558 B G 16 AR 2017 4% 44 % 1140 Chin J Clin Oncol 2017. Vol. 44. No. 11

WWWw.cjco.cn

EGFR-TK| 24l BX & BT a7 IE/ N mBa it S M R IE R
BAIRN® AL

HWE 5T i A K BT % k-84 208 B 47 4 7 (epidermal growth factor receptor—tyrosine kinase inhibitor, EGFR-TKI)
3# 25 4 EGFR & & % 3 /)~ 4w At % (non—small cell lung cancer, NSCLC) Bk —ReFHE, BEFER SRR IEE, L5475
B3 97 B BT AT HABAR R e AR S0 R Y T B E WL NSCLC 8 A& A B 75 A 5T R Af A ik id 35 A0 97 BE 09 R 7 % EG-
FR-TKI 3 25 74 57 M b A R B2 50 = 45 &, 5T B b it I i B AR R — A S 45 448 X Uk B 28 EGFR-TKI %
2 4 3 2 RIS G IT AT I A R AR U — 423, A BRAAE T T R R AR A

XHEW  EGFR-TKI #07  Mi&b  dEd a0 g

doi:10.3969/j.issn.1000-8179.2017.11.217

Pulmonary toxicity related to EGFR- TKI monotherapy or its combination with radia-

tion as treatment for non-small cell lung cancer

Zhiefeng NIE?, Ligang XING®

Correspondence to: Ligang XING; E-mail: xinglg@medmail.com.cn

'School of Medicine and Life Sciences, Shandong Academy of Medical Sciences, University of Jinan, Jinan 250022, China; *‘Deparment
of Radiation Oncology, Shandong Cancer Hospital Affiliated to Shandong University Jinan 250117, China

Abstract Monotherapy of epidermal growth factor receptor-tyrosine kinase inhibitor (EGFR-TKI) serves as the first-line treatment for
non-small cell lung cancer (NSCLC) patients with EGFR mutation. Pre-clinical studies confirmed that TKls can increase radiation sensitiv-
ity. Clinical studies confirmed that EGFR-TKI combined with radiotherapy may improve survival of patients and can be used as alterna-
tive to chemoradiotherapy. Pulmonary toxicity induced by EGFR-TKIs monotherapy features low incidence rate but high mortality rate,
and the incidence rate raries when TKls is combined with radiotherapy. In this review, we summarise related literature on pulmonary

toxicity in EGFR-TKI monotherapy or its combination with radiotherapy for advanced NSCLC. This study can serve as reference for safe-

ty of this combined therapy.
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