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Research Progress of Mechanisms on Intracranial Metastasis of Non-small Cell Lung
Cancer after Clinical Benefit from EGFR-TKI
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[ Abstract ] Currently epidermal growth factor receptor tyrosine kinase inhibitor (EGFR-TKI) is widely used for
treatment of non-small cell lung cancer (NSCLC) patients with EGFR mutation. However, intracranial metastasis and progres-
sion could happen to some patients while their primary tumors in lung stabilize or even shrink after EGFR-TKI treatment. And
mechanisms on this phenomenon remain unclear. Recently, increasing studies have demonstrated that it is associated with the
pharmacokinetics of EGFR-TKI, heterogeneity between primary tumors and metastases, EGFR mutation status and prolonged
survival. Therefore, we write this review to discuss the mechanisms on intracranial metastasis of NSCLC after clinical benefit
from EGFR-TKI.
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NAFAE—E D, R Pt LA AL R B TR A B
2.4 BEAAMNER CA 2GRV 5EIE, EGFR-
TKIIGYTRELE K NSCLCER Gk e L A7 AL S A A7 1,
Fh 4 A TG B PRt — M [R5y, Pt
5% 55 1E R AE S INS CLCHg 2 Hh iy i 01 = 44 0 = 2 3508 i
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NH vs 10.61~H, P<0.001) ¥ § 44 o F—H ¥ Logistic
FAS B AT 45 R R, EGFR-TKIVARYT I PR 3K 25 I v 5
PR i S B[R] R SEE A BT AT B NSCLC R & A IR T CNS %
FE IO XU S 214 i, LU 43 47158 (P<0.001) | 1.04
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