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[ Abstract]  Objective To explore EGFR, Her-2, HIF-1 alpha expression in esophageal squamous
cell carcinoma(ESCC) and investigate the relationship between clinical pathological features in esophageal
squamous carcinoma and the correlation between the three index. Methods Immunohistochemical
Envision two-steps method was applied to assay EGFR, Her-2, HIF-1 alpha expression in 80 cases
specimens of ESCC and 40 cases of adjacent normal squamous epithelial tissues. Results HIF-1 alpha,
EGFR and Her-2 in ESCC and adjacent normal squamous epithelial tissues positive expression rate were
62.5% vs. 0.0% (P=0.000), 67.5% vs. 12.5% (P=0.000), 7.5% vs. 0.0% (P=0.183) each other. The
expression of HIF-1 alpha, Her-2, EGFR had correlation with tumor cell differentiation, TNM staging and
lymph node metastasis, had nothing to do with gender, age. HIF-1 alpha expression in esophageal
squamous carcinoma had positive correlation with EGFR and Her-2, correlation coefficient were
0.565(P=0.000) and 0.221 (P=0.039). However, EGFR had no correlation with Her-2, correlation
coefficient was 0.198(P=0.079). Conclusions EGFR and HIF-1 alpha high expression may plays an
important role in tumor genesis and development of ESCC, may be used as useful indicators for predicating
tumor genesis, metastasis, prognosis and may be likely to become new target for targeted therapy of ESCC.
Her-2 expression was low in ESCC, and may be not suitable for be targeted therapy targets.
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