MEZEE BEER /N\1ATRALEREMTE

EREEROITVRER R

I NARR 2 —ERFERR

=

TR25%F1A30H EXRERMFREHE



AR A B OEREER

S EAAKIGES

Targeted Drugs) MBI D 3

{ ClE 7 FHERYZE (Molecular-

:~t
—/IL

s HFEDBERHADHICHNREF I HERIDELS

A N=A>

s2Hf&E(CoDx)

) \'
e -
E s e

YrESEMH
DHISFEE

=mULENE



@Er{tERZ B

(CoDx ¢4

(2 F KR

* FDA
- 20114

8 LT=Fr3

X Bith é FI’LT_H:U&@E‘WD

E8 B Crizotinib EALKIB{EFHE (FE/)

il Ae A 9 )
=8 A Vemurafenib EBRAF-V600E& 1L

- 20114

FRE(R

* PMDA
- 20125

S

= i)

3 H Crizotinib EALKIB{EFHE (FE/)

il Ae A I
o 20123 H Mogamulizumab &CCR4EIEFIR

& (B ATHIREE

I

Mj%)




FERSNSSEOARE (k)

I No)oJde)-:M8nd Potentially effective molecular targeting agents (ffiliR%E)

Japan @ Vandetanib, Sorafenib

~~ Cabozantinib

RET fusion® ¥
ROS| fusion e Crizotinib

............ 1es | HE
MAP2K | <= Selumetinib
AKTI (.............‘.-.‘.‘.‘.‘._._._"_ IErsirolimils
P |
\ BEIEIECA PRy Vemurafenib
HER2 D CLTTTTTTTTTTPTTPPTPPTPPPPPPTPPrer LaPatInlb |

ALK fusions

Crizotinib

Gefitinib, Erlotinib, Afatinib

*Kohno T et a/ Nature Medicine 18: 375-77. 2012
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A phase |l trial of Vandetanib for RET-fusion NSCLC

Study design: Open, single—arm, multicenter

Primary endpoint: Z=313 (ORR)

Secondary endpoints: PFS, OS, DCR, &< %
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ABCEH ER (Analyses of Biopsy samples for Cancer genomics)
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+ Commercial Launch Q2

+ Detection of somatic variants 1@
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How do we overcome:

designing protocol, regulatory guidelines, cost limitation, etc?
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