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MLL3 DI s s A s O P EAT DNA i) (&5 Re Jitsgm *

F oW OEMF & T R M o2 2 BEet Kk B IeEt Ok K"
(1 BePiBE e  AREREFR & &4 710005;2 V522 E2EpE —MHE ERdOR ®® B4 710005;
3 PHEH S NERE™F BB B4 710004;4 PULH K2 A ERER & B4 710001)

RE BN - KA A/ KAe ASRAE 4 G 5% 3 £ B (myeloid/lymphoid or mixed-lineage leukemia 3, MLL3 ) 2+ 8 21 J% m AL 4
K. #HB, AHRARG YR, Fik: AF0H THRERELNBALARMBE AR, RAENEEROMHEX AL
(qRT-PCR)#:i| #i] MLL3 mRNA K-F, kP 7% SiHa 2a e, ¥ 2o % A F 5 28 Control 28( R 4% ) NC-sh 28( 4% 3= P75+ &
shRNA 12 % # ) .MLL3-sh £1( 45 4t MLL3 shRNA 1% 5% & ) NC-OF £8.( 4% ¢ Il }4 x} J 33 % ik 1% 5% & ) #= MLL3-OFE 4 (%% % MLL3
AR RE), #—F KA 2300EX AL ik B 9 MeV B A48 BA 4 Mo 3d 530414547 SiHa 4n feL(SiHaR ), 2 G 4 3 5% :NC-sh
45 MLL3-sh 28 .8 Gy+NC-sh 284 8 Gy+MLL3-sh 21, NC-sh Z14= MLL3-sh 41 20 f. R 8.4t , 8 Gy+NC-sh 48 = 8 Gy+MLL3-sh 4148
RLA 9 MeV B SHERBH 8 Gy, KA MTT kA 48 i3 7545 2. ; Annexin V-FITC/PI 3R &, A5 4m AL J8 == ; Transwell 440 2@ feLA2
% 86 71 ;qRT-PCR # MLL3 | 2k i %k f £ 40 o % 373K 42 % K K B (ATM) . ATM-Rad3 48 % 3L B (ATR) . $UM & % 2 A& B (BR-
CAl)#= RADSO0 24 7 3115 2 % @ (RADS50) %5 mRNA 7K ; Western blot ## MLL3 Bcl-2 48 X & & % B (Bax) B @tk &
7% | & fg% -2 3 B (Bcl-2) cleaved caspase 3, 3k i 4 /& % & B (MMP )2 MMP9 Foy-H2AX 69 & ik ; .95 % b 3 & 4m) y-H2AX
Mk R 5 BEE AL, T RSB ML P 6 MLL3 mRNA /K-F 2 2 %A% P<0.001), 5 NC-sh 48 3b4% , MLL3-sh 28 SiHa 4m
Ae#9 MLL3 mRNA #=%& & A8t & & & BAK, 0 H07E 5 713, ta 8 = % Bax 4= cleaved caspase 3 & & A8 & & & %A%, Bel-2 &
G At AR TG 4 £ FaE \MMP2 A= MMP9 & & A8 ) &k 8 71 % (P<0.05), 5 NC-OE 48 rt4% ,MLL3-OE 41 SiHa 48 it
MLL3 mRNA #o% & A8+ £ 8 3505, e iE /1 54K, 28 i A = % Bax #= cleaved caspase 3 & & ARk 5 9% ,Bcl-2 & & Azt
FR AR, A2 £ 0 o2 MMP2 F= MMP9 % & A8k ik 2 41K(P<0.05). 55 SiHa w48t , SiHaR afe # 69 MLL3 mRNA #=
B G ARt E K B9 (P<0.001), 5 8 Gy+NC-sh 28 145 , 8 Gy+MLL3-sh 8 SiHaR #m fifL44 2m L& /1 4%, y-H2AX 69 7% &G AR &
ik ¥ Foy-H2AX foci # B 4+ %, ATM.ATR .BRCA1 #» RAD50 # mRNA K -F 4% (P<0.05), £5i8: T3 5 2 o MLL3 %4 £:3% T
13t T A Kk fedb (254K DNA B4 15 258 1, 42 3 & H8 20 B 6 3 B ik
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ABSTRACT Objective: To explore the effects of myeloid/lymphoid or mixed-lineage leukemia 3 (MLL3) gene on the growth,
metastasis, radiosensitivity and DNA damage repair of cervical cancer cells. Methods: Quantitative real-time polymerase chain reaction
(qRT-PCR) was used to detect the level of MLL3 mRNA in 60 patients with cervical squamous cell carcinoma and their adjacent tissues.
SiHa cells were cultured in vitro and divided into the following 5 groups: Control group (no transfection), NC-sh group (transfection of
