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Correlation between EGFR expression in circulating tumor cells
and in tumor tissues of advanced non-small cell lung cancer*

Ying Zhu', Bo Jiang', Cheng-gang Yang®, Cong-guo Jin', Chang-ling Tu', Wen-jie He', Kun Liu'
(1. Cadre’s Medical Oncology; 2. Department of Pathology; 3. Tumor Research Institute, the Third
Affiliated Hospital of Kunming Medical University, Kunming, Yunnan 650118, China)

Abstract: Objective To detect the expression level of epidermal growth factor receptor (EGFR) in circulating
tumor cells (CTC) and matched tumor tissues from patients with advanced non-small cell lung cancer (NSCLC),
and investigate the consisitent rate of these two methods. Methods The EGFR expression was analyzed by flow
cytometry and immunohistochemical staining in the peripheral blood CTC and tumor tissues from 66 advanced
NSCLC patients. The therapeutic efficacy was evaluated after 1 month of treatment with EGFR-tyrosine kinase
inhibitor (EGFR-TKI). The consistency of the EGFR expression in the CTC and the tumor tissues was compared.
The relationships of EGFR expression with clinical characteristics, efficacy, progression-free survival (PFS) and
overall survival (OS) were analyzed. Results The consistent rate of the two methods was 69.7% (46/66, P < 0.05).

The EGFR expression levels in the CTC and the tumor tissues were significantly different between the patients with
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different pathological types (P < 0.05), but not statistically different between the patients with different gender, age,

clinical stage or PS score (P > 0.05). The patients with high EGFR expression level had remarkably higher disease
control rate than those with low EGFR expression level (CTC: 87.5% vs. 35.3%; tumor tissue: 72.7% vs. 36.4%;
P <0.05), longer PFS (CTC: 8 months vs. 2 months; tumor tissue: 6 months vs. 2 months; P < 0.05) and OS (CTC: 20

months vs. 13 months; tumor tissue: 16 months vs. 14 months; P < 0.05). Conclusions In the patients with advanced

NSCLC, EGFR expression level in the CTC and the tumor tissues is highly consistent. Both of them can be used for

predicting the efficacy of EGFR-TKI therapy and prognosis. CTC can be a substitute for tumor tissue.

Keywords: non-small cell lung cancer; circulating tumor cell; tumor tissue; epidermal growth factor receptor
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PRhREHIR (disease control rate, DCR ) ( CR+PR+SD )
1 60.6% (40/66 ), EGFR [ 321k 3 BB b %
TR EE (P<0.05), W33,
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B L, VEBARTE bR AR
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