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[ Abstract ] Background and objective Clinical observation was conducted on the resistance to epidermal growth
factor receptor tyrosine kinase inhibitor (EGFR-TKI) gefitinib (Iressa) therapy for advanced non-small cell lung cancer
(NSCLC) patients. Methods Ninety-three NSCLC patients in our hospital, showing effective or stable condition after
6-month previous gefitinib therapy, were included in this investigation. Among the patients, 94.6% of them were suffering
from adenocarcinoma. The percentage of female is 79.6%; the percentage of non-smoking is 80.6%. During the therapy period,
follow-up was preformed every 2 months. Results Among the 93 patients, median therapy time was 16 months (range: 8 to
70 months), and 21.5% (20/93) of them had received therapy for more than 2 years, while 8.6% (8/93) had received that for
more than 3 years. The progression included 80% (72/90) for intrapleural progression, 38.9% (35/90) for primary tumor plus
recurrence after sugary especially, 51.1% (46/90) for intrapulmonary metastasis, 25.6% (23/90) for pleural metastasis, 30%
(30/90) for intracranial progression and 15.6% (14/90) for intraperitoneal progression. Conclusion Resistance to EGFR-
TKI shows diversification in clinical observation, therefore, close clinical follow-up is necessary for early attention and timely
treatment.
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Tab 1 Progress site and time of medication after resistance to gefitinib

Progress site n Percentage % (n/90) Median medication time (months)
Intrathoracic lesions progress 72 80 16 (9-70)
Primary lesion 33 36.7 13 (9-30)
Postoperative broken ends 2 2.2 10, 25
Intrapulmonary metastases 46 511 17 (9-43)
Pleural metastasis 23 25.6 17 (9-70)
Mediastinal, supraclavicular, and hilar LNM 17 18.9 13 (9-35)
Pleural and pericardial effusions 15 16.7 13(9-28)
Intra-abdominal metastasis 14 15.6 13.5(9-38)
Hepatic metastases 3 33 14, 21, 26"
Adrenal metastasis 4 44 11,13,17, 28"
Retroperitoneal abdomen LNM 8 8.9 12.5 (9-38)
Hydrops abdominis 1 1.1 13
Intracranial metastatic 27 30 17 (8-40)
Bone metastasis 9 10 14 (8-70)
Superficial progress of LNM 4 44 9,11,13,25
Oxter LNM 3 33 11,13, 25
Groin LNM 1 1.1 9"

*The number is less than five, which ignore median medication time and just list the actual medication time. LNM: lymph node metastasis.
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