negative control shRNA lentivirus), MLL3-sh group (transfection of MLL3shRNA lentivirus), NC-OE group (transfection of negative
control overexpression lentivirus) and MLL3-OE group (transfection of MLL3 overexpression lentivirus). Radio-resistant SiHa cells (Si-
HaR) were further established by using 2300EX linear accelerator 9 MeV B irradiation, and then divided into NC-sh group, MLL3-sh
group, 8Gy+NC-sh group and 8 Gy+MLL3-sh group. The cells in NC-sh group and MLL3-sh group were not irradiated, while the cells in
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8Gy+NC-sh group and 8Gy+MLL3-sh group were irradiated with 9 MeV B rays for 8 Gy. Cell proliferation was detected by MTT
method. Apoptosis was detected by AnnexinV-FITC/PI double staining. Cell invasion was detected by Transwell. The levels of MLL3,
ataxia-telangiectasia mutated gene (ATM), ATM -Rad3-Related (ATR), breast cancer susceptibility gene 1 (BRCA1) and RADS50 double
strand break repair protein (RADS50) mRNA were detected by qRT-PCR. The expression of MLL3, B-cellymphoma -2 (Bcl-2), Bcl-2 as-
sociated X protein (Bax), cleaved caspase3, matrix metalloproteinase (MMP) 2, MMP9 and y-H2AX was detected by Western blot. The
expression level of yv-H2AX was detected by immunofluorescence staining. Results: Compared with the adjacent tissues, the level of
MLL3 mRNA in cervical squamous cell carcinoma decreased significantly (2<0.001). Compared with NC-sh group, the relative expres-
sion of MLL3 mRNA and protein decreased, the cell viability increased, the apoptosis rate, the relative expression of Bax and cleaved
caspase3 protein decreased, the relative expression of Bcl-2 protein increased, the number of invasive cells and the relative expression of
MMP2 and MMP9 protein of SiHa cells increased in MLL3-sh group (P<0.05). Compared with NC-OE group, the relative expression of
MLL3 mRNA and protein increased, the cell viability decreased, the apoptosis rate, the relative expression of Bax and cleaved caspase3
protein increased, the relative expression of Bcl-2 protein decreased, the number of invasive cells and the relative expression of MMP2
and MMP9 protein of SiHa cells decreased in MLL3-OE group(P<0.05). Compared with SiHa cells, the relative expression of MLL3 mR-
NA and protein in SiHaR cells increased (t=18.476, P<0.001; t=29.126, P<0.001). Compared with 8 Gy+NC-sh group, the cell viability
decreased, the relative expression of y-H2AX protein and the number of y-H2AX foci increased, and the levels of ATM, ATR, BRCA1
and RAD50 mRNA of SiHaR cells decreased in 8Gy+MLL3-sh group (P<0.05). Conclusion: The downregulation of MLL3 expression
promotes the growth and metastasis of cervical cancer cells, but reduces the ability of DNA damage repair and improves the radiosensi-
tivity of cervical cancer cells.

