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£ 150; 200 mg/cap
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Selective MET inhibit /

= EIEERE ' (FDA 1 2020 £ 5 BAlEZE E ; S5 2022 4 8 BIER 46 E)
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=& (MET exon 14 skipping mutation) -
US FDA
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Metastatic NSCLC | Phase Il, open-label, (Cohort 5b & 7; cohort 4 & 6) Capmatinib 400 mg

with a Mutation
that Leads to MET
Exon 14 Skipping.

(GEOMETRY mono-
1, NCT02414139)
Ref: Lancet Oncol.

Median f/u: 46.4 months; 66.9 months | PO BID
ORR: 68%; 44%.

mDOR: 16.6 months; 9.7 months.
mPFS: 12.5 months; 9.6 months.
mOS: 21.4 months; 16.9 months.
Intracranial ORR in 28 patients: 57%

TRAEs leading to discontinuation: 12%

single arm, multi-cohort
trial.

P: Patients with MET ex14-
skipping® advanced/
metastatic NSCLC.

60 treatment naive
patients (cohort 5b & 7);

2024 Oct;25(10): 100 previously treated
1357-1370 patients (cohort 4 & 6).
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1. GEOMETRY mono-1 ;R E:BE
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2. MESRBRYVECAEKER ZMERA - #H capmatinib BEZEZINE B EEEREE

EHIERE 57% -

MET SMEEF 14 BREERVERMIE/ NIRRT B A - R
BEWREEACAERA  AEZCEIEZBMARZBA -

capmatinib JaZEREZEZ!

EAJFINER R AR - INEEE

RNUCES BBB FBEXRRYT -

>  BBB: blood brain barrier; nDOR: median duration of response; MET: mesenchymal-epithelial transition;
mPFS: median progression-free survival; mOS: median overall survival; NSCLC: non-small cell lung cancer;
ORR: overall response rate; TRAE: treatment-related adverse events.
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» HGF/c-Met pathway :
® MET (mesenchymal-epithelial transition) 7 _E 57 il (epithelial cell) ERZEIE S
B HXE%S HGF (hepatocyte growth factor) -
® HGF/c-Met BEEMIREE - EOER - LIREEZEBEAR - NEHAEREE
¥ . RAS/RAF/MEK B - PI3K/akt STAT3 B8 - :y,.\%@lmfﬁﬁ’j@éu&i'
® MET MNEFE T IUERBKEE (exon skipping)/— @ E R RE - RENBLHES MET
&AM E3 ligase binding site - ERREE & MET A% ubiquitin #:8 - B
BZR MET AR E B (proteasome) 72 - EMAESE MET overexpression
RIAESR -
> Selective MET inhibition :
® Tepotinib ~ capmatinib £2 savolitinib %5 |b 8 MET HIHIE - EiZ 4 itha
MET ATP #EEIE G1163 HAUBHAS -
® X lafa MET HIFIBISIFEEY B ATP £A5EW G1163 UIEHES - N
crizotinib ; 55 | FBINHIE EZE 8 MET FEE1EELERA S - W cabozantinib,
glesatinib, merestinib.

HGF @ MET Signaling and Blockade by MET Inhibitors
MET receptor | = H
RTKs (e.g.
MSTIR,RORT, ~paa MET = '
Interactlons EGFREVE)GFR Integrins X
HER2
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M m} Figure 1. MET signaling pathway and blockade by MET inhibitors.
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Cell proliferation + survival/
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Figure 1. HGF/c-MET signaling pathway.
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