ERES 201357 A% 42 K% 20 2361

- I R 5 -
EphA2 R RE PRI RIZEKIGRE X

;ﬁ’ilj} ,‘}'{’:}:ﬁzﬁnﬂ ’I%:\}'\ . ?R*
G/ A BERELENEA.HF 330029)

# ZE:BHH &0 Eph kB A B A2(EphA2) & & £ I m ek (HCO) F ¢ XA B oL, 547 £ 5 HCC 16 R % 22 45 42
FiflJe Z R AR A, FiE KR 52 4] HCC Bt m i & MR 2 A Lk AL R nl EphA2 & & £ HCC A5 w5 4R
o9 kKL AR EphA2 R @ RiA L HCC s RmEAFEAM B ARG LA X Megrakk, R EphA2 &g HCC AR T #
RERFE S THRGBFUER, ZF A% FFXL(P<0.05);EphA2 B & £ HCC F oy H R A 5B A X T 1.0 & B 5k
% TTBRARAC e % TNM 581 2 %48 % (P<<0.05); $ £ & Cox #4742 & EphA2 o ka5 HCC RE LA B4 £
(P<<0.05), #i¢ HCCa Ly EphA2 & @ &k Lifl, B &k L5 HCC #) T Mm% KRG 5 &M%, # = EphA2 &
G Thf HCC Rt B P R BT RAEA.

KEBR % I a0 it ; Eph KBS BB B A2z R 54

doi:10. 3969/j. issn. 1671-8348. 2013. 20. 020 Xk PRIRAD : A XERS.1671-8348(2013)20-2361-03

Expression and clinical significance of EphAZ2 in hepatocellular carcinoma
Jin Wenjian , Zhang Kunhe” ,Chen Huoguo , Luo Qing feng
(Department o f Geriatric Oncology , Jiangxi Provincial Tumor Hospital , Nanchang, Jiangxi 330029 ,China)

Abstract: Objective To investigate the expression of EphA2 and its correlation with the clinicopathological features in hepato-
cellular carcinoma (HCC). Methods We collected 52 samples of surgically resected paired HCC and normal tumor-adjacent tissues.
EphA2 expression was detected in the samples using immunohistochemical staining. The correlation between EphA2 protein expres-
sion and clinicopathological feature and tumor recurrence was analyzed. Results The protein expression of EphA2 in HCC tissues
was significantly increased compared to those of the normal tumor-adjacent tissues (P<C0. 05). Clinicopathological analysis sugges-
ted that EphA2 protein high-expression was associated with more tumor number, tumor capsule absence, invasion of portal vein
(PV) and advanced TNM stage (P<C0. 05). Multivariate analyses using Cox’s proportional hazards model suggested that EphA2
expression was significantly associated with HCC postoperative recurrence. Conclusion The expression of EphA2 is up-regulated in

HCC tissues,and the high-expression of EphA2 is correlated with poor clinicopathological characteristics and recurrence of HCC,

suggesting that EphA2 may play an important role in the progression and metastasis of HCC.
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