Key words: Cervical cancer; Myeloid/lymphoid or mixed-lineage leukemia 3; Growth; Metastasis; Radiosensitivity; DNA damage
repair
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B #i9E; (Cervical cancer, CC )24t B 40 e v 28 DU 8 UL Y

JEEREN A2 FL 98 % 2 (Humanpa pilloma virus, HPV ) &4y 2
BN FESERREY, HPV S A 5 g4 AR
R T BB RS, SR, B I E R R ERRE L
PEIRAEAEDCIET 1Y —RH DL R, R A B B s v AR
FHFAREGHSNAYT A SR 0 s SUm iR TR a8
VTR T Jriko,

FER/MERBIR SIS R A M 3 (Myeloid/lymphoid or
mixed-lineage leukemia 3,MLL3) S FRififi & ik FH L5 2 2C
(Lysine methyltransferase 2C,KMT2C), & MLL ZJ&EM R 51
2 AR AT ILIENIF S 55 T IE00R . TTHALE R
H3 %8 4 v #fi% ik ( Lysine4 of histone3 , H3K4 ) 7 3 B HeAL1 iff
LRI/ Nt o MLL3 J A 2k 58708, MLL3 {5l 21/ N2
it it 8 % BH A 20 2 T DNA IR 564k, MLL3 3 o 20 & 9
FLAL T DNA H 554351 3A(DNA methyltransferase3A , DN-
MT3A) IR IR 5 /INAH B it 35 1) 28 J) , DNMIT3 A (i3 3%
KM T MLL3 SpE RN Mt (8, MLL3 5 Z i
i PR R A DG, MILL3 5 PR 5 25 (1 i 47) i s A6 3 1) TG A A%
TEARMIMLL3 2 2 MRS 2 1 005 PR B b B 968 S5 9RaRE v (14 Jih g
PR U, SIS MLL3 165 S kEA i & AR s
g8AF U8 BRYT, R ASTE 2 MLL3 X5 8 U R A2
DNA 45732 IR AT EEAR [ 38, A BF9E /R MLL3 78
JH¥E DNA $ifiie 5 75 m BA TmZAEHMX, ZET Ik, AR
ANMETIRE . B EUR AT DNA #3516 5 SR R M BE R 1T T
MLL3 755 #U A H  Je b i BARME L, B A0 B SR RIR T

1.1 SE¥wiat

1.1.1 #RZARYCE  4E 2020 45 1 H & 2022 4F 6 HBEPEE
ZANREBRAFEHRIZIY 60 5 S B E A (B
CC A1) K i %755 40 21 (3% 9 Normal 4 )REAS , 5 1y o8 5 &
BB  RIEZATATIAYT IR DR 6% . AN AT P A
T NREREE AR G2 ittE (/841 2019-LC-046), A
H B EFEACRAE T E A R 15

1.1.2 KIe4fE  NE BRI R SiHa (535 . HTB-35)Il
H 2% E ATCC, ¥ SiHa 4ii il 75 & # 10% FBS 1% BT 1)
DMEM 33 dr 5558, 5535 44 37°C (5% CO,,

1.1.3 SEIg 9 14 % B shRNA 2 % B (NC-sh) \MLL3
shRNA 1255 (MLL3-sh) | ] %] B8 it 2 3502 955 75 (NC-OE ) |
MLL3 i3 3235189 8 (MLL3-0E )4 A % ¥ 2 K, DMEM #5357
B (H75:31600) MTT i£ ] & (5% 5 :M1020)  Annexin
V-FITC/PL YA T 7 £ (9345 : CA1020) F At 5t K3 F R}
AR . Transwell (8 pm L2 A 575 :3422) 1 H§ 32 [=
Corning /A 7 ,RT reagent Kit with gDNA Eraser( £75: RR047Q )
F1 TB Green Premix Ex Taq I1( %%5 : RR820B )ty H H A< Takara
N, Bax (585 :ab32503) Bel-2(155-:ab32124) .cleaved cas-
pase 3 — i (475 :ab32042) | 57 4 J& 4 1 i (MMP )2 — 4
(ab92536) MMP9 — $i (ab76003 ) , yv-H2AX ( £7 5 :ab26350) ,
GAPDH —#i (%5 :ab8245) .IgG H&L (Alexa Fluor® 594)
Hi(5345-:ab150080) 4 [ e [Fl Abcam /A F] . MLL3 —4i (1545
53641) HRP Fric iy IgG — i (585 :7074) Ity H = H Cell Sig-
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naling Technology 7\ ],

