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Disclaimer

This presentation has been prepared by Oscotec Inc.(the “Company”) solely for its own use at its presentation to company
investors.

Information contained herein is strictly confidential, and is given only for your information and for your use and may not be
copied, reproduced, distributed, redistributed or passed on, directly or indirectly, to any other person in any manner, or
published, in whole or in part, for any purpose. Certain statements contained herein constitute forward-looking statements
that are based on management’s expectations, estimates, projections and assumptions. Words such as “anticipates,” “plans,”
“estimates,” “expects” and variations of these words and similar expressions are intended to identify forward-looking
statements. Such statements address future financial results and business standings.

Forward-looking statements are not guarantees of future performance and involve certain uncertainties and risks, which are
affected by further changes in business environment. Therefore, actual future results and trends may differ materially from
the forecasts reflected in the forward-looking statements herein due to a variety of factors including but not limited to the
changes in market conditions and strategy revisions.

The Company is not liable for any investment decisions by its readers or subscribers and does not undertake any legal
obligation to present any supporting evidence against investment results of investors under any circumstances.
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Overview

“OUR VISION is to be the LEADING INNOVATION ENGINE that translates the science
of LIFE into first-in-class medicine for unmet clinical needs”

o Established in 1998, located at KoreaBioPark, Pangyo, South Korea
EIEE' o Listed in KOSDAQ (2007); current market cap ~860M KRW (as of Aug 2022)
0 ITTls o Paid-in Capital : 15B KRW (Outstanding shares : 29,914,859)
Profile o No. of Employees : 48 (R&D: 29)

o Subsidiaries : Genosco (Boston), Ectodor (Boston)

o Oncology and immuno-oncology

o Inflammation and autoimmune diseases

Area o Neurodegenerative diseases (new) — Lazertinib L/O to Yuhan Corp.
Founded f Listed in KOSDAQ Lazertinib L/O to Janssen
N i) L 2000 O 2010 O— L— 2020 ——>
History Est’d GENOSCO, a US T—P Clinical trials SKI-G-801 (AML)
subsidiary, in Boston

— Clinical trials SKI-O-703 (RA, ITP)

@Ct | Oscotec Inc. Translating Science into Medicine



—

Leadership
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James Kim ph.0.,p.0.s CEO

o Ph.D. in biochemistry, Seoul
National University

o Professor, Dankook Univ.

o Visiting Professor, Harvard Medical

School

(@ GENOSCO

John Koh rhp. cEO

o Ph.D. in Bio-organic Chemistry,
California Institute of Technology

o President, KABIC

o R&D Head, LG Life Science
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Taeyoung Yoon ph.n. CEO

Ph.D. in Organic Chemistry, Yale Univ.

O

Postdoc, California Inst. of Technology

O

Sr. Research Investigator, Novartis

O

o SVP and Head of Research, Dong-A ST

Steve Kim PhbD.,D.DS CTO

o Ph.D. in Pharmacology, Seoul Nat.
Univ.

o Professor, Dankook Univ.

o Visiting Professor, Harvard Medical

School

Yuntae Kim PhbD. cTO

o Ph.D. in organic chemistry, Univ. of
Pittsburgh

o Postdoc, California Inst. of Technology

o Sr. Research Fellow, Merck

o Director of Medicinal Chemistry, CKD

Kevin Yang Bsc cFo

o Director/Management
o B. Sc in Communication from Seoul

National Univ.

