Molecular Analysis for Non-Small-Cell Lung
Cancer
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Efficacy of 1%t Generation EGFR TKIs in
Uncommon Mutations (G719X/L861Q/S768I)
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Mechanisms of Acquired Resistance to EGFR TKIs (n=155)
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Exon Mutation Effective tyrosine kinase inhibitor
(TK1)

Exon 19 Exon 19 Gefitinib 33 35 (% —4XTKI)
deletions  Erlotinib 4F4F48 (& —4XTKI)

Afatinib 24 %,( 2 =4TKI)

Exon 20 T790M Osimertinib 25428 3%7( # =4TKI)
Exon 20 Exon 20 (-)
insertions
Exon 20 C797S ¥ wmRTKI
Exon 21 L858R Gefitinib 33 35 (% —4XTKI)

Erlotinib F4F48% (% —4XTKI)
Afatinib 24 %,( 2 =4TKI)

Acquired Resistance Mechanisms Post-osimertinib (Liquid Biopsy)
Osimertinib A4 Z FLRE(REWH)

« Liquid biopsy % 87 /i : New diag ic tools to | conventional
biopsy through non-invasive sampling of body fluid 4 3 5% ' & MAMDNA »
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Current Treatment Paradigm for Metastasis EGFR (+) NSCLC
in Taiwan 5 4¥FEGFR 52 8 M5 5 A B A% 76 2% 7 8t
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ROS1

* ROS1: a receptor tyrosine kinase encoded by gene ROS1 in chromosome 6
(% REBS R BMER > & 605 3 &8 L 69ROST K B 4575)
ROS1 rearrangement and fusion (+) in lung adenocarcinoma and other cancers
(3 B B A A ROSTIL B ) & 4 ik &)
* These tumors are very sensitive to TKI (& %8 Bfi 3% 78 #} TKI Crizotinib Ik # & )
« Testing for ROS1 rearrangement and fusion (ROS1A B & 48 ~ &k4 a4 l):
Fluorescence in situ hybridization (FISH)
Immunohistochemistry (IHC)
RT-PCR

Next-generation sequencing (NGS)

BRAF
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*  V600E M(+) & JE -} 0 Bis B 7% 4 BRAF TKI % 4 &k 1% (Dabrafenib+trametinib)
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Liquid Biopsy#& & t17 J : Technology

* Isolation of ctDNA (circulating tumor DNA) from plasma and

whole blood d s 5 &, 2o P -8 H 44 5 M DNA
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* PD-1/PD-L1 (Programmed cell-death protein 1/ ligand) i§ & 5T ¥#p#{Téa BE 751

* PD-1/PD-L1& # M (Pembrolizumab » Keytruda) < ¥p$JPD-1/PD-L1i§ & -
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