1.1.4 26488  ELXS800 fifr{¥ I [ 35 F BIO-TEK /A F]
FACSCalibur ji 240 i {4 H 3¢ [E BD /2 H) . NanoDrop 2000
HE G e H 22 [E Thermo Scientific /3] . 7500 SEHY
PG i PCR A F 228 ABI A 5], 2300EX ELARMIE 23 A
L 1E FLH AT,

1.2 Fik

1.2.1 SiHa HBE4>AFNEER 1% SiHa 414 Control £ |
NC-sh 44 \MLL3-sh #f \NC-OE 4 fl MLL3-OE £, }% SiHa #f
R 2% 10° ANZHH / FLAY RS FE RN T 6 FLAR, 3597 & 60%iL
4 - Control ZH 4 AP T55YE . NC-sh 41 \MLL3-sh 41 .NC-OE
20 F11 MLL3-OE 2H 4fiJfd fifi i} Lipofectamine 2000 2% 3 43 1| %% e
NC-sh MLL3-sh NC-OE #1 MLL3-OE, #& 44 [a] 34 48 h,
RT-qPCR SHIEFE R0

1.2.2 Fet#k$T SiHa MAMEST  B% Uk » kR
2300EX [ g &5 9 MeV B 5 £k it 555 2 it s 7 i Ik bt
SiHa 4, ¥4 SiHa ZHMF 3% 10* 40 / 3555 LAY 2% BE R 3
60 mm IR . FRET AU T . JRHDEE . 100 cm, 54K 4
Gy/min, $5 33502k KA SiHa 20 s 8 1 R Ak R 2 40 i
BT HE R 1% 10%em? R0 F 25 em? $EFRNA P, W EE R AR UM
9 MeV B 2k BiST 2.4.6.8.10 Gy, IR B # HLIEFR 2~3
R E ARG TR 2L AT, B 30 Gy, BRI BRI
Bt SiHa ZHHfi 45 SiHaR 4iifi. SiHaR ZHMIAFHEAT IRGS 1%
5 UG R TGRS 25000

123 SiHaR {HREE S FIH A E ¥ SiHaR 415K
NC-sh 41 .MLL3-sh £ .8 Gy+NC-sh 4171 8 Gy+MLL3-sh 41, {#i
HH Lipofectamine 2000 37 43 51| %% % NC-sh il MLL3-sh 48 h,
Y45 1Y NC-sh £ F1 MLL3-sh 2H 41l fifd 7~ iR 5, 8 Gy+NC-sh 21
1 8 Gy+MLL3-sh 21 4/ F} 9 MeV B ST RS 8 Gy,

1.2.4 MTT A IZRRIESE Ak 5% 10° 40 / FLAY 3
FEREFE] 96 FLAR hEEFE 48 h, SRIFIMA 10 uL MTT $53% 4 h,
F+ 13, WA Formazan ¥R %% 10 min, BEHRAUKEIN 490 nm
b EE(OD),

1.2.5 Annexin V-FITC/PI UL AMMMMAT  HREFHL
4fifif1, 1000 rpm B.0> 5 min, JIVEMANIH PBS %, B.05F
Ho RIEH 1x G55 iR, VAR & 1x 109mL,
B 100 wL 4 i 2% 5 5 wL Annexin V-FITC 2 i @G5 &
5 min, SRJEHA 400 pL PBS 1 5 L PT, JeCAn A b HLAGI
1.2.6 Transwell #2l SiHa #AB{E 2  Transwell [ %= JKHHE
SeH 50 wL Matrigel (250 wg/mL)Gug . JHERS I AL AN, JC i
IR SLE R, SiHa AIAEMKE S 1% 10YmL, K57 LEH
JIA 200 pL R . T EMA 800 uL 7% 20% FBS (115
Wo MFHE 48 h )5, 4% B FEEE & 30 min, 0.1%%5 & & 4
15 min, 5] & 5505 N WEIF A Am .