Scott Lee MBA cFo

o Director/Management
o MBA in Business Administration,

Dankook Univ.

ectCdor

therapeutics

Katie Lee php. CEO

o Ph.D.in Organic Chemistry,
Wesleyan University

o Postdoc, Yale Univ.

o Research Associate, Harvard

Medical School and Broad Institute
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Cevidoplenib Licensing or commercialization
SKI-G-801 °
Open Innovation
ADEL-Y-01, etc

FROPRELARYETOEAMS
> HIO|ME|H S ESt £ SE 3tH Platform Techno L gies Y
> o QAL J.L|-O|J-L IOlo]| M 7|HF L=
> Open innovatione & 2 ILIO| X2} 21 Z3}

> QLATE NFO| discovery A2t E8F 7|=2| 1752 S°t X[HHQ &
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First approval for NSCLC in the Republic of Korea

p Preclinical trials initated (Jan) (Jan)

CHYRSALIS (NCT02609776)

NCT04077463
LASER201 (NCT03046992

i NCT04075396
 Phase 1 studies ¥

B Phase 1/2 studies
B Phase 3 studies

> CHRYSALIS; Zi|O| ME|H HEF M= E&St= Ot0|BIELRI Ol EGFR =2 HO| & 7IHX| = BT X[ 20| A
ofof HIEHIATWLHIOF (NSCLC) BHAHO M of & atA . A M K| = X|(BTD) X|E H 7155 2l(AA) 7tsd

> Laser301; 2i|O| XM E[H TF=5F O vs 1M|CH EGFR TKI H| 1 &I &FA |
> MARIPOSA; 1A X| 2 X 2 o7+ & 9| et 0| M E| E/Ot0|HIEIE HEF O 1 Ef 2| A (LAHE| H) b

o O
TPt
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Oscotec R&D Pipeline

T

Cevidoplenib
(SKI-0-703)

SKI-G-801

ADEL-YO1
OCT-598

LSD
ONC1

ONC2

ONGC3
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SYK inhibitor

FLT3/AXL
Dual Inhibitor

Anti-TAU mAb
EP2/4

LSD1

(Undisclosed)

(Undisclosed)

(Undisclosed)

Jus
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Cevidoplenib (SKI-O-703)

A Potential First-in-Class SYK Inhibitor
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JH AL %= X3S JHTHA 7| E}
HOS AT ZFAS
L B R L A S) éol_l
Immune thrombocytopenia (ITP) <
Rigel Tavalisse® SRS REEI o
(fostamatinib) Autoimmune hemolytic anemia (WAIHA) a>€
COVID-19 Phase I
. N NPM1* EdEsgdulidd .
Kronos Bio Entospletinib NPM1* acute myeloid leukemia (AML) Phase IlI From Gilead
Alexion Cerdulatinib 2 I Z (Lymphoma) Phase Il (stopped) From Portola
Dermavant (JAK/SYK dual) HHEFS (Vitiligo) Phase I A IO A K|
Calithera Mivavotinib = F (Lymphoma) Phase Il From Takeda
PSP e
: P I i
Hr:‘.tChmed HMPL-523 Immune thrombocytopenia (ITP) ase Il (China)
China = F (Lymphoma) Phase Il
Asana gzslf/csl‘salzual) It & 572 (Chronic hand eczema) Phase Il FDA Fast Track

SYK ATEHA O

— =171
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AKX Z A Cevidoplenib= A7t HH A =t 20RO A A 7D U S
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Cevidoplenib vs Fostamatinib; kinase 41E 44 H| 1t

SKI-O-703 @100 nM R406 (Rigel) @100 nM SKI-0-703 R406

Kinase

ICs0, NM [Cs0, NM

AAYD
@

¥l 1'0 @ 90n-a-1xS punodwo)

\ SYK 6.2 56.5
ES :
o 2 . JAK2 1859 1.3
g~ JAK3 5807 16.3
o RET 412 10.7
L L "'!
R = KDR 687 18.8
Soo o *
- FLT3 1,783 0.5
s . ¥
;. % FGFR1 16,960 88.9
= @
RIS S a FGFR2 >10,000 22.4
% Inhibition & . & ‘»»\.".'f \¢ s
@ <0020 o= e AN\LT - FGFR3 5,662 32.2
@ 250..500 o’ 0': ‘ o ‘t%% a B : 2
@ 500..75.0 YES,.IC50>1u|\-/I~ ' N 6-$ " ? o~ 7 e PYK2 709 24.3
@ 750. >1000 = g vy ‘:‘:.o; o‘; o/ : L 4
o s AuroraB >10,000 164.7

. Out of Range

@ Multiple Variants
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Type I cytokine receptors
(IL-2R. IL-3R. IL-6R. etc.)

