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[ Abstract ] Mesenchymal-epithelial transition factor (MET) gene is an important tumor driver gene of non-small
cell lung cancer (NSCLC). Drugs targeting MET 14 exon skipping mutation bring new hope to patients. MET inhibitors that
are currently on the market or are about to be marketed include: crizotinib, cabozantinib, savolitinib and tepotinib. The objec-
tive response rate of MET inhibitors is high, and the safety is good. However, resistance of MET-tyrosine kinase inhibitor (TKI)
is inevitable, so it is necessary to pay attention to the study of drug resistance mechanism. In addition, the combined use of
hepatocyte growth factor (HGF)/MET inhibitors and other drugs may play an important role in inhibiting and reversing drug
resistance.
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=1 {EATFMET 1450 EFRRERR TR 25
Tab 1 TKIs targeting MET gene mutation

Drugs Targets Types of TKI Current status Clinical trial number Affiliated company
Crizotinib MET, ALK, ROS-1 la On the market NCT0058519 Pfizer
NCT02465060
NCT02499614
NCT02664935
Cabozantinib MET, VEGFR2, RET, KIT, AXL Il On the market NCT01639508 Elexis
Savolitinib MET Ib In the process of NCT02897479 Hutchison
marketing MediPharma
Tepotinib MET Ib On the market NCT02864992/2015-005 Merck
696-24
Capmatinib MET Ib In the process of NCT02750215 Novartis
marketing NCT01324479
Glesatinib MET, VEGFR, RON, TIE-2 I Clinical trials in NCT02544633 Mirati Therapeutics
progress
Merestinib MET, TIE-1, AXL, ROS1, DDR1/2, Il Clinical trials in NCT02920996 Eli Lilly

FLT3, MERTK, RON, MKNK1/2

progress

EGFR: epidermal growth factor receptor; ALK: anaplastic lymphoma kinase; TKI: tyrosine kinase inhibitor; VEGFR2: vascular endothelial growth

factor receptor 2.
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Z( objective response rate, ORR ) iA%449%05) i A3
£ Nature Medicine_ I (/) 438 X} PROFILE-100 1347 T 97 J&,

TE69BIMETAI i1~ 1459875 B NS CLC B 4 rh DAk s st
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