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stage. Multivariate analysis identified CNTN-1 was an independent risk factor for early recurrence of HCC after hep-

atectomy. Conclusion High expression of CNTN-1 is a potentialpredictive factor for early recurrence of HCC after

hepateclomy.
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Expression and clinical significances of NKG2D

and secreted MICA in pancreatic carcinoma
Xu Hong, Chen Jiong,Zhao Yue,et al
( Dept of General Surgery, The Affiliated Provincial Hospital of Anhui Medical University, Hefer 230001)

Abstract Objective  To investigate the expression and clinical significances of NK cell activating receptor
(NKG2D) and secreted MHC class I chain-related A (MICA) in pancreatic cancer. Methods Immunohistochem-
istry was used to detect the expressions of NKG2D and secreted MICA in tomor tissues and adjacent non-tomor tis-
sues from a total of 70 patients with pancreatic carcinoma. The correlation of NKG2D and secreted MICA was ana-
lyzed. The relationships between NKG2D and secreted MICA expressions and clinicopathological parameters were e-
valuated. Results The positive expression rates of NKG2D and secreted MICA were 32.9% (23/70) and 67.1%
(47/70) in pancreatic carcinoma tissues , and 60.0% (42/70) and 31.4% (22/70) in paracarcinoma tissues,
respectively, both with statistical significance( P <0.05). The expressions of NKG2D and secreted MICA were sig-
nificantly correlated with tumor differentiation, nerve invasion, lymph node metastasis and TNM staging in pancre-
atic carcinoma tissues ( P <0.05). However, there was no obvious association between NKG2D or secreted MICA
and age, gender, tumor location, or tumor size. NKG2D expression was negatively correlated with secreted MICA
expression in pancreatic carcinoma tissues (P <0.05). Conclusion Down-regulated NKG2D and up-regulated
secreled MICA are significantly correlated with the infiltrative capability in pancreatic carcinoma. NKG2D and se-
creted MICA have a negative correlation in pancreatic carcinoma tissues, which reveals that secreted MICA may in-
hibit the level of NKG2D expression during tumor progression, thereby reducing the immune responses against
tumor cells in patients with pancreatic carcinoma.
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