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0. Ml - AHEROTER MEMER & W O KEIZH - TV D, MiAAREEES LTHYWLRD
EGFR BHER ORAMMEE S KX 2208 & 72> T 523, EGFR BREA] O 1E 5 Mk %
T RAECHREEICRIT D TNF-EGFR ¥ 7T LV OBEEIZONTIE, ZhETHLMCE
ATV, AWFFETIE, TNFIC KV FE SN D ErbB %A D 7 o RiEHA LY 7 F L
(% 2 C, EGFR FREAIO T MRS R IE 3528 L il E 258 5 0 F o —
U R Lz, & IS, FrRMERVEMENGZ . IRRMESE & W o 7o EHE MR MR SENENG PR O
IRIEFRSHCE R RE 2 52 2 b D EWIFF S 5,
WFZERk S OBEE (30) : EGFR tyrosine kinase activity protects TNF-induced lung epithelial
cells apoptosis and this might be the mechanism of EGFR tyrosine kinase inhibitor
(TKI)-induced lung injury. In this study, to the purpose of clarifying the mechanisms, we
employed the SPC/TNF-transgenic mice, which over-expressed TNF in alveolar type 2 cells
under the control of the human surfactant protein C promoter, resulted in interstitial
pneumonia and pulmonary fibrosis chronically. EGFR-TKI, Gefitinib was orally
administrated for this mice, then we observed worsened the lung injury. This novel
observation has significant implications for understanding the role of EGFR in
maintaining human lung epithelial cell homeostasis in an environment of inflammation,
injury/repair, such as inflammation-associated carcinogenesis and cancer promotion.
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