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Effect of Jumonji domain-containing protein 2B on biological behaviors in human

cutaneous squamous cell carcinoma A431 cells
Wang Yue, Yu Nanlan, Zhai Zhifang, Zhong Baiyu, Xiong Ya, Zhang Lian, Feng Lin, Yang Xichuan ( Department of
Dermatology, Southwest Hospital, Third Military Medical University, Chongging, 400038, China)

[ Abstract | Objective To investigate the inhibitory effect of Jumonji domain-containing protein 2B
(JMJD2B) siRNA on biological behaviors in human squamous carcinoma cells. Methods The expression of
JMJD2B in the human squamous cell carcinoma tissue and A431 cells was detected by immunohistochemical
staining and cell immunofluorescence assay. The A431 cells were transfected with JMJD2B siRNA by
Liposome. Then the proliferation, colony formation, cell apoptosis, cell cycle, migration and invasion were
measured by CCK-8 assay, colony formation assay, flow cytometry, and transwell migration assay,
respectively. Results JMJD2B was highly expressed in the tumor tissues than normal skin tissues. Compared
with the un-transfected A431 cells, the cell proliferation, colony formation, and migration and invasion
abilities were significantly decreased, while cell apoptosis was increased in the cells after siRNA transfection
(P<0.05). Cell cytometry indicated JMJD2B siRNA transfection arrested the cells at G, phase (P <0.05).
Conclusion JMJD2B is highly expressed in the human squamous cell carcinoma. JMJD2B siRNA promotes
cell apoptosis, and suppresses cell proliferation, colony formation, and migration and invasion abilities in
A431 cells.
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PR TAEW, DAB B, 3R AR & Y5 K | i
Ui )i 1 8

1.2.4 YA GRe 7RI IMID2B 75 A431 4 fid H (1)
Fik o IR A3 IR, KR 2,0, 1%
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SIRNA, 73 F5e 5 1 ~5 d Kl Aest, & FLmA
90 wL DMEM/ = Biks #2410 pL CCK-8, FHL 3 3%
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1.2.9 Transwell 340 IMJD2B siRNA %F 41 ifd i #%
LR85 S 4y R B e 4] | control siRNA
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1.3 “%itFoH
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2.2 JMID2B R BFEGA L A43] 20 feed fa ek k5 ta i
TE A431 4 g, IMJD2B i[5 B 32 35 F 40 4%
M (B 2) o 1245 SRR G s ZH A ARG I 235 SR — 2,

(S-P x200)

2.3 JMJD2B siRNA #p 5 2m i3 78 7& M

3 ZH NG s ) RO H, IMJD2B siRNA ZH 41
e 3 g 15 4 B S R (P < 0. 05) , Tij control siRNA £
1) 4 L B 0 1 L AR TR R (R 1)

R 1 CCK-8 LN X H MR I B AR E M (x £5)
415

ES il

control siRNA 2] 0.57 £0.08 0.79 +0.09 1.09 +0.11 1.40+0.20 1.83+0.16

JMJD2B siRNA 41 0.41 £0.08* 0.52 +0.12% 0.80 0.17* 1.05 £0.16* 1.36 £0.23%

a:P<0.05, 5 34t 2 200048

1d 2d 3d 4d 5d

0.58£0.12 0.83+0.08 1.13+0.16 1.46+0.20 2.00+0.16

2.4 mpR LIk A XA
JMJD2B siRNA 41(29.00 +11.53) 41 il 7 [ fig
ALY (70. 67 +£15.18) control siRNA 4 (69. 67 +
10. 60 ) I 232400, 4R M s e B MK/ B AR (P <
0.05) . REEYLIH ML YL control siRNA ZH 40 i TEREEK
H & R/MEE(P>0.05)
2.5  fape B A

JMJD2B siRNA 4 A431 4 1% 3401 (19. 92% ) ,
2R 22 BH A 7E G, 3 (59.70% ) , 1M control siRNA
SRR YL M T35 51 16.43% F115.13% 1
G, B4 EL 6] 4351 K 55. 85% 1 55.75% (P <0.05,
3)s

A:DAPI;B. JMJD2B 4%k ;C. DAPI #= JMJD2B 3t 5% 4%
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JMID2B siRNA 41 41 fiF 7% J) F{= 28 77 W] 0 R IR
(P <0.05),control siRNA A4 MITRE T e f728 )y
ARSI RIR (B 4,3 2) .

