A
Passion for Innovation. ‘ ’
Compassion for Patients™

Daiichi-Sankyo

R&D Day 2023

2023 12 12



-

-----

-

AN
)
<

— —_
> N
K

1—-

3 .

—

~ ~ L
- 2 ~

. ~
= N
~ i~
> 2
N

1=

. ”
~
oo~

—_l
Qi

O8]

1=

1=

[T
~
-

v

Daiichi-Sankyo



@ Opening

® R&D Strategy

® Research Capability

@ Clinical Progress

© Q&A

Drriichi-Sankyo

«o "
1R EAN



FY2023 R&D Day

R&D




@ Opening

® R&D Strategy

® Research capability

@ Clinical Progress

© Q&A

Drriichi-Sankyo




5DXd ADCs and Next Wave

ENHERTLR

w—

5DXd/ADCs| HErzDXd B9 G
DS- 7300

Va
GEDG))

\
Oncology .
Next Wave N@kltFl!mﬁy

&

. = . \\\
Specialty Medicine \
& Vaccine
ENHERTU © ® P:AAMIMAUM Y4 NMAYdpA P,T-DXd, DS-8201pp HER2ADCP, Dato -DXd: MY MMAUM Y4 NMAVJdp4 P,DS-1062p TROP2 ADCP,
HER3-DXd: NAA1TUM A4 NYMANJIpA P,U3-1402p HER3 DXdP, DS-7300 : ifinatamab deruxtecan , |-DXdp v 7 1 A, B7-H3ADCP,

DS-6000 : raludotatug deruxtecan , R-DXdp v 1 1 A, CDH6 ADCP



5DXd ADCs and Next Wave O

Daiichi-Sankyo

ENHERTW®

Dato -DXd

5DXd AD Cs BREERFXA

DS-7500
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DS-9000
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Oncology

Next Wave
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& Vaccine
ENHERTU © ® PiAAMIMAUM Y4 NMANA P P,T-DXd,DS-8201p HER2ADCP, Dato -DXd: M YMM\AUM ¥4 NMYNJdp4  P,DS-1062p TROP2ADCP,
HER3-DXd: N A A TUM Y4 NMANIpH P,U3-1402p HER3 DXdP, DS-7300 : ifinatamab deruxtecan , |-DXdp /1 1 A, B7-H3ADCP,

DS-6000 : raludotatug deruxtecan , R-DXdp v 1 1 A, CDH6 ADCP
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EXPAND EXTEND
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3ADC /

e . X . Daiichi-Sankyo
2022 D 4 DA P 2023 44 PA
e

3ADC
FY2026 & Beyond
5 (FY2021-FY2025)
DESTINY-Breast05
Dato -DXd A o
~FY2020 ® DESTINY-Breast03 @8 TROPION-Lung01 \sole
b4 DESTINY-Breast04 .l. TROPION-Lung08 A
DESTINY-Breast01 DESTINY-Breast06 2 TROPION-BreastO1 DatO - DXd
_ DESTINY-Breast09 Q. TROPION-Breast02 @9 TROPION-Lung07
DESTINY-GastricO1 £ TROPION.Breasios
DESTINY-Breast11 €a
i NSCLC /O
O DESTINY-Gastric02 HER3.DXd
DESTINY-GastricO4 ‘J.. HERTHENA Lung01
DESTINY-Lung04 R NSCLC
DESTINY-CRC01/02
® 554 AN N oi - -

ADCK 471 VOKX~ i NSCLK & X~ N~ M" 14" & 2023J 44 N° i - ddxwp "~




R&D Day 2022 O

DXd ADCs
») ENHERTU Dato-DXd | HER3DXd DXd ADCs
trastuzumab deruxtecan
= " : A
V.o HER2 o X ARAAK A (i DS-7300K SCLC, CRPC, ESCC,
A Ad> 77 5 A Dato-DXd ,Sg'r\l'ls/g'—c n ~ SCLC
A NSCLC 2L/3L P .ol
Ph2 & AP
(TROPIONLung01 )
A HR /HER2 U DS-6000K _
2L/3L (TROPIONBreast01 P (Ph1 o AP
A HERSDXd A DS-3939 FIH
A EGFR NSCLC 3L
HERTHENALUungol P
( < Next Wave
V A4 S MV : |
" Adn/l Jd/ 7~ 87 FLT3ITD 6
A Dato-DXd AMLIL 77 YN4 MY "6
A PD-L1<50% NSCLC, 1L _
A vn: * HER2 | NSCLC (TROPIONLung07 P A i ADC,DS9606 FIH ~ & A
. o A / . TNBC
.. 5 TROPIONBreasto4 P A AT i ~
A" " HER2 s v~ HER? s o P (TNBC s A A DS 1103, DS1471 FIH
M X" MAnYMinvdAdn A ) .
(TROPIONBreast05 P
ADCK A7 i AMLK s 6 i CRP® e N4 X" i ESCK NA X7 FIH:NA A, i NSCLK & X" | SCL&K & X" i sgNSCL& \A & 10

X" i TNBCAANVAVIA™ M X"



COVID -19

Daiichi-Sankyo

(DS -5670)
N
® *
B
U 6 kOTs6 S ’ 5 7 8 ~ A
E MRNA
ECOVID19 A~ YV YNA4d XBB.1.9 MRNAA N
L 47777 i 2023d 114
Lipid nanoparticle(LNP}mRNA ~
/ * *
6“4\41‘1;4\1//1 M4 AN AT, JI\J"i\l"l’]XIAMl,EDX(Li ” Swljl\lql'(/l
ANMAA A4 1p1 b PS s "N ANV 4S7 N
,*\A“uﬂjq “4n S de TN T A T4 A 40 PAMEDP $ANMJdT A4 T 44SH. ~ T sANVMJdJdo TN A1 14S
ok e“lqw}wlq\lm M4 ANV §Jd T 4T AdA " 40 pAMEDPAT T A " 40 M JdMnp SCARDAP AR B |
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DAICHIRONA®

~
valemetostat
trastuzumab
Daiichi-Sankyo m|r0gaballn deruxte can

EST

' edoxaban
2007

prasugrel
laninamivir

olmesartan

levofloxacin

pravastatin

1908

C«
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DXd ADC v

5 DXd ADCs
1990 2000 2010 2020
Y & Next Wave
1990s 2000s
Sankyo Co., Ltd. Humanization Establishment of mAb screening /
Small-scale Expansion of mAb portfolio /
) ) manufacturing Establishment of large -scale
Biologics (Anti CD95, anti - manufacturing /
DR5) M&A (Denosumab etc.)
( @ 2007 Cross-functional activity
merged for ADC research
— : 1980s 1990s 2000s
Daiichi Pharmaceutical Irinotecan  CPT-11 Potent Top | inhibitor, R&D of DDS
Co., Ltd. Co-development Exatecan DE-310, Ph1 terminated R&D of ENHERTU®
w/ Yakult Ph3 terminated N 2013 2015 2019
TOpO | inhibitors G o '_"mmﬁ Preclinical Clinical trial 1st indication
Oy % t%:«-b % 5 R studies initiated approved
‘i HO © 'Af‘)i:

Our research culture Great history of Insatiable passion Emphasis creativity
includeseé@ delivering unique in the pursuit of new and insistence on DXd ADCS

value for patients science & technology perfection +0Beyond DXd

®
E 7 Y42 S Aw 9 4 s ~ 9~ AnMn®> 7 A s ~ A .

-

ADCK A7 i DDSK1 AV NAAYANYVMY1i mADKAMNA4An 14 15



=Only nine yeec

Source:Nakada T. et al.,Chem Pharm Bull (Tokyo). 2019

ADC: antibody-drug conjugate, mAb: monoclonal antibody

v

Daiichi-Sankyo

. NINE| YEARS
Between DS ADC Working Team
2010 - 2019
launch and ENHERTU® approval baiichi B s | ENHERT®
Sankyo approved
established
ADC
Working
Team
1913 1946 1975 1988 1991 1997 1998 2000 2001 2010 2011 2013 2017
Paul Nitrogen | Advent Advent of | Immuno | RITUXAN [ HERCEPTIN| First GLEEVEE | MYLOTARG| ADCETRIS| KADCYLA | BESPONSA
Ehrlich Mustards | of murine | humanized genicity FDA FDA ADC FDA withdrawn FDA FDA FDA
described | First mAbwith | mAb of mouse | approved | approved FDA approved | in U.S. | approved | approved approved
the cheme hybridoma mAbs chimeric humanized approved: molecular
concept therapy | technology seriously [ mAb | mAb ) MYLOTARY targeted MYLOTARG
of a in clinical limits drug of FDA
i ma g i /ctrials early smak reapproved |
sbul l et o L ADCs 4 molecule
ADC
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ADCK ~

ADC

ADC = Antibody-Drug Conjugate

Antibody

Drug
(Payload)

Linker

1NN A

N ADC

k &
)
I
1 n 1
a1. N

»

Daiichi-Sankyo
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DXd ADC Technology

DXd ADC

Deruxtecan

s

H\/”\WN /\n/N\/O\)L

Cleavable tetrapeptide-based linker

Topoisomerase | inhibitor

U
Daiichi-Sankyo

DXd ADC 7 @

DAR

o ) TA6T T 1A

Source:Nakada T, et al. Chem Pharm Bull (Tokyo). 2019;67(3):17.85; Ogitani Y, et al.Clin Cancer Res. 2016;22(20):5098108; Trail PA, et al.Pharmacol Ther. 2018;181:126142;

Ogitani Y, et al. Cancer Sci. 2016;107(7):1038046.

