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Abstract: [ Purpose | To investigate the efficacy and toxicity of icotinib hydrochloride in the treat-
ment for patients with advanced non-small cell lung cancer (NSCLC).[Methods] One hundred and
ninety cases with advanced NSCLC treated with icotinib hydrochloride were enrolled ,median follow-
up period was 21 months,data of efficacy and toxicity were recorded. [Results] The median progres-
sion-free survival (PFS) time was 8.1 months (95%CI:6.4~9.8months,the median overall survival
(0S) time was 14.1 months (95%Cl:11.5~16.7 months).The disease control rate was 71.6% (136/
190),the objective response rate was 35.3% (67/190). The median PFS of female with non-smoking
was better than that of male with smoking. Patients with lower PS and treated with icotinib as multi-
line treatments have a longer PFS and OS. The major toxicities were rash (38.9%), diarrhea (13.7%),
transaminase elevation (11.1%) and epigastric discomfort (7.9%),and only 1 case had pulmonary in-
testinal change. [Conclusion] Icotinib hydrochloride is effective and safe for Chinese patients with
advanced NSCLC.
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Table 1 Clinical characteristics of 190 cases with NSCLC

Characteristics n %
Gender

Male 87 45.8

Female 103 54.2
Age(years)

<70 140 73.7

=70 50 26.3
Performance status

0~1 136 71.6

2 49 25.8

3 5 2.6
Pathology

Unknown 28 14.7

Adenocarcinoma 148 77.9

NSCLC-NOS 12 6.3

Squamous cell carcinoma 2 1.1
Smoke

Ever 74 38.9

Never 116 61.1
Stage

IV or recurrence 188 98.9

1B 2 1.1
History of treatment

First-line 61 32.1

Second-or multi-line 129 67.9
EGFR gene status

Del-19 18 9.5

L858R 13 6.8

Wild-type 2 1.1

Unknown 157 82.6

AT B TR I ¢ K 9 Fisher s A5 5 K6 46
K HI Kaplan-Meier ¥:3E 17 24E 47 730, S [A] 20 5] 2Z 18]
1 LR H Log-rank K5 55: , P<0.05 b 25 7 A St

21 EBFHR

T 9T R 190 1) A8 2 vh 457 BE U7 RS 21 A
(8~31 J), ¥y 3k, Hrbik CR & 2 # ,PR # 65
%1 ,SD # 69 fi], ¥ IS F  (disease control rate,
DCR)} 71.6% (136/190) , % XA 54 % (objective re-
sponse rate, ORR)# 35.3%(67/190)

420 190 9] F 3 47 Tk R i 1] (mPES) A 8.1
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Table 2 Univariate analysis for PFS and OS
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