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[Abstract] Objective  Investigate clinicopathological ~significance in colon adenocarcinomas with
neuroendocrine differentiation (NED). Methods To observe the histologic structures and expressions of CgA,
Syn, NSE, CEA, COX-2 and CDX-2 using immunohistochemisiry method in 86 patients with advanced colon
adenocarcinoma. The clinicopathological and biologic characteristics were evaluated, and the relationship among
NED and other clinicopathological features were analyzed retrospectively. Results  Histologically, all of NED
cancer cells were predominantly presented in the adenocarcinomas. Immunohistochemically, 35 cases were positive
for NE marker observed mainly in cytoplasm. The positive of NE marker and secretory granule reflected
double—directional differentiation of tumor cell. From the multivariate analysis, there was no significant correlation
between NED expression and age, sex, tumorsize, tumor location, infilirate depth, histological type and CDX2
(P >0.05). However, high NED expression was strongly correlated with CEA, COX2 and metastases (P <
0.05). Conclusions The histologic characteristics of colon—adenocarcinoma with NED supported the hypothesis
that NED cell originated from tumor stem cell in morphologic genesis and turn in amphicrine cell. The tumor cell
surrounding NED cell proliferated significantly, but NED cell was none of caryomitosis and proved that it was in
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quiescent stage. There were more difference in the biologic characteristics between colon—adenocarcinoma with NED

and colon—adenocarcinoma.
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Tab. 1 The relationship of colon adenocarcinomas NED and other clinicopathological parameters
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Tab. 2 The relationship of colon adenocarcinomas NED and CEA, COX2 and CDX2
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