ADCK A7



2010 ADC

ADCK

ADC

FY2010 (APRIL) FY2011 FY2012 FY2013

Trastuzumab -
ADC | Trastuzumab Drug -Linker screening Establishment
of in -house
technology
(Linker -Drug)
In-h(;use ADC Ab humanization Conjugation & Evaluation Generation of
(1st wave) ADC research
themes
(Target/Antibody)
In-house ADC Target identification
(2nd wave : New g Conjugation & Evaluation

target) Ab generation & humanization

- -

v

Daiichi-Sankyo

OUTCOME

ENHERTU®

Dato -DXd

HER3-DXd

DS-7300 (I-DXd)

DS-6000 (R-DXd)

DS-3939

20



Irinotecan
(CPT-11)

Prodrug of SN -38

' Approved for

refractory tumors in 1994.

Exatecan
(DX-8951)

10-fold more potent
than SN -38

Discontinued
(Ph3 )

Polymer -conjugate
of exatecan

Discontinued
(Ph1 )

Source: R DeJageret al.,, Ann N YAcad Sci. 922:260273 (2000), SoepenbergO et al., Clin Cancer Res 11:70%11 (2005)

v

Daiichi-Sankyo

DXd

(Exatecan derivative)

21



"7 X7 T M 42 )
I —
& -
&
Protease cleavable peptide:
GIy-GIy-PheGIy
\;\«‘1‘1’-’;’ \/\/\)LN,\er\)L ,[ ;\)—X—N
Entry X DAR Aggregate (%) KPL-4 ICg, (nM)
1 None 3.4 26 0.33
2 -NH-CH,-(C=0)- 3.2 3 0.39
3 -NH-(CH,),-(C=0)- 3.8 2 0.07
4 -NH-(CH,);-(C=0)- 2.6 3 0.05
5 -NH-(CH,),-(C=0)- 3.4 4 0.07
6 -NH-(CH,):-(C=0)- 2.5 20 0.11
7 -NH-CH,OCH,-C(=0)- 7.7 0.6 0.19

Source:Abe Y et al.Drug Delivery System 34-1, pp.52-58
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Daiichi-Sankyo

HER2 34 CDX/PDX =

150

00 { TUMOTr regression: 82% (28/34 models) T-DXd BR: Breast

GA: Gastric
50 -
0 .:l+-+-+-

CO: Colon
-50

PA: Pancreas
LU: Lung

OV: Ovary

ES: Esophagus

-100

OO T R O TS BN S S S N S S S SN S S N RPN S NP~ ) @ S A
é’é ‘\)f; «n}p 0_4\ /\)}o N A }s&% 4;‘5 NS \Q@ N bcg ) -{'l:\ \n_,’\ 0\ ‘b{\\ ) "_» ’\ '\@ & ’\ %@b .@, @\Fo & &q, 1,\\5/% &‘{,\ ; & e ]
6 F LSS LS B S \» S & & S LSS & & c,’\ & P& 8 O \:‘3’ & & S ot DL
of W o7 W N 25 & Fo '\ AN O S AP AR -l AP AN P AN LSS SN
o %A\@Q\S’@@&@@@@Q \h%@‘»\QQ&@%@@Q@Q&L O PV KOy
O ¥V P o X @Q' S & ? & & 3 & S & & &
N <
&
150
100 4+ — T'DM1 ]

HER2 IHC

50 4 — ————ml

50 1-Tumor regression: 24% (8/34 models)
-100

Relative tumor growth volume (%)

«© 459‘3\9@@@9@ & ’@\5\ :\\d"\\& IS\VUQ@ bhs:."‘\\o“\\o -‘DQ@C‘)@ P
&) % I & o9 R IS O S
2@ T ¥ Pe® & ¥ ¢
AR NN PR F QO GV e NN T Q!
O P G RV < & oy

CDX: IHC: atl PDX: 4
* Weak HER2 expression was detected in models with IHC 0, except for MDAVIB-468-Luc by another method than IHC. T-DXdKAAMIMAUM ¥4 YMAVdpIdn1Up

Source: Yuki Abe et al.,Bioconjugate 2016
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ADC O

AN
® ADC 1 ADC 2 ADE 3 A 5
Dato -DXd D‘S-’%\?gw - 5 N A v\lﬁlx 5 N AT NN '-’\4:{44: VX
HER3-DXd <« IND A 'ND 7 VI Anv’ o nv’ o
DS-7300 (1-DXd) - wﬂ
DS-6000 (R-DXd) AN 5
DS-3939 L :
DS-XXXX

ADCK ~ A7 i INDK A ’ 25
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Organic links and strong teamwork

Technology

Discovery
Science

Unique value for patients

ENHERTWP
Dato -DXd
HER3-DXd

TARLIGE
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0 pData-Driven Drug Discovery, D4 P v

Exploratory Hit discovery Hit to lead / Lead optimization Pre-Clinical

Test

Make Real
/' DMTA pnaysis

Design p
‘ Cyber Make:

o Compound
Analysis: DMTA  Generation

Virtual
\ Test:l

Evaluation
Prediction

D4

DELKDNAM n1a+" MAAni
VYV AMYANnA

_ _ ) ) DMTAK Design -Make-Test-Analysis p kéa k k NnNMA4nPji FBDDKMANAJA iog
Source:R.Kunimoto, J. Bajorath, K. Aoki., Drug Discovery Today, 2022 HTSKM™ M1 n J

Ni VSKdnVA4IMYAnYIN



Cyber DMTA

¥

Analysis:

Virtual
Evaluation i

CADDKM 4 M1 nM

i DMTA: Design -Make-Test-Analysis p ka k k

‘ Cylierr  Make:
C d
DIWTAY  Goneratio

Generation

Test:

v

Daiichi-Sankyo

In-house

substituent
database

Prediction

NnNvM4nPi DAK AnM §

lDatabase
In-house Public
- -
U. 4 -—
- -
=
L =
Projectlocal
dataset
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Daiichi-Sankyo

Science Technology

kT TONT OYd W
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Y0k ki 4N41ny 4 ADC
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Daiichi-Sankyo

EXPAND EXTEND
]
Treatment Line Time
Other cancers with ENFIERTLY Seque.nce.
Combination

EXPAND

Indications

remaining unmet needs

Lung

Earlier lines
Combination

Breast

A i DXd ADC
NV

A 0 NN
97 atf T P2,

A ) I ~
’ ~a A T

OMANnMV~’

Formulation

Dato-DXd

HER3-DXd

Pipeline

DS-3939 / DS -XXXX (DXd)

Next -generation ADC
Other new modalities

Replacement

EXTEND

Sustainable
contribution

A ® TdAN AN M A
A N° sequencing |
combination i ~ formulation
A T W oANT . 7 5DXd
ADCs =~ v
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EXPAND

EXTEND

Treatment Line

Indications

Other cancers with
remaining unmetneeds -y oA ND

Lung
EXPAND
Earlier lines Breast
Combination

ADCK ~

™ I>» >

5DXd ADCs

Daiichi-Sankyo
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TROPION-Breast01 u
ESMO 2023

Dato -DXd HR HER?2
TROP2 ADC

TROPION -BreastO1
V PFS . .
0 PFS™ OS

| a

>

6§
1.07 PFS by BICR: primary endpoint A ,
09- A 2023 94~ TLRA 4
» 08 : S IRUT ADato-DXd . AT Qi A 9T 63%X 14”7 di
w07 Median PFS, months 6.9 49 0 - > wow S M s
o - (95% CI) (57-74) (4.2-55) 37%X 24 4 Ol I
> EE_ HR (95% CI) 063(052-076) A PFS BICR : Dato-DXd (n=365 P’
5, | P-value <0.000% 69 | ICC (n=367) = 49V AT 0S¥ n
| . , ’ N Y N . O R
E 0.3 : I
02 ! : | A ORR: Dato-DXd °~ 36.4% j ICC °’
— Dato-DXd (n=365) l ! — ' 22.9%
014 — 1cC (n=367) i | 14.6% L A ° . ] . o
0 . : . i . A Dato -DXd ICC N4n135NA
0 3 6 9 12 15 \ NN 0
Number at risk Time from randomisation (months) - TRARX 0 (45%)
DatoDXd 365 249 158 66 15 4 AILD 1 2
ICC 367 205 93 26 8 1 1 XV4n13i 1 xXN4n15 AN
PFS by investigator assessment: Median 6.9 vs 4.5 months; HR 0.64 (95% Cl 0.53—0.76) A TROPIONBreat0l Y n M 2023 SN
ANV YV A Y2023 J 74 i N
ADCK ~ 417 i BICR: A AN ﬁicl:* Ai HR:M14Ad " 7 i HR:M\n1 | ICC: Tooat T i DA s i ORR: A i 0s:1Jd 0Ai PFS: J b