1.2.7 qRT-PCR #MERERIZE  TRIzol £HLE RNA, fiiff]
T SRR B0 B RNA 96 5% 5% cDNA, 485 {# A TB Green
Premix Ex Taq IT #£ PCR Y F4 88, § 88 5444 :95°C 5 min;
95°C 30's,58°C 30s,72°C 605,32 M ; 72°C 10 min, 5|¥)FF
G 1, it 2# @ Pk S AN KA /. GAPDH R
e 2

x 1 514751

Table 1 Primer sequence

Gene Primer sequence
F: 5'-CAGAACCGGGGTGTGTACAT-3'
MLL3
R: 5-“TTCAGCCACACAGTTAGGGG-3'
F: 5“TGAAACCACTATCCAATGTGTG-3'
ATM
R: 5-CTTGAGCATCCCTTGTGTTCT-3'
F: S-TTCTGTGAGGGTGAAGATGATG-3'
ATR
R: 5'-ATCCAGGCAGCGAACAAA-3'
F: 5'-“AGTGTCCCATCTGTCTGGAGTT-3'
BRCAl
R: 5'-GCCCTTTCTTCTGGTTGAGA-3'
F: 5'-“AAAGTGCCAAAGTATGCCTGAC-3'
RAD50
R: S-TTCTCTTGTTTCTCCTGGTTGA-3'
F: 5'-GCCTGCTTCACCACCTTCT-3'
GAPDH

R: 5-GAACGGGAAGCTCACTGG-3'

1.2.8 Western blot M EBEFRAE  RIPA ZURIRHCEEN,
W ERITE 10% SDS-PAGE | HLJK SR #4744 5| PVDF JI€ |-,
5% MNE A4 WhE IR 1 h K5 MLL3 (1:1000) \Bel-2 #H ¢
X EHEHEIH (Bcel-2 associated X protein, Bax )(1:2000) . B ZH fifi
WRE / AR -2 2 H (B-cellymphoma -2,Bcl-2) (1:2000) .
cleaved caspase 3 (1:1000) MMP2 (1:500) MMP9 (1:500) .
v-H2AX(1:1000 ) Fil GAPDH(1:1000)—3#71 4 CIFHF d% . R)F
FHIE 5 HRP FRic i) — 410 (1:1000) Z=EME 2h, ECL B5%,
GAPDH fEJg*f i, Imagel #4734t 25 K AE
129 BTt eE A Aiimh T 24 fLBCP A RIE 530y
L ARIESF AR 9 MeV B ST IR 8 Gy, Ab3UE i 2 ]
4%Z% B P [E 2 20 min, 0.2% Triton X-100 3% 15 min, PBS
VEVRANNE ] 5% 1078 AR A F R B ] 30 min, 4T y-H2AX
—Pi(1:500)FHMBN#P A E4CTHELR . RIS
(1:500)i M3 358% A€ 37°CHEE 1 h DAPI L5 10 min, 4t
A DB P4 y-H2AX foci (H .
L3 it

SR SPSS22.0 FAF it . B S 41 S5 BE X A
FHZUPY MLL3 mRNA 7KF LEBER FBCX t K45 SiHa 4ii i
1 SiHaR A1) MLL3 mRNA FIEE AT EBER T t kg
Z AR R 22 5 LU BOR FH B R R 07 22 93, AHL 1) 7 LA
KA LSD #555. P<0.05 Fn=F BASIAE L.

2 R

2.1 EFEEEALH MLL3 mRNA f7kF

Sss 4V L, B S 40P i MLL3 mRNA 7KF-F
fE(P<0.001), WL 1,
2.2 MLL3 3 SiHa 2 B 58 i % 0

5 NC-sh #H [%¢ ,MLL3-sh #H SiHa 4 i () MLL3 mRNA
FIEE ARk B AR (P<0.05 ) ; 5 NC-OE # ¢4, MLL3-OE
#H SiHa 41 jfi () MLL3 mRNA 18 [ 48 %] 32 35 i F 5 (P<0.
05), 5 NC-sh 4 %, MLL3-sh 41 SiHa 411 Jifd (1) 4H X 41 i 3% 1
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F}E5 (P<0.05) ; 5 NC-OE 4 [, MLL3-OE #H SiHa 4 ifi () 4H
Nt RIS S AR (P<0.05), UL 2,

