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Expression and clinical significance of BCL11A in human cervical cancer

Bai Xin,Zhang Hantao ,Li Haiyu,Zeng Fan,Wu Jiayan,Liu Geli,Song Fangzhou
(Molecular Medicine and Tumor Research Center of Chongqing Medical University)
[ Abstract ]Objective ; To investigate the expression of BCL11A in cervical cancer tissues and ﬁdjacent non—cancerous tissues,then to
analyze the clinical significance underlying the differential expression of BCL11A. Methods : Clinical specimens, including cervical
cancer tissues and paired adjacent non—cancerous tissues,were obtained from 62 patients. The differential expressions of BCL11A in
paraffin embedded and sliced tissues were evaluated via immunohistochemistry. The correlation between BCL11A expression and
clinical features,such as patients’ age,tumor size and lymph node involvement were analyzed using chi-square test.. Results: (D Im-
munohistochemistry showed that the expression of BCL11A was significantly increased in cervical cancer tissues than in adjacent
non—cancerous tissues(P<0.01). @BCL11A expression was mainly located in cell nucleus in cervical cancer tissues and in cytoplasm
in adjacent non—cancerous tissues. @No correlations between BCL11A expression and age (P=0.436) or clinical stage (P=0.68) or
tumor size (P=0.734) or amounts of lymphocyte (P=0.439) was found. However,compared with that of patients without lympho node
metastasis(NO) , the expression of BCL11A was increased in patients with lympho node metastasis(N1-3),P=0.043. Conclusion ;The
expression of BCL11A is increased in cervical cancer tissues than in adjacent non—cancerous tissues. The expression of BCL11A is
related to the lympho node involvement; patients with lympho node metastasis show high expression of BCL11A. BCL11A expression is
mainly located in'cell nucleus in cervical cancer tissues and in cytoplasm in adjacent non-—cancerous tissues. BCLI1A plays an
important role in tumorigenesis and development of cervical cancer.
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Fig.1 BCL11A protein expression detected by

immunohistochemistry ( 200 x )

%2 BCLUARZESHKFEFHERNXR(%)]
Tab.2 Correlation between the clinicopathologic features and

expression of BCL11A protein[n ( % )]

o KHN;_&MIJ ﬁnrtg—émw 2l P
Bty Bt
S (%) 0.682  0.436
=50 18(78.3) 5(21.7)
<50 30(83.3) 6(16.7)
LA AL (1) 0.368 0.439
=25 8(88.9) 1(11.1)
<25 27(87.1) 4(12.9)
WELEEFRS 0.624  0.043
NO 21(95.5) 1(0.45)
N1-3 28(73.7) 10(26.3)
AR 23.388  0.001
etk 50(80.6) 12(19.4)
IR o741 13(21.0) 49(79.0)
JgEE A/ (em) 1.824  0.734
<3 17(85.0) 3(15.0)
=3 32(78.0) 9(22.0)
I A 3 2 0.630  0.683
I 3(75.0) 1(25.0)
1 19(86.4) 3(13.6)
Il 28(77.8) 8(22.2)

22 BCLIIA ETHMmMB bRk 56 RmBEREZN
£ &

FRG 2 A7 B P U 37 25 5 %) BCL1TA 755 39
S A AU rh 1 26k I RO B2 [B] A9 G R BT AN T - A6 S0
HAd R K< em QLRI KN =3 em 48 4T

L (P=0.734), % W] BCLIIA fE5 SUm AL iy £k Y
I R /INIE K s B AR Y <50 % A RIAERG =50 % 4 Kk 4
HH 3 X (P=0.436) , & W] BCLI1A 785 SUgE A 41rh i 434
LARIS TG s IR ELAS 5 RO B H N B<2s LA L 25 A B H
N =25 PR LG5 L (P=0.439) , & WABCLI1A 75
FHANLI P YRR SR A5 EH G R IR 0 25 4]
UBCLITA WA WIESE T2 25 X, & W] BCLI1A fRIL Y
R Sr 9 TE 06 s {HUE | (6 Xtk (L 25 7% B 41 NO 55 N1 di by
TR Gt 27 L (P=0.043), £ W] BCL11A 785 S 2 41
Hp) ek 5 IX bk L 25 RN AT AT OG

S YRR T P
o B e S e WA g gt iy LT
T Rt S K
Al L I e
P T Sk FE R S B A5 A7
2 BEMAEEER BCL11A ML A E (L
Fig.2 A zoom in view of BCL11A expression in cervical

cancer cells
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