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Wl &AL 6370003 WAL EFRERFE > FAEAMFHARLA . @I & X 637000)
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RT-PCR i # 0l &% % 5% a0 8, % Ecal09 29 2.2 4 iﬁmﬁ'é’a % B 4R R Fo B BB b & Nek8 mRNA &k ol & A % 9% 40 47
ikt Nek8 Z O AR FHBARGEA PHEAIBE L. FE5EARBRELTHPAELERTRITFZIN, _n% Nek8 mRNA
£ Ecal09 26 .2 #] 2% % & & %é’;géﬂmiﬁﬁﬁx‘,rﬁf%é\’*%ﬁéi&#’iﬁﬁ:ﬂuﬂﬂLéﬁfg:ﬂ WRG KR T Nek8 & G £
TRETmpR A T8 Bl ein Ak F Nek8 AEEHBARFHRAZES TH AR FTHBRARG AL (P=2.16E13), &
REASMBR DA AEP=0.008), M5 A F# SAEE FEHEE KCEHSLAL(P>0.05), AHEHSWEF &KL K
Kk Nek8 09 & A A F 2 F LG FEL(P>0.05), &if Nek8 AREHBARFmI T L LA, TAL T RE 4B
HEAE KR THEAG W AR EDF LTS,
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Significance of Nek8 expression in esophageal squamous cell carcinoma”
Guo Yaping',Zhu Hong' , Fu Maoyong® ,Wang Chaoli® ,Li Qiangian' , Hu Weimin"
(1. Department of Microbiology and Immunology » North Sichuan Medical College , Nanchong ,Sichuan 637000 ,China;2. Department
of Cardiothoracic Surgery sthe Af filiated Hospital of North Sichuan Medical College , Nanchong ,Sichuan 637000, China;
3. Institute o f Immunology and Molecular Biology , North Sichuan Medical College s Nanchong ,Sichuan 637000, China)
Abstract: Objective To investigate the expression of Nek8 in esophageal squamous cell carcinoma(ESCC) tissues and cell line,
and to evaluate its correlation with the clinicopathological features of ESCC and the survival rate of ESCC patients after operation.
Methods The expression of Nek8 mRNA in human ESCC Ecal09 cell line and two pairs of ESCC tissues and adjacent normal e-
sophageal mucosal epithelium were detected by semi-quantitative reverse transcription polymerase chain reaction(RT-PCR). Immu-
nohistochemistry and tissue microarray technique were used to examine the expression of Nek8 protein in ESCC tissues and tumor-
adjacent tissues. The correlation between Nek8 expression and clinicopathological features of ESCC and survival rate of ESCC pa-
tients was then analyzed. Results The expression of Nek8 mRNA was positive in Ecal09 cells and two cases of ESCC tissue,and it
was negative in paired normal esophageal mucosal epithelium specimens. In tissue microarray, the expression of Nek8 protein in ES-
CC tissues,which was mainly in the cytoplasm, was significantly higher than that in tumor-adjacent tissues(P=2. 16E-13). The
high expression of Nek8 was associated with tumor size(P=0. 008) , but not with sex,age, histological grade, infiltration degree,
lymph node metastasis,and the survival rate(P>>0. 05). Conclusion The expression of Nek8 is up-regulated in ESCC tissues and
cell line,and may be involved in tumorigenesis and development of ESCC. Nek8 could act as a potential biomarker for ESCC diag-
nose and target for therapy.

Key words: immunohistochemistry; Nek8 ; esophageal squamous cell carcinoma;Ecal09 cell
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