Ai TLR:top line results | TRAE: T A6, 1



PD-L1
expression

cl:”
TAP:

Dato -DXd

Dato - DXd

TNBC 1
¥ ObjectiveResponse ¥

Best change from baseline
in target lesion size (%)

100

I
S
|

o
|

dn
S
|

H High
L Low

-100 — U Unknown/Missing

BEGONIA
ESMO 2023

Confirmed ORR was 79% (49/62; 95% CI, 66.888.3)
with 6 CR and 43 PR

SP263 PD-L1 TAP 10% cutoff LLLHLLLLHLLHHLLLLLULLLLLLLLHLLLLLLLLLHLLLLLLLLLLLLLLLLLLLLLHLL
22C3PD-L1CPS10cutoff L LLHLLLLHLLHHLLLLLULLLLLLLLHLLLLLLLLLHLHLLLLLLLLLLLLLLLLLHLHLL

BEGONIA

BEGONIA

B Progressive disease

A k

R M K B B B BV

O1 s

VAV AMYInA [
pPD-L1 ¢ P~

Ai CPS:
,/1-\~

~ =

6

A

cAal.

PD-L14~ ~

“Oi 46

[ stable disease

B Not evaluable

e TNBC1 )

YnJudAy 1

nai 9.
4114191\ M° Dato-DXd

at

X

n-l

.. AT T MMT i CR
AL TNBC: VAN VT M

N

B Partial response

i DOR:

[ Complete response

0 ILD: A

6

Probability of progres$iea survival

04— Median PFS was
037 13.8 months

v

Daiichi-Sankyo

PFS

__ Durva + DafdXd
(N=62)

o1 (95% CI, 11.8NC)

! ! ! !
0123456 78 910111213141516171819
Time from first dose date (months)
A MY A Y 20234 24

:15.5 , PFS :13.8
X N
T Vi1 AT T
AN
1n1éxXé P
NG | ORR: A i PFs: J 04l PRAA
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o' DESTINY -Breast01/02/03 O
ESMO 2023 Daichi-Sankyo

®
HER?2

HER?2 DESTINY -BreastO1 DESTINY -Breast02 Ad A~ (IC-ORR 45.2%

DESTINY -BreastO3 vs 27.6%, median IC -DoR 12.3
vs 11.0 months) ®. ~ O

4 ORR2 (IC-ORR 45.5% vs 12.0%,

median IC -DoR 17.5vs NA) 7

T-DXd BM Pool Comparator BM Pool [O:EJ] ? A7 0 V_ T-DXd °
.Complete response , 90 45.2 455 :
Partial response x ! intracranial (IC)
] : 27.6 ~ -
§ 30 | i responses X . I
S 20 i A ~ p
8 |
Exploratory best £ 2 =8 : 21 12 AD A _ p 1224 A vs
IC response, ORR 10 | (n=14) 2 8.7V A P17, Os
and DoR by BICR : p 185v A vs4.0v A P 7 08l
Treated/stable BMs Untreated/active BMs Treated/stable BMs Untreated/active BMs (O N - 2
(n =104) (n = 44) (n = 58) (n = 25) 17 . T-DXd .
Best overall IC response, n (%) CNS' PFS X ) L. |
Stable disease 48 (46.2) 15 (34.1) 28 (48.3) 15 (60.0) ~ .
Progressive disease 3(2.9) 1(2.3) 7(12.1) 5 (20.0) A ~ = /1 O1 s \_I -1
Not evaluable/Missing 6 (5.8) 8(18.2) 7 (12.1) 2 (8.0) - . : - o
IC-DoR, median, months (35% Cl) 12.3 (9.1-17.9) 17.5 (13.6-31.6) 11.0 (5.6-16.0) NAL M 1 ) ’D - a
NG | 1 Olse M A
This table considers both target and non-target lesions at baseline. Lesions in previously irradiated areas were not consideredneasurable target lesions unless there was = T . o~
demonstrated progression in the lesion. 21C-ORR was assessed per RESIST v121C-DoRNA due to small number of responders (n < 10). v 1 N 0] I
BMK i BICRK a AN A'i DoRK “bhAiick Al NAKA 40 i ORRK A i T-DXdKAAM ITMAUM Y4 NMAYNIpIdnTUp

37



) DESTINY -Breast08 O

SABCS 2023 Daiichi-Sankyo
® HER2

DESTINY-BreastO8
HER2 47 o X7 47977 [ Y44 1@

—2
Ce

R o i 5 A Lo~ - Phib A T-DXd+ 1MA4MnipANAP
= = = 66.7% i T-DXd + M1 ¥ MAAJdApFULP
100 I R
T-DXd + ANA | T-DXd + FUL [ T-DXd + ANA (N=21) Abie UdAM: ™ 4 > C e v A
(N=21) (N=20) 28 501 CORR71.4% (95%Cl; 47.8, 88.7) qi 4 7 > p "
Any-grade AEs 20 (95.2) 20 (100) £ A ' . .
E@ 07 N s T
Any AEs OGrade 3 10 (47.6) 11 (55.0) g,,i’_’ A T-DXd + ANA ”—[2 - . D l
c o [ N
Any AEs OGrade 3 pos 7 (33.3) 10 (50.0) 55‘50' 1 N'I“ T-DXd+FUI\_ NAn1 2 LD/
either drug ' ' 8.5 X5 .
m
; -100 ~ 2 N .
AEs leading to dose T Ay i . . . A AORR T-DXd+ANA = 714% T-DXd
mterruptlons/delays of T-DXd ( ) ( ) :Esgllﬁg T+ 1+ 1+ 1+ 2+ 1+ 1+ 1+ 1+ 1+ 1+ 1+ 24 2+ 1+ 1+ 2+ 1+ 1+ 1+ 2+ 7 0 -
K K M 1L treatment W 2L treatment + FUL 400@
AEs leading to dose reduction of T-DXd 6 (28.6) 4 (20.0) A PFé T-DXd ANA * 1344 A (95% Cl
1007 - = m - + . 0 ;
AEs leading to discontinuation of T-DXd 4 (19.0) 6 (30.0) . T-DXd + FUL (N=20) . <> ( o !
Ay SAES PV Yo 8% sl CORR40.0% (95%Cl; 19.1, 64.0) 8.5,19.4) | T-DXd +FUL U
' ' 2 95% CI; 5.6, NE
AEs | eading to death 1(4.8) 0 Sé o A E{ \4\4’\1 '\J’X L),\( ~ . > >
S @ n X O : | 6
AESIs L 50) 33 .t axa .1 ]
Ejection fraction decrle(4h8$edy5(256)a" %5_50— /1'\( i | A '\( . X |
Pneumonitis (adjudicated as ILD related 0 o v e
grade 2 o =
to any study drug) @ 00
Data cutoff: AUQ 16’ 2023 :ERRgllﬁg 1+ 1+ 1+ 2_+1+2_+ 1+ 2_+ 1+ 1+ 1+ 2_+1+ 1+ 1+ 1+ 2_+ 2_+ 2_+1+ 1+
. 1L treatment M 2L treatment
E Reported by investigator a s-induedpandumahitist howeder, hesllaDsvas natcahsiddreduogoe drug -induced by adjudication. éBoth cases Grade 2 and resol
not reached for these patients at the time of data cutoff. AEK 4 i AESIK ~ a7 p 4 i ANAK™ 1M v 4Mnii CIK® Ai cORRK A A i DORK S04l FUKYMAYMAAJdA] IHCK af
. > e 38
i ISHK insitu hybridization i mPFSK J 0AA i NEK 0 i ORRK A i SAEK g 4§ T-DXdKAAM TMAUM Y4 NMAVIpIdnTUp



O
DXd ADC
]

DESTINY-Breast1l DESTINY-Breast05 DESTINY-Breast09
Non-pCR

TROPION| | TROPION|| TROPION DESTINY-BreastO4
TROPION-Breast04 -Breast03 | | -Breast02 || -Breast05 HER2 low

Non-pCR CPS<10 cpPsOio

T T A T I

DESTINY-Breast01/02/03

MAYd Y AA
A

HER?Z2 low DESTINY
DESTINY -Breast04
-BreastO6
MY Y A1
A
HER2
IHC >0<1+ TROPION-Breast01

HER2
IHC O

On-going study | ENHERTU’ Dato -DXd HER3-DXd

VMMM ) A 7 7 P CPS: combined positive score | HR: M1 AJd 7 | HT: M1 A4d 7 | IHC: af i pCR: &t A 1 i TNBC: VAV 1 YY" 4 x~ 39
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ADCK ~