A

[

(=)
]

* Kok

0.5

Relative expression of MLL3 mRN

0.0 T T
Normal cC
1 $BEHLR(CC A ) K55 4H 4R (Normal 28 ) MLL3 mRNA B8
E3S |
Fig. 1 Relative expression of MLL3 mRNA in cancer tissue (CC group)
and paracancer tissue (Normal group)

Note: Compared with Normal group, ***P<0.001.

2.3 MLL3 % SiHa ZBBE T-HI S0

5 NC-sh #H [t %% ,MLL3-sh 41 SiHa 4 Jiff (1 48 )8 7= 2% |
Bax Fil cleaved caspase 3 £ [ HX} Fe ik [, Bel-2 45 AR
Fok TR (P<0.05) ;5 NC-OE 4 Hi# ,MLL3-OE 4 SiHa 4
R 4R LA T % Bax 1 cleaved caspase 3 & [ 4H X%} 751k & T}
151, Bel-2 25 FAHXT IR R R (P<0.05), DL 3 Fillgl 4,

2.4 MLL3 3¢ SiHa ZH RS 229 221

5 NC-sh # [t % ,MLL3-sh #H SiHa 2 il () = 28 50 & .
MMP2 FHIMMP9 5 [HAH X 235 5t I+ (P<0.05) 5 5 NC-OE 41
H455 , MLL3-OE 21 SiHa 4 il (1122245 it .\MMP2 #1 MMP9 7
FIAERT SRR (P<0.05) ., TLIK 5 FIE 6.

2.5 MLL3 X} SiHaR 40 A A g a2t 2200

5 SiHa 4 il 48 Lt , SiHaR 4ff fifg 7 15 MLL3 mRNA F1%
FH K T THE (=18.476, P<0.001 ;t=29.126, P<0.001), 5
NC-sh 41 %% ,MLL3-sh 41 SiHaR 4 itd 1% A5 5% 40 i 7% 1 FF 25
(P<0.05); 5 NC-sh £ 1 MLL3-sh 41 [ %%, 8 Gy+NC-sh £ 1 8
Gy+MLL3-sh £ SiHaR 2 fitd ') 4 % 41 i 1% J1 B AR (P<0.05) ;5
8 Gy+NC-sh 4 Fb%57 , 8 Gy+MLL3-sh £l SiHaR 4 jitg i AH X 21 it
% AR (P<0.05), WLIE 7,

2.6 MLL3 %} SiHaR Zfifl DNA #5188 89 850m

NC-sh 41 F1 MLL3-sh #{ SiHaR 40 g1y v-H2AX (425 1141
XA y-H2AX foci £ H 2 7 o4t 52 L (P>0.05), 5
NC-sh 201 MLL3-sh 41 [+.4% , 8 Gy+NC-sh 21 il 8 Gy+MLL3-sh
2 SiHaR 4 Y v-H2AX 9 2R [ AH X 223 2 1 y-H2AX foci
B T+ (P<0.05); 5 8 Gy+NC-sh 4 %%, 8 Gy+MLL3-sh 4
SiHaR 20l y-H2AX {9 2 [ A X 2235 5 F1 y-H2AX foci %4
A (P<0.05), WA S,

NC-sh £ #l MLL3-sh #1 SiHaR #H ffi f) ATM ATR BR-
CAl F1 RADS0 ) mRNA Xt 3eik i 25 7 G248 L (P>0.
05), 15 NC-sh #1 F1 MLL3-sh #f [t % ,8 Gy+NC-sh £ #il 8
Gy+MLL3-sh #{ SiHaR #f iy ATM ,ATR . BRCAI #1 RAD50
Y mRNA FHX] ik THE (P<0.05) ;5 8 Gy+NC-sh 2H [44%, 8
Gy+MLL3-sh 4 SiHaR 4 Jifi () ATM ,ATR .BRCAI 1 RAD50
) mRNA AR R IA T FEL(P<0.05), TLE 9,

