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[ Abstract |

To investigate expression of ERq(estrogen receptor alpha) and EGFR mutations in non-small cell lung

We evaluated 286 resected NSCLC

Objective
cancer (NSCLC) and explore their correlation to clinicopathologic characteristics. Methods
specimens for ERa expression by immunohistochemistry. EGFR mutations were evaluated with TagMan real time polymerase chain
reaction (RT-PCR). The correlation with clinicopathologic characteristics was analyzed. Results The positive expression rate of
ERa was 36.0%(103/286). The positive expression of ERq in women was significantly higher than that in men (P=0. 004) and
the different ERa expression was associated with tumor diameter (P<Z0. 01).62(21.7%) patients were EGFR mutation positive.
EGFR mutation status was significantly associated with gender (woman versus man, P<(0. 01), pathological subtypes (squamous
carcinoma versus adenocarcinoma, P<Z0. 01) and the tumor diameter (<3 cm versus >3 cm, P<Z0. 01). The expression of ERq had
significant positive association with EGFR mutation status (mutation rate was significantly higher in patients with positive ERa ex-
pression than that of patients with negative ERa expression). Conclusion Expression of ERa is related with EGFR mutation status
in NSCLC and may associate with the crosstalk in EGFR signaling pathways.
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