NSCLC DXd ADCs
, 120
1. " a p. U
p combinationsP ~ “
NSCLC

DXdADCs = MY nYAdd~™ 1

I 77 JdJ AV AYn M A T
SCLC
N

47 i NSCLC: & X~ , SCLCh X"

Daiichi-Sankyo
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=\ =200 DESTINY-Lung02 Primary Analysis
WCLC 2023

HER2
® 5.4mg/kg

NSCLC

Objective Response in 5.4 mg/kg

407 BICR (N=102)

207

Location of HER2 mutation:
= Kinase domain
= Extracellular domain

-207

-40 7]
601 ORR 49.0%
_80- mDoR 16.8

(95% CI; 39.0 -59.1)
(95% CI; 6.4 -NE)

Change from Baseline, %

20{20{20]20]20]20{20]20( 20 20{20|20{ 20] 20{ 20] 20]20] 20{ 20 20}20] 20 19 20{ 20{20{ 20{20]20{20] 20| 20] 20] 20] [20/20]20]20(2020{ 20[21{ 20 [20|20]2020]20|2020[20{ 20{20]20 20] & [20]20[20]20{20]20{ 20 20{ 20 20{ 20{20f 20 & { 0] 20]20] 20] 20{20}20{20 20f 20f 20 20] 20f20] 20{ 20] 20f 20] 20{ 20} 19{ 20 20{ 20{ 20 20{20]
HER2 mutation®
[0 A A A A A A A R T R S R R R AR R A InnnnnneEn {0 A A A A A 3 A A A A 5 A A A A A A A
HER?2 amplification® I
Y
H

5|s|7

Prior HER2 TKI therapy

Previous anti—PD-(L)1 therapy
Number of prior lines of 3 3 5 A B
systemic anticancer therapy

A149Mn1Y9 54mgkg 7. " 64mgkg T ~ 0

AHER2 4 ~ M™ \j HER2 ~ i "id X~ A Wi
Abie NAMI ™ 47 | 1T O " X | TEAEsq. "~ ILD
44 X 77 " 54mgkg X T "9

v

Daiichi-Sankyo

DESTINY -Lung02

HER2 | ~ 7. NSCLC
A7 97 Yd¥Mn1Y 54mgkg
6.4 mg/kg 6 ~Ole ~
~ . Ph2
DESTINY -Lung02 *
® HER2

NSCLC
2023 8

2023 10

* Al p 2022 84 P

*Indicates the patient had 0 best percentage change from baseline in the sum of diameters for all target lesions. Numbers in the HER2 mutation row indicate in which exon the mutation occurred (8, 19, or 20). HER2
amplification was only assessed in patients who received T-DXd 5.4 mg/kg. 2Activating HER2 mutation documented from an archival or fresh tumor tissue sample by certified local laboratory assessment. P HER2
amplification status was evaluated using an exploratory Oncomine DX Target test copy number algorithm on NSCLC formalin formalin-fixed paraffin paraffin-embedded tissue samples.

BICRK AoAA Ai CIK™ O AN i NEK A0 | NSCLCK &

TEAEsK YRR 4

ni K
i sKki

Ni ILDKA e i mDORK

X7 | T-DXAKAVAM ITMAUM A4 NMANIPpIdIMIn1UP]
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TROPION -Lung01 NSCLC 2/3 @)
ESMO 2023 Daiichi-Sarkyo

Dato -DXd NSCLC PFS
ADC

Dato -DXd

100 - .__,_.‘\ Median (95% Cl), Dato-DXd Events/n HR
< months? 44(4256) |37(29-42) Dato-DXd Docetaxel
80 h HR 0.75(0.62-081) Age at randomization <65 years 118/162  115/155 —— 0.67
P-value 0.004 265 years 85/137  103/150 ———i 0.83
3;; 60 - Prespecified 0.008 Sex Male 136/183  158/210 —e—] 0.79
3 408 boundary (2-sided) Female 77116 60/95 —— 0.71
'g Race Asian 761119 82/120 —— 0.77
b 40 w1 Non-Asian 131172 129177 —e—i 0.76
e Smoking status Never 36/61 33/52 —_— 0.67
50 - 282 Former/curent 177/238  184/251 —— 0.77
178 . Brain metastasisat ~ With 33/50 31/47 [ ——— 0.64
0 + Censored ' s = —. baseline Without 180/249  187/258 —— 076
0 é ;l 5 é 1'0 1'2 1'4 1I6 1I8 Histology Non-squamous 156/229  168/232 —e— 0.63
No. at risk: Time since randomization, months Squamaous 57/70 50/73 r = 1 1.38
Dato-DXd 299 216 156 9% 74 46 24 10 2 0 : . ——
Docetaxel 305 186 20 53 12 19 1 7 0 0 Aefionable genomic ﬁ:’:::r:t 122;‘;?2 122@25 i gz:
Dato-DXd Docetaxel ‘
ORR (95% CI), %" 26.4 (21.5-31.8) 12.8 (9.3-17.1) 6 o5 1 15 2 Y
DOR (95% Cil), 7.1(5.6-10.8 5.6 (54-8.1 .
(95% C)). mo ( ) (543.1) Hazard ratio
A PFS Data cutoff: Mar 2023
A4Nn1 K 0.75(95%Cl,0.62 -0.91 A ~ -
A : : ( ! ) A4Nn1 K NA X~ 063, NA X~ 1.38
A ORRK Dato-DXd; 26.4%, 1 MM Y \Md1;12.8% A n ~ o~
" ' ’ ’ : AMNn1 K NY 17191 / 1 41 0.84,
A PFXHA K Dato-DXd;4.4 4 A ,1MdMMYNN1;37vA -
A , - . - , .~ NY 4 1MA1 A -7 4 0.38
AOS A A n 1 Dato-DXdX O 11 Bl '
A
3Median PFS follow -up time was 10.9 (95% CIl,9.8  -12.5)and 9.6 (95% CI,8.2  -11.9) months for Dato -DXd and docetaxel, respectively.  PIncluded four CRs and 75 PRs for Dato -DXd and 39 PRs for docetaxel.
°Regardless of histology ) 43

ADCK ~ A7 j cr” A1 DOR: TO0Ap DTX:1MMYNAi HR:MNn1 | ITT: "1 i moKJAdji NSCLC: & X" i ORR: A i 0s:t 4 04 PFS: J b4



TROPION - Lungal

Dato -DXd

NSCLC

ESMO 2023
Dato -DXd NSCLC 2

v

Daiichi-Sankyo

100 100- .,1\
Median (95%CI), |t 3 Median (95% C), Dato-DXd
80 1 months 56(44-70) 37(2942) 80 months 28(1940) 39(2845) .
- HR 0.63(0.51-0.78) - HR 1.38(0.94-2.02)
F 60 ORR, % 312 128 Z 60 ORR, % 99 127
3 DOR, months r1 0.6 3 DOR, months 59 8.1
u:n.nj' 40 :.:' 40
& &
20 20
+ Censored + Censored
0 = —
! ! ! ! ! ! ! ! ! 0 T T T T T T T T 1
0 2 4 6 8 10 12 14 16 18 0 2 4 6 8 10 12 14 16 18
No. at risk Time since randomization, months No. at risk Time since randomization, months
Docetaxel 232 135 90 50 32 14 10 4 0 0 Docetaxel 73 51 30 13 10 5 4 3 0 0
AGA PFS HR: 0.71 (0.56, 0.91)
A NAOXTT T AT AN NMN4AnN 97 0. . A7 PFHA Xd4 NA X7 (56vs3.7 WA)
A TROPION-Lung08 VAAYMY ™ 7] NA XT A ~ N T A A
A TROPION-Lung0l’ A nM~ ~ pi 2023
NAOXTNMYYA AGAv, 3 ~ °
AGA: " NY 41V 1 A icr” Ai DOR: “b0Ai HR:MNn1 i NSCLC: & X~ i ORR: A i PFS: NI
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AESIK

Dato -DXd

TROPION -LungO1
ESMO 2023

ILD

=
All grades 257 (87) 252 (87)
Grade 23 73 (25) 120 (41)
Associated with dose reduction 58 (20) 85 (29)
Associated with dose delay 49 (17) 31 (1)
Associated with discontinuation 23 (8) 34 (12)
Associated with death® 3(1) 2(1)
Serious TRAEs 30 (10) 36 (12)
Grade =3 25 (8) 33(11)

anvestigatassessed. DaXd: 2 cases of ILD/pneumonitis and 1 case of sepsis;
docetaxel: 1 case of ILD/pneumonitis and 1 case of septic shock.
included

The safety analysis set

A1 NMYINA1D > 7 Dato-DXd’
TRAEX ~ 5~ =

A1 NMYINVA1D > 7 Dato-DXd’
© T X TRAE 97"

a~" p 4 i ILDK A s i MedDRAK \l

al |l randomi zed

v

Daiichi-Sankyo

5
Stomatitis/oral mucositis?
All grades 160 (54) 59 (20)
Grade 23 19 (6) 4(1)
Ocular events®
All grades 57 (19) 27 (9)
Grade >3 5(2)° 0
Adjudicated drug-related ILD¢
All grades 25 (8) 12 (4)
Grade >3 10 (3) 4(1)
Grade 5 7(2) 1(0.3)

aEventsncluded the selected PTs oral mucositis/stomatitis, oropharyngeal pain, mouth ulceration, odynophagiagibgsititegiaaoyabpain,
inflammation, aphthous ulcer, and oral mucosé@cafaevents included selected PTs from the corneal disorder SMQ and selected relevant PTs
eye disorder SOcluded cases of keratitis and 1 case of ulcerative kebititisides events that were adjudicated as ILD and related te use of Dz

DXt dbcBtAxEl ncllftifsLasés B &entaliLB/priddmorli€ Faged h MedDRAV26%0 ol tHedhardvi IHTESM Dt teadeidl B 8MGramd

PTs of respiratory failure and acute respiratorsAaiangieated patients, histology information per the case report form.