MLL3 - - s

GAPDH «ib (D D 42D ==

2 10 § 5+ *& 1.5

% g

t. O '

- - =

= 5 z . € 1.0

s 6 s 27 2

g g E &

g 4 g 27 Z 05

=% =% = U

x b >

S 24 A >

O o O A eI

= =

; c I I T 1 1 ; c 1 ¥ 1 1 1 0~G ] I I I 1

> > A & N > X X & N > AN AN & N
& AL O Qo & F P o & &N R o
¢ ¥ S % S Y & W & F Y O
S » B $ ¥ C 4 W

[ 2 MLL3 % SiHa £HRaHE5E ) 2500
Fig. 2 Effect of MLL3 on the cell viability of SiHa cells
Note: A and B: Relative expression levels of MLL3 mRNA and protein; C: Relative cell viability; Compared with Control group, *P<0.05; Compared with
NC-sh group, “P<0.05; Compared with NC-OE group, “P<0.05.

3 3
Yofa JTAERE T . AR DNA 185 e ol o 228 141 9 5

VEIGBGHEA T E I . 2R P REAL S E R A e S M LA S i
(0 5 e e R DA =), MLL3 nfifk H3K4 A 1 2EAL,

FAI4E H3K4 = 54k ( Trimethylation of lysine 4 on histone H3
protein subunit, H3K4me3 )", H3K4me3 T % & % T BRFE
FER B I B I3, R i sl R PR AL e 68 o 45 A et
MLL3 357K F-FEA% 5 H3K4me3 /KF AR A X0, Bfge

W, MLL3 J2'sy s o (9 3 DL AR LA, MLL3 JE R 58 T2 ey
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Control NC-sh MLL3-sh
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- - - 3
> : P 2
- T'I'T1'II'II'|_T'I'I1TITI'| p=s T Trmmrrmml] T - -
10° 10" 102 10° 10* 10° 10" 10% 10° 10° 10° 10" 10% 10° 10*
Annexin V-FITC Annexin V-FITC Annexin V-FITC
NC-OE MLL3-OE 20+ &
b + =°
!-E_ * 3 é —-L
a ] 2 154
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23 * 3 s
- ] - No . § 10
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] 4 & 5 *
> > = 2 #
«~ 3 - 3 (5]
f : S [
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10° 10" 10> 10° 10 10° 10" 10* 10° 10° ST FP
Annexin V-FITC Annexin V-FITC S \&’ > \}\/\’

& 3 MLL3 %4 SiHa 4RAQET-HI# M
Fig. 3 Effect of MLL3 on the apoptosis of SiHa cells
Note: Compared with Control group, *P<0.05; Compared with NC-sh group, “P<0.05; Compared with NC-OE group, “P<0.05.

cleaved
Bax NS gue S G Bel-2 M e D s e caspasc3---—--
GAPDH esssemp aupesp e c/\PDH (PGS G QED EID  GAPDH e ams cms = o=
4 34 o 51
t& ‘# e t&
= 37 2 S
D - e
a = 2 o 3
< o S Z
Jos] -1 o
1 H |-.| - |‘| 5 = § | =
] | || \ 1 s 1010 =
c ] ] ] ] I 0 ] 1 | 1 I < 0 1 ] ] I 1
> » X NS N2 > » » N% N2 > AN AN NG N2
& 2 2 ) o & 2 2 QO $) &L 2 2 [$) [$)
A & Y V¢ > B S ¢ I > C & D v v
4 MLL3 3¢ SiHa 4R H R 18X & B RIEH 0T
Fig.4 Effect of MLL3 on apoptosis-related protein expression in SiHa cells
Note: A-C: Relative expression levels of Bax, Bcl-2 and cleaved caspase 3; Compared with Control group, *P<0.05;
Compared with NC-sh group, “P<0.05; Compared with NC-OE group, “P<0.05.
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