> AH7FHS A St

= A7 RO oo R Bl HEHE o R, EH 7| AR E

= K7FSAN| — X7t B T AE — AO|EZHRI 2 H]
> & X282 &2 MZEE HH (anti-TNFa, anti-IL-6, JA
> SYKE= B MZE S 2N HME 2 Of715H0] X2l d

K| ='Ho d[sH XtE=} &0 EtXol &8 7|

t

HHZE 20 A 2] syk EL2L

Type II cytokine receptors
(IFNRs and IL-10R family)

Transcriptional
changes
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BCR. FceRlI. certain
FcyRsand C-type
lecting

Downstream
signaling

Frontiers in Immunology, 2019

Receptor tyrosine Kinases
(EGFR. VEGFR.etc.)

Downstream
signaling

Triggers

Inflammation
Tissue
destruction

x
K, eto)0fl HE8D US
Qs dsg
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S = of O (=
S SHXLE LAt 2 S QA it Al H
> 7|Z= X| 22 (csDMARDs, e.g., methotrexate, or bDMARDSs, e.g., anti-TNFa drugs) A &/ S OtHE|
ABMEA SR B E (163F, 125 £
> T O OhEd T2l (R =S = 99% O] &)
> TRIKNESKEL SAH Qo|d =ty Auf; ALt 1 X HItX| & F StLER! DAS28-hsCRP
o 4
> SR0t N2 SO0 RAL SSEQ 2t XM 182 =0 Al (400mg bid) tFE 7| 7|
Solojet BIts 2 ol
> SYK= A HE XI|cHAof Zactdeds sift= 428 5’
DAS28-CRP in ITT set 'hDAsjs'CRPd.‘“ patients % remission of DAS28-CRP
71 . with moderate Isease act|V|ty 25- .
; 61 @ } E 207 i :)aoc;boslo
S *ff'fécribo g SL\J\l\L’/J + Placebo §15' 200 mg BID
S 57 200 mg S:B S 100 mg BID @ - 400 mg BID
o “lensen || \ e -~
o 4 - ns ns 5" \*‘\‘\J/‘ o: ] \/
%0 : : g : : 0 4 8 12
Weeks Weeks Week
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HASHALHZEA S (ITP; Immune Thrombocytopenia)

> A9
= AL 20| ZHAZ OIS Nf=3H HO|LE =S
= Kp7FEA o 2ot & A EHe| It 1|
= O (G2l 10T T 2f 95T A L)
> X|=z2H
= 1N K[EX; AHE0EEE HE==25T
= 2Xt X|Z2X|; TPO(Thrombopoietin) receptor agonist
(AT SA QUKL =8 X & X)), rituximab,
E=HEEANE
= 2018'A Fostamatinib US FDA S¢I
» Pipeline
= BTK inhibitor (rilzabrutinib, Sanofi, & 2F 34 Zlall &)
= Anti-FcRn antibodies (UCB and Argenx &l &f 34f
L1 = Harbour/HanAll & 45 22+ Tl =)

Activated macrophage

Newland et al., Future Medicine Immunotherapy 2017
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Fostamatinib in ITP

> Fostamatinib= 2018'F 2K 2| J &3 A IS 2HE FDAR R H 522 &3,

= & 1508 2HX} C 4 active:placebo = 2:1

= 100-150mg PO bid, 2437t 0

= B3 E 18% (Z AT 2=X|> 50K/ulL for >4 of the last 6 visits); intermediate responderS Z 2t} H 29%
- 1 xS 22 2AEES B

