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Expressions of EGFR and CDX2 in colorectal adenocarcinomas
and clinicopathological significance*
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Abstract: Objective To investigate the expressions of epidermal growth factor receptor (EGFR) and
caudal type homeobox genes 2 (CDX2) in colorectal adenocarcinomas and their clinicopathological significance.
Methods EGFR and CDX2 expressions in 170 samples of human colorectal adenocarcinomas were detected by
immunohistochemical technique, and their correlations with clinicopathological parameters were analyzed. Results
The positive expression rates of EGFR in the colorectal adenocarcinomas were gradually increased with the decrease
of differentiation degree. The expression of CDX2 was correlated with differentiation degree, lymph node metastasis,
and vascular tumor embolus formation of the colorectal adenocarcinomas (P < 0.05). Conclusions Both EGFR and
CDX2 are involved in the occurrence and development of colorectal adenocarcinomas.
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170 151125 E o B F8 5 AT % 28 ~ 85 4, ThiAR:
%62 %, V160 % 5 <60 Z 11 73 4 (42.9% ), = 60
BT B (57.1% ) 5 Bk 112 4] (65.9% ), ik 58
W(34.1% ), B4kt 1.9  1; B K42 0.8 ~ 15 em,
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(56.5% ), =4 cm 19 74 1] (43.5% ) ; ¥=1H 2= EEBEAL
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(64.12% ), Hrg ., o ARSEIRER EGFR m3Rik
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