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[ Abstract ] Background and objective Epidermal growth factor receptor tyrosine kinase inhibitors (EGFR-TKIs)
are routine treatments for non-small cell lung cancer (NSCLC) with EGFR mutation. Different clinical modes can be used to
treat patients with TKI resistance, one of which is solitary progression. The aim of this study is to analyze available treatments
for patients undergoing solitary progression. Methods Clinical data of 45 patients with advanced NSCLC who received lo-
cal radiotherapy combined with EGFR-TKI after solitary progression were reviewed and analyzed. Results Among the 45
patients, 11 showed partial response, 23 achieved stable disease state, and 11 experienced progressive disease. The median of
progression-free survival (PFS) was 5.9 months. Conclusion Local therapies combined with EGFR-TKIs can prolong the PFS
of patients with NSCLC who exhibited solitary progression during EGFR-TKI treatment.
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Tab 1 Basic characteristics of all patients

Characteristics n Proportion (%)
Total 45
Gender
Male 16 35.6
Famle 29 64.4
Age
Median 56.9
Range 39-79
Histological type
Adenocarcinoma 45 100
EGFR mutation
Exon-19 2 44
L858R 3 6.7
Unknown 40 88.9
Solitary progression
CNS 23 51
Lymph node 8
Bone 6
Adrenal gland 5
Liver 3

EGFR: epidermal growth factor receptor; CNS: central nervous

system.
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Tab 2 Response of all patients

Patients Response PFS2 (month)
PR SD PD

Total 11 (24%) 23 (51%) 11 (24%) 5.9

CNS metastasis (23) 8(35%) 12 (52%) 3 (13%) 76

No-CNS metastasis (22) 3(14%) 11 (50%) 8 (36%) 4.1

Continuation-EGFR-TKI+Local therapy (29) 6 (21%) 16 (55%) 7 (24%) 5.4

Switch- EGFR-TKI+Local therapy (16) 5(31%) 8 (50%) 3(19%) 6.1

TKis: tyrosine kinase inhibitors; PR: partial response; SD: stable disease; PD: progressive disease. CNS metastasis vs No-CNS metastasis, P=0.017.

PFS: progression free survival.
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Fig 1 PFS2 of CNS metastasis and No-CNS metastasis
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