NAn1éHA i
A

i _ A

i PIK 1 i SMQK MedDRA

A
A

“A4° NA4An1é LD AN T A d

i ANE ~ 0 ’ TN -0 X
NA O OXT K 232 A4 (1.7%)

NA X" K65 A3 (4.6%) ©

i TRAK T A& 1
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soarsem TROPION-Lung05 O

ESMO 2023 Daichi-Sanko

NSCLC
Dato -DXd

[ TROPION -Lung05 AT 47 ai.  AORR
o . . ~ - - T PFHA S
Best Percent Change From Baseline in Sum of Diameters of Target Lesions A NY 171M1 A _ 35.8% 54
< ~ N2 2 ~ . . 0 .
100 . o A e NSCLC 41 2 I
No. of prior systemic lines for N R L~ ~ A D Dxa ¥ p
80 advanced or metastatic disease A . AV ato - a
o 60 > ; - - 5w = ~ ~
£ 4 w12 W 23 NVB 9 y A OT s \1;1.V1|, 1
X A7 77 Dato-DXd - NAn1edA 6
2 . A9 7 Ph2 L. 9 A a 1
£ _40 + + +++ 2 ~A \J kcd 5 e ~
Zg All Patients Patients with ) v _ .
- + Ongoing participant ] Response per treated with EGFR ALK A A ILD N
-100 Patient BICR patients mutations  rearrangement < » R
(N=137) (N=78) (N=34) N A4 4 e
Percent Change From Baseline in Sum of Diameters of Target Lesions in ORR confirmed, (4%) " i N 1n1 &9 A
- - - ¢ (35.8) 34 (43.6) 8 (23.5) ~
Patients With Confirmed CR/PR n (%) (278.444] [324.553] [10.7-412] R 19%) 65 1°
0 Confirmed BOR [95% ClI]® oo T o Xe ( 0) p 2
A PR Median DOR 7.0 7.0 7.0 N41n15P
o 2T (95% CI), months (4.2-9.8) (4.2-10.2) (2.8-8.4)
g%r _ ) :g;)m“ﬁ’md' 108 (78.8) 64 (82.1) 25 (73.5)
575 e = == \i._f—_ (959% CIJ° [71.0-853]  [71.7-89.8] [55.6-87.1]
100 |- S S Median PFS, 54 5.8 43
- (95% ClI), months®  (4.7-7.0) (5.4-8.3) (2.6-6.9)
o 1 2 3 4 5 & 7 8 9 10 1 12 13 14 15 16 17 18 19 20 AnVM YV AYMK 20224 124
Months
a  950% A Clopper-Pearson ° ~ 4 7 7 v PR 5. " PFS ~ KaplanMeier = “wc a AA AT
BICR: A AA A BOR: i A i cr” Ai CR: 1 i DCR: MJdA¥4n1 | DOR: TO0Ai LD A e i NSCLC: & X"~ i ORR: A i PFS: Jd 0]

PR: /N 4



HER3 -DXd

WCLC2023

HERTHENA-LungO1

v

Daiichi-Sankyo

ori Subset with HERTHENA-LungO1
. rior EGFR TKI .
Confirmed responses (any) and PBC prior 3G EGFR ; > " n LN~
and survival 3(’N=225) TKI and PBC 1 DA v EGFR TKIF],_ A [ ) [ EGFR NSCLC
(n=209) A7 77  HER3-DXd 6 ~ - 1 Ph2
cORR (95% CI), % 29.8 (23.9-36.2) 29.2 (23.1-35.9) Abi ad ORRi a DORi PFS OS
CR 1(0.4) 1(0.5) A2021J 124 FDA . 0 A N
Bost PR 66 (29.3) 60 (28.7) A2023Jd° A7 7 U A
overall response | SD2 99 (44.0) 91 (43.5) A 7 ’ I Ph3 * 7 HERTHENA-Lung02 X AN
(BICR), n (%)
PD 43 (19.1) 41 (19.6)
NED 16 (7.1) 16 (7.7) Al 1K A_GORR 29.8% | DORA 6.4V A1 PFSA 55441 OA
1194 A | EGFR TKI
DCR (95% CI), % 73.8 (67.5-79.4) 72.7 (66.2-78.6) ~ i HER3 . 6 S
DOR, median (95% CI), mo | 6.4 (4.9-7.8) 6.4 (5.2-7.8) A T w . TEAE p i & i " T ILD
. BV 53% BV i N4n15 ILDx1 T A 0T
@ ) ) L2 YUl L g . _ .
PFS, median (95% CI), mo | 5.5 (5.1-5.9) 5.5 (5.1-6.4) J4d " 4 & ) iP5 - . <y - 1
OS, median (95% CI), mo 11.9 (11.2-13.1) 11.9 (10.9-13.1)
2|ncludes non-CR/non-PD.? No adequate postbaseline tumor assessment (n=12);
SD too early (SD <5 weeks after start of study treatment [n=4])
BICR: AAA Al CR: 1 i DCR: MJdA4n1 | DOR: 040 ILD: A s i NE: 0 i NSCLC: & X" i ORR: A ios:td 0Ai
PBC: M A M 1 i PD:” A PFS: J 04l PRAA i SD: 0 Ai TEAE: AT4T 40 TKEMAY 4 TnN

U
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HER3 -DXd

HERTHENA -LungO1

ESMO 2023

HERS3 -

v

Daiichi-Sankyo

DXd

All patients with baseline BM

Patients whose baseline BM

by CNS BICR had not been irradiated
Responses by CNS BICR® (n=95) (n=30)b
CNS cORR, n (%) [95% CI] 19 (20.0) [12.5, 29.5] 10 (33.3) [17.3-52.8]
CR, n (%) 15 (15.8) 9 (3(]'.0)C
PR, n (%) 4(4.2) 1(3.3)
SD/non-CR/non-PD, n (%) 57 (60.0) 13 (43.3)
PD, n (%) 13 (13.7) 4 (13.3)
NE, n (%) 6 (6.3) 3(10.0)
CNS DCR (95% Cl), % 80.0(70.5, 87.5) 76.7 (57.7-90.1)
CNS DOR, median (95% CI), mo 9.2 (8.1-11.1) 8.4 (5.8-9.2)
Snapshot data cutoff, 18 May 2023.
Median study follow-up, 18.9 (range, 14.9-27.5) months.
CNS" 71 6 i a " 0. HERTHENALung02
S N A
BICRK A AA Ai CNSKA i i CRK i i DCRK MJd44n1 | DORK T0Ai MRIK T
X"’ AT 7T 1T 147 Jdj SDK oA

Partial CNS Response in a Patient With a
Measurable CNS BICR Target Lesion

Screening

Day 167

i ORRK A " Aj PRKA4 | RECISTK

a 7 patients had measurable target lesions; 23 patients had only nontarget lesions. ? 8 patients had only nontarget lesions. ¢ Includes non-CR/non-PD.
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DS-7300
(I-DXd)

