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Clinical Observation of Icotinib Hydrochloride in the

Treatment for Advanced Non-small Cell Lung Cancer
WU Wei-qin, LU Kai-hua,ZHANG Mei-ling, et al.
(The First Affiliated Hospital of Nanjing Medical University ,Nanjing 210029, China)

Abstract: [ Purpose ] To evaluate the efficacy and toxicities of icotinib in 42 patients with advanced
NSCLC. [Methods ] Forty-two patients with advanced NSCLC were enrolled from September 2011 to
September 2012. Patients were treated with icotinib (125mg,three times a day). The short-term re-
sponse , long-term response, toxicity and quality of life were evaluated. [Results] Among the 42 pa-
tients, 11 cases were partial response(PR); 22 cases,stable disease(SD) and 9 cases, progression dis-
ease(PD).The objective response rate(ORR) was 26.2% and disease control rate(DCR) was 78.6%. The
overall incidence rate of toxicity was 52.4% ,including rash(23.8%),dry skin(14.3%),and diarrhea (9.5%).
Short-term response correlated with pathological type and gender (P<0.05). Long-term response cor-
related with pathological type,gender and ECOG scores (P<0.05). [Conclusion ] Icotinib is effective
in the treatment for advanced NSCLC, with low toxicity, good safety and tolerability.

Key words: icotinib hydrochloride; NSCLC; targeted therapy
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Figure 1 Survival curve of Icotinib Hydrochloride
for advanced non-small cell lung cancer
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Table 1 Clinical features and short-term response of Icotinib
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Table 2 Clinical features and long-term response
of Icotinib
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