Study 047 and 048 Adverse Events - Combined Studies 047 + 048

- Fostamatinib Placebo
p=<0.0001 Number (n) and % of Patients N=102 N=48
@ o with 2 one
_E 29% Adverse Event (AE) n (%) n (%)
g —
% Any AE* 85 (83%) 36 (75%)
- - Treatment-related AEs 60 (59%) 13(27%)
@ 2Y% -
O 0 Serious AES (SAEs) 13(13%) 10(21%)
N=29 =
& e - Blesding SAFs 4 (4%) 5 (10%)
Fostamatinib (n=101) Placebo (n=49) - Treatment-related SAEs 4 (4%) 1(2%)
Response Fostamatinib | Placebo Gastrointestinal complaints™ 49 (48%) 15(31%)
- Diarrhea 0
Stable 18/101 1/49
- Nausea 9
Intermediate” 11/101 0/49 . 7
Overall 29101 1/49 Hypertension 0
Yoip 29% 2% P<0.0001 Transaminase elevation 4
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Cevidoplenib for ITP

Screen D | Screening | Wi Wi W2 W3 WS W7 we | wir | wiz | wis
> Ol A} 2A|‘A| _CI)_-| 3Ilmru3 zrr - 2 11 151 525 - 559 51 356 5
O o o [ | 100607 13 14 20 448 457 155 184 162 155 200 235
— = — — 200401 57 5 v 55 5
TP 7| & X| 20| AT StAHLF XY 2ESH TP 22X} = 60T CH A T T I N N N N N 2 T
o Ol: I-O FOOB0Z 18 37 143 116 126 75 153 127 NT NT - WD
= Cevidoplenib 400mg bid, 200mg bid, 12|11 | FAP| B P —t= Pt - Pt bt e e
g (2:2:1) wooaos | & aee [ oo | e | - | e [ o | o = | u
- — 100501 1B 15 5% a4 72 uTP uTP 72 uTR &5 318
] 2|‘X|‘EX| gl'E ( 60D:|) 2023I—Ij 1Q topllne :|J__||' i:él'_-H-_ O:"xo-| 200503 18 107 =5 a5 a1 o1 &3 70 72 52 £3
200203 20 20 57 20 B9 153 35 23 25 50 11
100104 12 24 51 53 4 BL 55 74 55 4 14
100601 20 & 35 143 55 15 131 13 101 29 12
> 7'.7:' -II_ 300902 8 18 & 10 18 3 10 5 240 115 21
oL [ zoozo1 | =0 | 7 5 5 35 0 =0 57 7 75
> 3 E E F o E BEF o xx* H o 2 100603 2 Uz'l}P iE :’D U:P 5 jE UTF UTF -_'; -
O . p=2 100103 - 7 - g5 o7 75
= FOZOA O & 2SS >4o%, STOAEHMIO|LI2CHH =t o=t
= o 200202 25 33 35 3 11 4 15 23 35 47 20
400 mg bid £ O 20| M| ¥HS E-2 >60% 0| 4 e R e e E
200601 13 15 15 - - 25 4 45 56 50 37
EEEEET 23 37 18 15 52 29 26 37 75
2 0lE| A DA A | Ay A AlS Ol_x_l M 7:| = H 200000 R s o T a5 T 7 == wl=
> TT |- |_ =20 oo 2 o | Lo |- ( 163 ) 300508 20 25 51 a5 21 7 10 19 21 25 23
= = O 400402 i i Znn -IE‘ 15 1;5 48 1;2 11 E‘? &
= X|= 2t S LY O 4t ._fs(treatment-related serious adverse N S ] T O )
o] © 400404 4 12 20 23 18 9 2 25 37 29 19
event) HA T 200101 13 UTF UTFP 38 21 25 13 12 5 15 29
500302 5 31 5 )
oo e | e o e o = T T o - |
200301 15 19 uTF 30 15 18 21 15 19 18 -
Cevido Cevido Cevido Placebo oo | 2 = = = = = Z = - = 1
J00S06 2 Z B 25 Z 4 B 30 - B2
400 (n=41) | 200 (n=41) | 100 (n=41) (n=41) 100608 4 4 3 6 46 10 20 11 15 25 3
100605 24 4 uTP 26 10 El 27 15 17 11 uTe
Any TEAEs 61% 58% 39% 46% N T I IR AT AEC I NN N TR METR Y
200501 B 10 16 B 4 22 24 12 13 4 19
- Treatment-related AEs 34% 30% 10% 20% = o B e S e e e e
400501 7 & Z1 5 2 1B 12 4 UTF 17 22
0, 9, 0, 9, 100609 25 10 4 20 21 2 12 B g 11 44
Any SAES ZA) OA) ZA) ZA) 300701 3 15 B 10 rJ B 2 5 12 25 uTe
300801 a 4 7 10 13 : < 3
- Treatment-related SAEs 0 0 0 0 300501 17 5 uTe 11 4 15 3 3 [ 3
400102 7 5 4 5 4 NT NT KT KT - ET (P}
. . T
Hypertension 1 1 0 0 e : : - = - T B i 8