B7-H3
SCLC

100

Ph1/2
WCLC 2023

SCLC

DXd ADC

DS-7300

4

v

Daiichi-Sankyo

PFS

> .
50 Confirmed Responses by RECIST v1.1 SCL(?n_E.4211r;lglkg 10— 0O6.4 mg/ kg ( N=
. _ =
E Objective response rate, % (95% Cl) 524 (29.8 —-74.3) 0.9
o " 60+ Complete response, % 4.8 T; 0.8
@ = .
'E.E 40 Partial response, % 476 2 074 Median PFS:
Eﬂ § .%?:.' 06 5.6 mo (95% CI, 3.9-8.1)
=5 % 05
ES 85
a - % 04—
P e
FY: 5 03
g% E 0.2
28 '
S
] 0.0 T T T T 1T T T T T T T T T T T
& 0 2 3 4 5 6 7 & 9 10 11 12 13 14 15 16 17 18
Time (mo)
100 Starting Dose Level || 6.4 mgkg [l 8.0 mgkg ] 12.0 mgikg 16.0 mg/kg Number of
Patients at Risk: 21 % 14 12 10 7 7 & 3 2 0 0 0 0O 0 0 0 0O
Data cutoff: January 31, 2023
A 1 n’ i i 2 A 29 dpA1dMMKI1I-7P
A ORRDb52.4% p 95% CI,29.8 -74.3Pi mDOR 59V A p 2.8-75P i mPFS5.6v A p 3.9-81Pi mOS 122V A p 6.4-NAP
Al N7 ! e KA ~0le 7 d N OTe MAMI 41 D) ) "N
A SCLC 41" A ~ ~ Ph2 p IDeate-1P~ ~ VI
ADCK ~ A7 i CIK® A1 RECISTK X"’ A 7.7 17 147 di mDORK oA i mOSKT J 074 i mPFSK J b i NAKAN 40 | ORRK A 49
i PFSK J 0Aj sCLcK & X"



bS 7399 |Deate -1 SCLC Ph2 >

(I-DXd)
|
A SCLC DS-7300 Ph2
|IDeate -1
A
v SCLC Ph2 IDeate -1
SCLC Arm 1: DS-7300
_ 8 mg/kg Q3W (N~40)
Treated wi Extended enrollment at
prior platinum - | > the selected dose
based regimen (N=100, total 140 at RP2D)
andO3 previous Arm 2: DS-7300
regimens 12 mg/kg Q3W  (N~40) ORR (BICR)
0ie i PFS DORi OS
A Ph3 2024
BICRK a AA Ai DORK “0Ai ORRK A i OSK1 J 074 PFSK J 0A4]i Q3WK3 _, i RP2D: Ph2 ° i | SCLCK & X"
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DXd ADC

DESTINY-Lung04

TROPION
-LungO07
PD-L1<50%

On-going study A

ADCK ~ A7 i AGAK™ N Y 14 1Mv1 y i NSCLCK & X"~ | SCLCK & X"

2L+

HERTHENA
-Lung02

HERTHENA
-LungO01

DESTINY-Lung01/02

TROPION-Lung01

v

Daiichi-Sankyo

TROPION
-Lung08
PD-L1050%
DS-7300
(Ph2 IDeatel =~ A A)
0~ Ph2 p A> 7P
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DESTINY-CRCO02 Ph2
ASCO 2023

® HER2

107 T-DXd 5.4 mg/kg Q3W Total (N = 82)

50 cORR37.8% [27.3—49.2]b
52 4 mDoR 5.5 months [4.2-8.1]°
33 .11 ¢
gg N A Y
i EAEECEA e
; %T 4 4 ‘
DO 64 Patients ‘

T84 Best minimum change, % A

i 100 HER2 status®: m IHC 3+ m IHC 2+/ISH+ A RAS Mutant A

Only patients with measurable disease at baseline and at least one postbaseline tumor assessment were included in the waterfa

a HER2 status was assessed by central laboratory. b 95% confidence interval.

cORR: A A i IHC: at i ILDK A s i ISHK in situ hybridization; CRC: 4 X~ | mDORK
T-DXdKANAMITIMNAUM A \1\4“1‘14[5“1440’1(@

v

Daiichi-Sankyo

A 5.4mg/kgn. " 6.4 mg/kg N
’ X N
A 5.4mglkg . " | RAS
X N
Afﬁeqjm“( YdMn1@®
NAM1 474 T 7 8 | 54mg/kgX
A ILD/ AN T A4 7T 7T NAn

1797 54mghkg 84% 6.4mgkg

12.8%

A 54mgkg ~° N4n1 03 ILD/ ,
wi4N‘§.4mg/kg‘ 1 N41n15
XU
A 54mghkgx i v AM YK
VM VA Y AdMY v
Il graphs.
ThAA i Q3WK 3 . i
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S0 DESTINY-PanTumor02 o
ESMO 2023

DESTINY -PanTumorQ2 HER?Z2

~

A1 41:0RR37.1% i

DORA 11.3 v A
100 - a A IHC 3+ 41 :ORR 61.3% l
DORA 221\ A
2~ A N7 6 A7
X ? N ~ -
¥ 56.3 56.3 V. PFS OS” _
o o ~ :}: ! ™ kd kel
TE 39,0 44.4 & A 0Ts MAM1T A1
= 36.8 : = > .
Ew 350 200 g & MAMT 4] 7
s> - + . 2 2
g 18.8 3 2%% L I NY4n15 ILD 44
I - - kd
- = 53 1.1%
< 0.0 4.0 0.0
0 - A HER2® X~
n= 40 8 20 40 11 19 16 20 41 16 14 25 2 > , - r] -] ~
Median DOR, NR 11.3 8.7 8.6 5.7 /I M .
months (95% CI)" (9.9, NR) (4.1, 22.1) (4.3, 11.8) (2.1, NR) (NR, NR) ~ A ¢
All patients (N=267) IHC 3+ (n=75) IHC 2+ (n=125) DEST| NYPanTumoroz
ORR, % (95% CI 37.1 (31.3, 43.2 61.3 (49.4,72.4 27.2 (19.6, 35.9 A ad s>
: o (95% CI) i ( ) ( ) ( ) AnM J 2023
Median DOR, months (95% CI) 11.3 (9.6, 17.8) 22.1 (9.6, NR) 9.8 (4.3, 12.6) )
Analysis of ORR by investigator was per f or-mD¥ddallpatentp @$267e n incudingt®d patieetcwath IMG1d [n=2%], IHCD $ne30]pof unkinown IHC status [n=12] by central testing )
and patients with  centrally confirmed HER2 IHC 3+ (n=75) or IHC 2+ (n=125) status. Analysis of DOR was performed in patients wit h-DX&jleatientsyned9;r eisqudingd®e who r e
patients with IHC 1+ [n=6], IHC 0 [n=9], or unknown IHC status [n=4] by central testing ) and patients with  centrally confirmed HER2 IHC 3+ (n=46) or IHC 2+ (n=34) status. aResponses in extramammary P
disease, head and neck cancer, oropharyngeal neoplasm, and salivary gland cancer; b includes patients with a confirmed objective response only

cl” Ai DOR: ToAi HC at i ILD: A s i NR: i ORR: A i 0S:tJ 04i PFS: J 04 T-DXdKAAMIMUM ¥4 NYMAYVdpIdMn1Up B5



DS-7300 Phil/2 U
(1-DXd) ESM0O2023 y

DS-7300 ESCC mCRPC sgNSCLC

ESCC MCRPC SgNSCLC

» 100 Starting dose level @ 100 7 Starting dose level @ 100 Starting dose level
“6-% 80 | W4i3mgkg M8Omgky M 12.0mgkg -E% 80 W 64mgkg M80mgkg MHA120mgkg 16.0 mglkg "6-% 80 - M 48mgkg MM 120mgkg | 16.0 mgkg
2 £ = ] s
>3 60 — > 60 2B 60 —
Eg 40 Eg 40 | Eg 40 4
oD = =
E’; 20 - Ee 2 gg 20 |
Sz 0+ ST 0 S 0
28 5 28 - £ .
S E s E s E
© 2 40 e 8 40 L 40+ 4
g2 01 (95% C1 8.3 241.0) - (95% C1 15.0 238.4) Z8 N (95% Cl9.1 2614)
@™ E 80 AmPFS:28v 4 (2.1-55) CE 01 AmPFS:53v 4 (4.1-6.9) s ™A 4 AN PLPFES OS
© _100 - /6 mOS: 7.0 ¥ A (4.8 -12.2) = _100 4 A mOS: 13.0 v A (10_3 -16.0) = _100 R ‘ a
A s XU O0Te MAMI ™ 47 AnM YN A Y 20234 1A
AA~ " Dler & Noo@E 0tFe MAMIT T 4T 3 7T o S AnMo T
i 1 A" (B3%)N41n1 03 TEAE (19.0%) A (4.0%) p~ S AdN Y (. . 3.4%)
AILD4~ = 5 ~ 7 .. " AnMca koA TN 7T N T ILD 10 p57VPi 5 2 NA4n13Y
NpN4n14K12mg/kg ~ 1 i N4n15K16mgkyg ~ 1 P
* n=73, ORR’ [V C) A~ “ 17 ORR 48mgkg YA 1T ~“1d5A, N ivnMA™ 4 N A TN nMATdY 2494 b Y& ST e T W oADMYV AYMAT T G
“a W A T B9 T A
cr™ A1 ESCC: NA X7 jILD: A e i mCRPC: 6 s AA X" imOS:tJd 044 i mPFS: JobAn i ORR: A i0S:iJ b4 PFs: 4 0] scLc: b X 56

