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Clinical observation of icotinib hydrochloride in the treatment of advanced non—small cell lung cancer

LIANG Shao-ping, WANG Hua—qing

(Department of Lymphoma, Cancer Institute and Hospital, Tianjin Medical University, National Clinical Research Center of Cancer,
Tianjin Key Laboratory of Cancer Prevention and Therapy, Tianjin 300060, China )

Abstract Objective: To observe the clinical effect and toxicity of icotinib in 30 patients with advanced non-small cell lung cancer
(NSCLC). Methods: Thirty patients with advanced NSCLC were retrospectively analyzed. Icotinib (125 mg,three times a day) was orally
taken by patients, to evaluate the short—term response, progression free survival (PFS) and toxicity. Results: Among the 30 patients, no
cases experienced complete response(CR), 10 cases experienced partial response(PR), 14 cases were with stable diseases(SD), 6 cases
were with progression disease (PD), and the tumor objective response rate  (ORR) and disease control rate (DCR) were 33.3%(10/30) and
80.0%(24/30), respectively. ECOG and brain metastasis were associated with short—term response. At the end of the follow—up period,
twenty—four cases had PD. The median PFS was 8.0 months, significantly correlated with age, smoking history, ECOG, and metastasis (P<
0.05). The incidence of side effects was 43.3%, including rash (16.7%) ,itch of skin(6.7%) ,diarrhea(3.3%) , heartburn(3.3%), and mild
impair of liver function(20.0%). Conclusion: Icotinib hydrochloride is effective with high drug tolerance for advanced NSCLC.
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Fig 1 Analysis of progression free survival in 30 patients with ad—
vanced NSCLC
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