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Changes of circulating endothelial cells in non—small cell lung cancer patients treated with carboplatin plus
docetaxel
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Abstract Objective: To investigate the role of circulating endothelial cells (CECs) as a marker to predict the effect of a carboplatin and
docetaxel based first line chemotherapy in advanced non—small cell lung cancer (NSCLC). Methods: Fifty—three NSCLC patients were
treated with carboplatin combined with docetaxel. Levels of CECs were measured by flow cytometry. Results: The CECs count before
chemotherapy (baseline value) was significantly higher in NSCLC patients than in healthy volunteers[(1 798+970)/mL and (135+150)/mL,
respectively]. The baseline CECs values of patients with stage IV NSCLC were significantly higher than those in patients with stage 11IB
NSCLC (P=0.036).The correlation between the baseline CECs count and tumor volume was positive (r,=0.556, P<0.001). CECs were
decreased by chemotherapy as compared to baseline values [(704+603)/mL, d22]. The decrease was more significant in patients with
clinical benefit while the PD group patients didn’t show this change. CECs values of clinical benefit group was significantly higher than PD
group (P=0.011). Conclusion: As a marker, CECs can be useful in predicting the clinical effect of the carboplatin combined with docetaxel
on patients with advanced NSCLC.
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