~ i sgNSCLC: \ A & X " | TEAE: I ) 4



DS-6000 Phl

ESMO2023

R-DXd
DS-6000 ( CDH6 ADC)

v

Daiichi-Sankyo

y

A Confirmed ORR: 46% in the 4.888.0 mg/kg OVC cohort (23/50; 95% Cl: 3261)
A DCR98%
A Number of prior systemic regimens, median (range)

14 (1-13)

80 —

60—

40

20—

4.8 mg/kg
8.0 mg/kg

0—

-204

.40

of diameters of target lesions

of diameters of target lesions
% Change from baseline in sum

-60 —
-130

Best % change from baseline in sum

-804

-100 -

A Median time to response: 6 weeks (95% Cl: 511)
A Median DOR: 11.2 months (95% CI: 3.@NE)
A Median PFS 7.9 months (95% ClI: 4.412.4)

Starting dose level
M 4.8 mg/kg (n=9)
M 5.6 mg/kg (n=4)
M 6.4 mg/kg (n=23)
M 8.0 mg/kg (n=13)

Time (months) from first dose of study drug ANMYY AYM 20234 74

A A ORR: 46%, DOR A :11.2 M A , PFSA 7.9V A

A & “0Te NAMI T 4T T I I DXd ADC> 4. . .. 4 ° 719

A48-6.4mgkg MMn " A" " 4 89%(4/45) XILD” 4 T (7 T NAn1E) T 9T 27 Ad° AN T
8.0mg/kg MMnA~ A 7. A" 33%(2/60) XN4n1é& ILD” 4

A> ~° Nl T AT DT e ] s | PKR. ~ e N4AM1 7T 47 80mg/kg MMnAN~ ~ i 31 (4.8,56,6.4
mg/kg) ~ 7. T A 1.

A Ph2/3 - A

N nMAT 9N A ‘ X" 9" 27 AN T Ay nMAT JI XA . 379" 17 4’1’wnwnwwnﬁuw«l‘w\l"“vnqﬂ«l’ R 57
Cl~ n'i DCR: MJdA4n41 | DOR: 0Ai ILD: A s i NE AU i ORR: A i OVC: X" | PFS: J 04 PK: 0



5DXd ADCs o

Daiichi-Sankyo

DESTINY-Breast09/05/11
DESTINY-BreastO6
DESTINY-Lung04

DESTINY-PTO2
’ A A

ENHERTW

AstraZeneca

TROPION-Lung01 II'ROPION— Breast02/03/04/05
Dato -DXd TROPION-Breast01 TROPION-Lung07/08

TROPION-
PanTumor01/02/03

HER3-DXd HERTHENA-Lung01/02 A

SCCiC
DS-7300 SCLC A s NS(’:ELCCC RPC Merck & Co.,

(1-DXd) Ph2 IDeate I’ A A _ 2 Inc., Rahway,
NJ, USA

DS-6000 [ I \ \

(R-DXd)

ADCK ~ A7 i CRC:M X~ | ESCC: NA X" | mCRPC: 6 e A X" i NSCLC: & X"~ i OVC: X" j SCLC: & X"~ i sgNSCLC: \A a X" 58



ADCK ~

Durvalumab
Osimertinib
Bispecifics °

DXd ADCs

Pembrolizumab

N

t A

~

A 1" DXdADCs J0 ~a ~.

A AN NYVAY 449nN" T

6
AN4149MMY A" DS1103
YdMdn1® |
A DXd ADCs
A VT VNV 4y
A A
AN YHa I A7 A 10 ~
B ’ 1 6 I A7

59



5DXd ADCs »

Daiichi-Sankyo

‘reatmetLe S ,, Y 5DXd ADCs

CF Ok VR

- -

Other cancers with = A
1 remaining unmet needs EXPAND A & ° 5* HHER2 « 1. * HER2 <~
‘g 7 . I 7 a 1.
<1 A Dato -DXd"~ HR s s X~ i A" YN A
E S o s~ Q.. bAT 4 TNBC i
- EXPAND . _ o ]
of A ® N4nd41~"10°. ASQqHER2 A ~ °
Earlier lines o
Combination A HER3-DXd" Dato-DXd ~ . N" M~ N NSCLC A~
— E . e : DXd ADCS - D
A DSs-73000 ° SCLE 4~ YdY 44 7
A
A ® HER24~ X~ 9 X~ N’ i
T 6 X U
A DsS-7300 * 7 7 77 DXdADC N X~ 7 o9 -
6 - u.
A DS-6000 " X~ "7 A~ s XU
ADCK ~ A7 i HRKM1Ad 7 j NSCLCK & X"~ | SCLCK & X" i TNBCKA A VA VY 60



EXPAND EXTEND : <

Daiichi-Sankyo

Time

ENHERTW Sequence
Combination
Dato -DXd Replacement

NeXt Wave Formulation
E HER3-DXd EXTEND
(¢b)
= DS-7300 / DS -6000
A DS-3939 / DS-XXXX (DXd) ¢ (ni oo
6 DXd ADC Next -generation ADC  contribution

Other new modalities

ADCK ~ 47 61



DAR: Y A,

DS-3939

Phl1/2

Phl/2 YN

DS-3939 (IV, Q3W) DS-3939 (IV, Q3W)

<

Ve ~ 2 w
7 Ne Kk o _

NSCLC X~ | . N
T X 7] : NnA

Cx
o
Cu
()]

,NSCLC: & X", Q3wW:3

i

6 DXd ADC
A A & Mucin 1 (TA-MUC1)~
AT AAN6 O XdADCI
TA- MUC1 y W
L. L X" 1 X"1| A
X" X" X"
X" 7 d
b, A1 47 DXd ADC " Glycotope
GmbHPp 1~ 1V 1 AdPD. A
S TA-MUCL ~ " 4
~ ADC (DARS)
A Ph1 1 NnAX AA
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EXPAND

Next Wave

A MYnM~ 0

6 & DXd ADC

N

A

N

DXd ADC
A

N o~
A\

AN

i
AN

ADCK ~ 47

EXTEND

Daiichi-Sankyo

Time

Sequence

ENHERTWP
Combination
BERIB)(e Replacement
=R T Formulation

2 EXTEND
(¢b)
2 DS-7300 / DS -6000

DS-3939 / DS-XXXX (DXd) ¢ tainable

Next -generation ADC  contribution

Other new modalities

63



ADCK ~

Durvalumab
Osimertinib
Bispecifics”™ ~

DXd ADCs

S1I4NMMNY A

DS 1103

(+)bxd ADC(+)

Pembrolizumab
N + A

A 1 DXdADCs J0 ~a ~.
A
A~|M«l\4\4\{«l“‘ DS 1103
YJdMn1e® |
A D A DXdADCs 1 6
g -
A VT NN T d A
A A 7
AN HSa I A A 10 ~
” ’ 1 6 J N7
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DXd ADC

: DXd ADC

DXd ADC

¥

SLFN11

¥

DXd

ADCK

-

SLFN11

~

EZHZ SLFN11 4~ X

~

A EZH2 °~  SLFNI11 4~ ~
NP AV N AAn N

DXd 9  DNA &
) ‘6~-']N\(’_ D

kd

- . . . Chemonaive

A SLFN11 DNA 6 N ' FoC—

- D . ~ /‘{ - . /‘I l1 ‘ induced DNA damage |
( E Z H 1/2 ) SLFN11 deficient DNA damage repair
AR g % Transcription CELL DEATH
§ JETSTSTETEY SRk
H 3 27 A v ow =, > - > ) Chemoresistant
A Ol 6 X |

- | chemotherapy
I induced DNA damage
S b S — /
7 ——

H3K27me3 SLFN11
SR, Transcription
OFF.

efficient DNA damage repair
«+ CELL SURVIVAL

Epigenetic chemo-resensitization

¢ 1 chemotherapy
) i ) induced DNA damage

v

SLFN11 deficient DNA damage repair
Transcription CELL DEATH
ON [

Cancer Cell 31:1681 (2017)
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DXd ADC “

A HER2 low/ultra  -low/null ®
Phlb (MDACC )
Key Eligibility Criteria Dose-escalation MTD/RDE Dose-expansion
A Unresectable or mBC (n=~12) > (n=~26 at RDE)

A Received >1 line of
chemo in mBC EXE

with HER2 IHC 0, 1+,
2+/ISH - Continuous 21 -days cycle until PD or unacceptable toxicities

Primary objectives Secondary objectives
A Progressed and no 1O gieRY Qf2 5.4 mglkg Q3W A Safety A PK
Ionger benefit from 150 mg/day QD 5.4 mg/kg Q3W A MTD A Efflcacy (ORR, DOR)
ET in HR+ A RP2D A Biomarkers
200 mglday QD 5.4 mghg QW
A DXd ADCs

ADCK ~ A7 i DORK 04 ETKA A4 i HRKM1Ad T T i IHCK af i ISHK insitu hybridization i mMBCK & X~ | MDACCKMD dMnVYdX~“MdMni
MTDK { i ORRK A i PDK™ Aj PK: 0 | Q3WK3 . i QDK1v 14| RDEKT T NnpAY T i RP2DK Ph2 ~ i
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DS-1103 ® DS-1103

