1
were screened for subsequent experiments. CCK-8, EdU, colony formation, cell scratch, Transwell, apoptosis and
cell cycle experiments were used to detect the effects of knockdown of E2F1 on proliferation, migration, invasion
and apoptosis of human tongue squamous cell carcinoma cells after knockdown of E2FI gene in tongue squamous
cell carcinoma candidate cells. Western blot was used to detect the expression of epithelial mesenchymal transition

markers E-cadherin, N-cadherin and snail family transcription inhibitor 1 (Snail) protein and WNT signaling path-
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way markers WNT family members 3A (WNT3A), B-catenin and cyclin D1 (CCND1). Results RT-PCR results
showed that the expression of E2FI in cancer tissues was significantly higher than that in adjacent tissues (P <
0.001). At the same time, compared with HOEC cells, the expression of E2FI in SCC-9, CAL-27, TSCCa and
SCC-25 cells significantly increased (P <0.05), and the high expression in SCC-25 cells was the most obvious.
SCC-25 would be used as an experimental cell line in subsequent experiments. After knocking down E2F1 in SCC-
25 cells, the viability of CCK-8 cells was significantly inhibited (P <0.001). The number of EAU positive cells
decreased significantly (P <0.001). The number of cell clones was significantly reduced (P <0.001). The pro-
portion of total apoptosis significantly increased (P <0.001). The proportion of cells in G, phase increased (P <
0.01). The proportion of cells in G, phase decreased (P <0.01). The cell migration and invasion ability were sig-
nificantly inhibited (P <0.001). Western blot showed that the expression of WNT signaling pathway proteins
WNT3A, B-catenin and CCND1 decreased (P <0.001), while the expression of EMT-related proteins N-cadherin
and Snail decreased (P <0.001), while the expression of E-cadherin increased (P <0.001). Conclusion
Knockdown of E2F1 inhibits the proliferation, migration, invasion and EMT process of human tongue squamous cell
carcinoma SCC-25 cells, and promotes apoptosis. This anti-tumor effect may be achieved by blocking the activation
of WNT signaling pathway.
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invasion, apoptosis, and cisplatin ( CDDP) sensitivity in human oral squamous cell carcinoma ( OSCC) cells.
Methods Human OSCC cell line CAL27 was used to construct the CAL27 cell line with lentivirus, which knocked
down or overexpressed BMII gene. The knockdown and control groups included; shBMI1-1, shBMI1-2, shBMI1-
3, and shNC group, while the overexpression and control groups were BMI1 and NC group. RT-qPCR and Western
blot were employed to verify transfection efficiency and select the cell group with the most effective knockdown.
Western blot was used to detect the expression of NOTCH signaling pathway proteins, including NOTCH1, Delta-
like ligand 1 (DLLI) , Jaggedl (JAGI) , and Hairy/enhancer-of-split 1 ( HESI) , in the transformed CAI27 cells.
Subsequently, the cells in each group were cultured with the drug solvents dimethyl sulfoxide (DMSO), CDDP,
NOTCH pathway inhibitor gamma-secretase inhibitor (DAPT) , and CDDP + DAPT, respectively, and the cell phe-
notype in each group were detected using CCK-8 assay, Wound healing assay, Transwell invasion assay, colony
formation assay, and flow cytometry. Results Overexpression of BMII increased the expression levels of NOTCH
pathway gene proteins NOTCHI , DLLI, JAGI, and HESI (P <0.05). Under CDDP intervention, cells in the
BMI1 group exhibited increased viability, invasion, migration, and colony formation abilities, and decreased apop-
tosis compared to the shBMI1 group (P <0.05). When comparing the CDDP group with the CDDP + DAPT group,
the combination of medications resulted in a significant increase in the apoptosis rate and an increase in the sensitiv-
ity of cancer cells to CDDP (P <0.05). Conclusion BMII may increase the cellular malignancy of CAL27 cell
line by activating the NOTCH signaling pathway, promoting cell viability, migration, and invasion, as well as de-
creasing the cellular drug sensitivity to CDDP. Inhibition of the NOTCH pathway increases the cisplatin sensitivity
of CAL27, and CDDP + DAPT has a synergistic cytotoxic effect to promote OSCC cell apoptosis.
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