¢'+
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(Psoriasis) (Autoimmune hemolytic anemia)
MRL-Ipr/lpr mouse SLE model IMQ-induced mouse psoriasis model o-TER119-induced mouse wAIHA model
4 o —
1 - venicle ‘i’llf'o- . -
= FTY-720 bl ‘
€ 4 = -101
5 . SKI-0-703, 14 mpk 21001 N =
S | -+ SkI-0-703, 42 mpk 2 <= . £ ; 0
< e ‘ ’ Ewatsr il o 10
::; é 50 T%_ :’:/' T,i.’-- Z * 8 :ﬁ : %
GE.) < L™ : p— B 10- : %
< o SKI-0-703-" "3 O . " .
. : eV = =
g-so . . . . P ‘:: S —x " : —* PP
01— r r r r r r . E \\'&\z & ‘\&\z °e°\ ;\"fb = — S 8 304 “ %
10 12 14 16 18 20 22 24 SR &0 > AN o ? O e
Age (weeks) § 2 ° e o] 5 %
_— 1004 “® Vehicle - I " 50 T T T T T T T
Q\O/ & FTY-720 = 0 QO ) (%0} 0 (o) >
S god + SKI-0-703, 14 mpk s 40 0?& A\ O'Q Qf\cb 0?& \Z O'Q Qf\cb
@ ¥ SKI-0-703, 42 mpk == S ; S 2
- c n 307 %% %%
< 604 _g +
= o X — —e
e ol I | + TER119 Ab 30pg + TER119 Ab 30pg
) c 2
% »ol ; sl & I . 24 hrs 72 hrs
o 4 e~ A‘A e .. .
2 ., . N N Hrs after Ab injection
- o—F————y—v— T T T T &Y o 0 Q
10 12 14 16 18 20 22 24 4@‘;\ @Q\ AQ"\\ & ,O/\
Age (weeks) & 0\00 ot
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Cevidoplenib, “Pipeline in a Product”

Tablet Conversion

New P2 PoC |

RA Combination |

ITP P3
> TP pivotal & & A& FH] .
Tentative

Oc? | 0scotecInc. Translating Science into Medicine



—

SKI-G-801

The Best-in-class FLT3/AXL Dual Inhibitor
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SKI-G-801 Executive Summary

Potent and selective, and differentiated FLT3/AXL dual inhibitor

LT3 = i I1BH HE
= A 22 E = (AL 21 o 3Ot K|
> US FDA Orphan Drug designated (2018) > Crdot Ma ZEOIA HYBHS 0 2ot
> Ui EFSTTHAE I=E EFEot ot e 1p 20l
- QUFAN(14Y RO, 14 759 - SLE 50| Y anti PD-11} H-EF0{0| A
- [N o=z £2 L|j9kd Z£2 21tE 29l
- 1 2HX}Oj| A 2tH 25l (Complete — AntiPD-1 22 Z3| =l 1 Q5 SHEQF
remission); CH =2 FLT3 ZHHO|E HoHS
s st OpsH HES 2
Arens AN e e =i > Uahi SUSTAHUY S
> M S Soll B E 7R - 478 dH, 100 to 500 mg qd
- MTD Q= IS E =Y A2

