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Icotinib as Second or Third-line Treatment for 48 cases

with Advanced Non-small Cell Lung Cancer

BAO Ming-liang, Bl Qing, TIAN Qing,et al.

(Yunnan Tumor Hospital,The Third Affiliated Hospital of Kunming Medical University , Kunming
650118, China)

Abstract: [ Purpose ] To evaluate the clinical efficacy and toxicities of Icotinib as second or third-
line in the treatment for patients with advanced NSCLC patients. [Methods ] The data of 48 cases
with NSCLC were analyzed retrospectively. The patients were treated with Icotinib 125mg each time,
3 times a day. The short-term effect and toxicities were analyzed. [Results] Efficacy evaluation:1
month after treatment, the objective response rate (ORR) was 35.4% ,disease control rate (DCR) was
70.8% ;3 months,ORR was 60.4% ,DCR was 79.2% ;6 months,ORR was 45.8% ,DCR was 70.8% ;
and after 1 year,ORR was 27.1% ,DCR was 58.3%.In different clinical features,the analysis showed
that ORR (3 months after treatment) was positively related to the ECOG score 2,adenocarcinoma and
non-smoking history. The main toxicities were rash (47.9%) and diarrhea (22.9%). [ Conclusion ] Ico-
tinib as second or third-line in the treatment for NSCLC is effective and safe.

Key words:non small cell lung cancer;targeted therapy ; EGFR-TKI; Icotinib
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1.1 #HRWTK

[l 43 B 2011 4 10 A & 2013 4F 5 H i)
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Table 1 Efficacy of 48 patients with NSCLC
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BI7 3 AJE CR 2 #1(4.2%) ,PR 27 $11(56.3%),
SD 9 14i(18.8%),PD 10 1i(20.1%),0RR 1 60.4%(29/48),
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Table 2 Efficacy of patients with different clinical
characteristics after 3 months treatment
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Table 3 Toxicity of Icotinib in the treatment for
patients with NSCLC

Toxicity [~1 r~1v Total
Rash 17 6 23
Nausea and Vomiting 2 0 2
Diarrhea 10 1 11
Aminopherase Increased 6 0 6
Pruritus 5 0 5
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