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Abstract ; [ Objective | To investigate the effect of gefitinib on survival of patients with
lung adenocarcinoma of sensitive EGFR mutation. [ Methods] Thirty seven patients with
lung adenocarcinoma of sensitive EGFR mutation and brain metastasis were treated
with gefitinib 250mg/d in the initial treatment. The drug concentrations in plasma and
cerebrospinal fluid(CSF) were detected 1 month after medication. For those with disease
progression ,chemotherapy or whole brain radiotherapy were given. [Resulis ] Eight pa-
tients were in stable condition and 29 cases had tumor progression. The progress-free
survival(PFS) was 2.1 to 16 months with a median PFS of 6.2 months. The overall survival
(0S) was 2.1 to 21.9 months with a median OS of 8.7months. The blood and CSF drug
concentration and CSD permeability were positively correlated with PFS and OS of pa-
tients; and the control of intracranial lesions was also associated with PFS and OS.
[ Conclusion ] Gefitinib significantly improves PFS and OS of patients with lung adeno-
carcinoma of EGFR sensitive mutation and brain metastasis. Effective control of in-
tracranial lesions is an important factor to improve the prognosis of patients.

Subject words:non-small cell lung cancer;brain metastases;epidermal growth factor
receptor tyrosine kinase inhibitor; pharmacokinetic
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Figure 1 Kaplan-Meier curve of progression-free survival
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Figure 2 Kaplan-Meier curve of overall survival
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Figure 3 Correlation of gefitinib concentration in blood
and cerebrospinal fluid
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Table 1 Adverse events
Adverse events Grade 1  Grade 2 Grade 3  Grade4
(%) (%) (%) (%)
Leukopenia 9(24.30) 5(13.50) 3(0.08) -
Anemia 7(18.90)  3(0.08) 4(0.11) -
Thrombocytopenia 4(0.11) 3(0.08) = =
Nausea/vomit 5(13.50)  4(0.11) - -
Diarrhea 3(0.08)  3(0.08) - -
Decreased appetite 1(0.03) 1(0.03 - -
Hepatic injury 4(0.11) - - -
Fatigue 3(0.08) - -
Rash 12(32.40) 7(18.90) 3(0.08) -
Pruritus 7(18.90)  4(0.11) - -
Alopecia 2(0.05) - - -
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