R2 RAMEIBMER( x+s)

451 AN fEERS YRS
KLY 88.00 +10.00 59.33 +7.57
control siRNA 21 86.67 +7.57 46.67 +6.11
JMJD2B siRNA £ 39.33 £6. 66" 24.33 +5.51°

a:P<0.05,5 342 4rkix

3 itig

UTAER | FE 1% A8 R R e A R I R R it
WFFE B — AT, W5 Sy FE 228 A A 4% DNA HTJEAK |
AR B TE R ARG RNA S s Horp gl
A ARG 2 W A ) R AT IR e b R
FEAEA Y HE S L H I ALEE IMID2 R A
PUASBY B4, 43518 IMID2A (B (C Al D, A4 Mok 41
HEH H3 E=HEALBIGRY S 9 (24612 ( trimethylated
lysine 9 of histone H3 ,H3K9me3 ) 2 H 3Lfk, H3K9me3
PL TR 5 A 3l 7 X, Re 0 ) U 45 57 1) 4% ok, PRt
IMID2 GRS 5d 2ok S kb A H3K9me3 25 3, R i
T Y 00 5T 1) % o WIF9E R BRAE K9 v, IMID2B 1y
SR AEEOE R IE R 40 JUN . MYC P K Cyclin D1 fiy
st

A FE % B IMID2B 1 SCC {1 635 17 125
TIEH R L, R A T2 5 30 ] 5 Hh I 43 Ak SCC &5
ROrHT, IMID2B {9 4% 235 5 i g o3 AL 7R B2 A & fAH
K BATNH 5 CERAEA SLIR 0 IE . BFFE4E RS
Z i IMID2B 75 B i A A B ST S A — 50 b,
siRNA F S PEM 6] IMID2B 26385 (9 A431 4l R

B

A k%5420 ;B control siRNA 48 ;C.JMJD2B siRNA 48
B4 Transwell ;5460 & B MAETR%

FEYL LN control siRNA 21 41 g 6 T3 fin . B4 51 52 41,
1M control siRNA 21 A A% Yu 21 20 M 1) 38 4 3 B8 I A=
ZERE G, MW 5 5 A 6, BARHBIA X T
IMID2B 5 2L B (Hi A Btdes KM 98 DA S i e 25 06 &
(14 SCHR AR , (2 IMID2B 2 5 i fgd T o 1) L AR L il 475
NG, FERGREIEFE T &30 IMID2B B B-catenin/
TCF4 B E A0, e 5P| IMJD2B )5 , B-catenin/
TCF4 "~ i b 2 1 L E ] JUN . MYC DL K& Cyclin
D1 F23604%. %340, IMID2B 43 7] fi 38 i3 3 2> DNA &
S FI T (1) 53BPL S 45 R BH 1E DNA 8 4518 52, AT
ML AR E T o e BT L B YA
PESIHR] IMID2B J5 , g il 8- P53 SR iR R P21
FEIRIGNN , DT o8 40 398 5 5 e e 1k 2 9, R T
Bt AR IMID2B 25 SCCIE LAY HLAA L R
B AFGIE AR5 & BRI RE 4 il Rl 7 P53 25 SCC 1Y
A 07 HPS3 fE SCC H il 3 [ %8 A8 R 24 Ol
40% ~50% | IR, FRATHERRAE SCC v, 25 St
il IMID2B Rk )5, ) P53 Rk 3 i, AT i 15 A431
A IR TR GG A2

25 F R, IMID2B 7 SCC 2 3 %55, 24 siRNA
] IMID2B 23K 5 , A431 4 M T i 3 5 24,
XFF IMID2B 255 SCC % B HARHL AT ik — 20 F
5%, Ik SCC 259 [n) 167 S LB JE At
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