A S| RPuUDS1103 X~ X4~ donéhat
A DS1103 YJdMn1@ 1 7 6

¢« =l

A N MSIRRIN 4 MnA
J N ~ -
Tumor inoculation ENHERTW 5 mg/kg
% Xk 4 \ 4 \ 4
| -6 0 3 7 10
60 - % Xk Day >
= _|_' 120 - Anti -mSIRPI A1 mg/kg
E 40 4 __100
O S
< 20 @ 80 -
E I
= — 60 - —
0 — 1 S e \/ehicle
| | | | | | | | S . .
¢° 59 Qo, Qo, = 40 - == Anti-mSIRPI Ab i
SO Q'S N N N === ENHERTU’
Qﬁ" Q" 0‘9 20 1— ENHERTU +
SITC 2022 Poster #808 ‘oe S x 0 Anti-mSIRPI -~ A b
s: 5nM, Antibodies n & i ' ' ' ' ' ' ' .
¢5ncw:or: aEhlizé It3té gell IinSeO, E'\:fector: Macrophage 6' 0 5 10 15 20 25 30 35 40 Log rank test
Dunnettds t%D$1103wNENHERTbLr DS 1103 % . . .
P <0.05 and *P < 0.01, N = 4 “'é Days after treatment initiation

AbK

Ymelot -
o (ADCP) T X "~ wd
“IdMn1®" T

N "

HER2 = X ~ ~ DY

MAANA

v

Daiichi-Sankyo

AN

*P < 0.05 and ***P < 0.001

N = 15 per group
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DS-1103 DXd ADC U

A HER2 DS-1103 ® FIH

DS-1103+ Y44 n 1Y (5.4 mg/lkg Q3W) DS-1103+ Y44 n 1Y (5.4 mg/lkg Q3W)
HER24~ ~ °~ HER2 =~ =~ As k 6 : HER2 4 X~

A DXd ADC

ADCK 470 Q3wK 3



EXPAND EXTEND : <

Daiichi-Sankyo

Time

ENHERTW Sequence
Combination
BERIB)(e Replacement

NeXt Wave Formulation
(¢b)
5 DS-7300 / DS -6000
A \4 YnW : v] DS-3939 / DS -XXXX (DXd) Sustainable
6 O DXd ADC Next -generation ADC  contribution

Other new modalities

A DXd ADC’ |

N

A

ADCK ~ 47 69



VALENTINE-PTCLO1

ASH 2023

CT-based BICR assessment
(primary endpoint)

60
ORR 43.7% 50
(95% ClI, 34.653.1)
40
30
20
10
0
Efficacy evaluable
population
(n=119)
AITLK e T AdN | ALCLK
e T AdN | PTCL-NOSK A 6

v

Daiichi-Sankyo

PTCL

VALENTINE-PTCLO1
4k s PTCL 4 (N=133)" 44144V

CT-based response assessment =PR =CR MV AT IM 14 200mg, 7. Ph2
by PTCL subtype R .
ORR ANdA7TNANMMMNY A Jd 7 ORR
54.8% ORR 43.7% , 1 143V CR -~
50.0% ORR
47.4%
A T A7 (DoRA 11.9 A )
Adie VAT ™ 1A & MO |

57.9% 4" Grade A" TEAR

P Jd 7 1
) P

0"

AITL PTCL-NOS ALCL, ALK+or PTCL TFH Other
(n =42) (n=41) ALK- (n=8) (n=19)
=9 .
(™ ) Lugano 2014 response criteria
Data cutoff: May 2023
4 & A J4 N i BICRK G AA Al CIK™ A1 CT, computed tomography; CR K | i DoRK " 04 ORRK A i PTCLK
T AdN | TEAEsK Y ROV R 4 i TFHK e N1 NnT

70



QUANTUM -First U

FLT3ITD AML

FLT3-1TD AML

QUANTUM -First Ph3 ;
HR, 0.776
(95% ClI, 0.615-0.979)

P=.0324 (2-sided)?

7z ~

A i i AdMTa (1)
VAMMA  Ph3 (N=539)

S
&
|

1—

Quizartinib®

e
=3
|

=
s
|

Overall survival probability

e
P
|

.
.

v
A 2023 5 25

1 1 1 T T T T T 1 1 T 1 1 1 1 1 1 1 1 1 1
r'e 0 3 i} 9 12 15 18 21 24 27 30 33 36 39 42 45 48 51 54 57 60
A 2023 7 20 -

No. at risk

Ve Quizartinib 268 233 216 195 176 162 153 145 139 126 110 96 83 68 53 36 24 8 4 1 0
A 2023 1 1 6 Placebo 271 249 211 175 151 131 126 121 17 103 a7 a1 T0 56 39 k| 17 8 5 0 0
aP value was calculated using a stratified log -rank test. ° ¢ Median follow -up time for both arms was 39.2
Erba et al. EHA Abstract 2022 __ months ] ] ]
. . . *3 K AMT nMid M7 nMj v n W
Erba HP, Montesinos P, Kim HJ,PatkowskaE,VrhovacR,g 8§ R et al. . .

Lancet. 2023;401(10388):157a83. AMLK s e i CIK” AL HRKMN N1 | moKJAi mOSKi J4 044



QUIWI Ph2

FLT3ITD

= 2 kd

A 1 af AML 4= =§_ ' 70-
80% FLT3 AJ 13
A T i AdM1a (1) i VANMA
Ph2 (N=273) 2
A 01 a EFS iTA 16~ N B %
L, o]
A MN\n1 (HR) =0.741 (95% ~ n, 2
0.535-1.026), p =0.059, (2 -sided) =
A A &1 dJ b4 E
A MNn1 (HR) =0569(95% ~ A, o
0.385-0.841),p =0.004, (2 -sided) o
A MNAVUIY 2dd  635% AT 3
yANM T 47%

LevisM, et al. Hematology Am Soc Hematol Educ Program. 2013:220226

Daver N, Schlenk RF, Russell NH,evisMJ. Leukemia. 2019;33(2):29812.

Juliusson G, JaderstenM, Deneberg S, et al. Blood Adv. 2020;4(6):1094.101.

Montesinos P, RodriguezVeiga R, Burgues JMB, Algarra L, Botella C, Antonio PSJ, et al. EHA Abstract 2023

NSNS

AMLK 6
O AN i NRK
Maligna

i CIK® AL EFSK 7y dAd
i PETHEMAKPr ogr ama

0Ai HRKMNn1 | moKv i mOSKT J
para el Estudio de 1| a

v

Daiichi-Sankyo

AML
PETHEMA

1,0

HR, 0.569
(95% Cl, 0.385-0.841)

P=.004 (2-sided)?

0,9

Quizartinib®

mOS: NR

Placebo*°
mOS: 20.2 mo

0,2

0,17

0,0

| | | | | | | | | | | | |
0 3 6 9 12 15 18 21 24 27 30 33 36
a P value was calculated using a stratified log -rank test. ® Median follow -up time for quizartinib arm, 21.5 months.
follow -up time for placebo arm, 20.3 months.
Terap€utica en

¢ Median

Hemopatc¢a



DS-1471

DS-1471

CD147t#E85&1k
Dl

CRXJ¥ X7 | HCC: X"

CD147
Phl

MCD 147 A DERAADFES

Hmpas |

) MRANLRIE [ HAMRSE

T SMAD 1 Caspase3
T INK
T P38

CD147
A CD147 X" v x7 7 7 N
| A A" YNnYn® o )
A CD147 A X~ T J i n. "
i ~ T O X N9
A DS 1471 CD147 4~ N~. 3
1M T MAnY M - X"
A Phi NnAX AA

Daiichi-Sankyo
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Next Wave

5DXd ADCs
ENHERTW® Sequence e
Combination—
Dato - DXd Repla%%t/
~ - . . " ormulation
A AAT NN UYdY AT T vaT, E HER3-DXd g |
71 7. 7 NextWave M\ A [ ‘
DXd ADC 1T M3Y¥n 1M~ o
A p o913 WA Tt AN DS-3939 / DS-XXXX(DXd) [
i : R .. N . > . ustainable
T A NAA / Next -generation ADC
a Other new modalities
AXTiMUYA1IA AN Md . -~
ANV AA 973 i IND ~a °
J

ADCK 47 | INDK 4
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A 5DXd ADCs ~ i 0 i W
A Next Wave  BDXdADCs”  pN NA Jd s AN

Treatment Line

Other cancers with ENHERTL Sequetncet
Combination

remaining unmetneeds -y oA ND Dato -DXd Replacement

HER3-DXd Formulation

Lung ~ osramosem
EXPAND
DS-3939 / DS -XXXX(DXd) :
Earlier lines r Sustainable
e SICER Next -generation ADC ibution
Combination Other new modalities

e

Pipeline

%)
c
o

=
@©

=

o
c
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