¢'+
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SKI-G-801 AML TS TA| A 2t 7

D
m FLT3 status Treatment-related SAE Response (BM blast)

0 45 None
402 WT 0.68 None PD
404 WT None PD
405 WT 1.04 None PD
103 WT 1.58 None PD
601 FLT3-ITD 2.41 None SDin Cycle 1 (57% > 39%), then progressed in Cycle 2
602 FLT3-ITD Gr 4 neutropenia CRi (72% —> 0.5%) after Cycle 1; DLT per protocol
603 WT 3.66 None PD
604 FLT3-TKD None PR in Cycle 1 (73% = 12%), then progressed
605 WT None PD
607 WT 4.21 None PD
801 WT None Not evaluable
608 FLT3-ITD > Gr 3 pneumonia (DLT)
802 FLT3-ITD 3.7 Gr 3 pneumonia, etc (DLT)

ETAHM =z T2 2 amL0| T 712 S AlS 2 o8
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O] S0 M FX| 2 0| =2f 2

= Epithelial-mesenchymal transition (EMT)1f &2

xMo|2 =X

« X2X WES 7E; esp. TKI- L g EGFR-

=HHO| H| A M| = 0| 2HNscLe)

> M™ HAZE (Innate immune checkpoint)
= AXLZ CHAM[ZE (macrophage)2f =A| &f M| =

(dendritic cell)Of| A apoptotic cell 72

HAAQHM S L=tot= SLOIMZHE (tumor

microenvironment)= &

AXLS HAZIZ AN A LH/E S0l A 1}

ol
5 US
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,‘ ' \> Anlngen
( presentation
_ GASE
’ @ 93
4 co,,%%o‘eo

GAS6
Dendritic cell
Cytokin -
release

“’\S %
@ ( “_1_ acti amn"'

TLR 55

5
G
wo.

Tumour cell
destruction

=2

Migration

Gay et al., British J Cancer 2017
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AXL Inhibitors; AMAL it

Bemcentinib gdarduddamy), =0[dE4S=(MDs) I Completed
(R428, BerGenBio 14nM COVID-19 I Completed
BGB-324) H| A M Z A Y (NscLe), 7| ERCHEE I
=ad/MEd AML/MDS "
CHE S 2 B 22 AE} lax) Bl 2
Mer (1.0nM), === =25 (venetoclax) 3&
ONO-7475 Ono Pharma 0.7 nM FLT3 (147 nM) s S5 0/ met
S'© = — o LSO
ClE 22 S| & (ONO-4538, nivolumab) EH-& |
EGFR-= ¢ H O] NscLC Of| A O| 2| At (gefitinib) H-&
I Completed
AB-329 Daiichi Sankyo 1.3 nM (n=21)
DS-1205 EGFR-= ¢ H O] NscLc Of| A EF 12| 2 (osimertinib) Completed
& (n=13) | ORR = 0%
Zld D¢t (n=177) |
Dubermatinib Sumitomo e Ok 2l B S (cLy il Terminated
(TP-0903 ) Dainippon CHE =2 0l 2 H| 7} (ibrutinib) B8 / erminate
FLT3-= @ H 0| AML (n = 80) Ib/Il
HH30134  Haihe Biopharma  AXL FLT3,NTRK 2l 1AL (n=50) |

Mer (0.8 nM)

Q702 Qurient 0.7nm  CSFIR 4 (n= |
. (8.7nM)
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SKI-G-801; a Potential Best-in-Class AXL inhibitor
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Ct==2| kinase= Of CHSH §

Kinase

FLT3
Mer
Aurora B
Ret
FLT1
Fms

Axl|
Aurora C
FGFR1
FGFR3
KDR
c-Kit
IGF-1R
PDGFRa
PDGFRb
EGFR

IC50 (nM)

18
19
20
24
25
30
39
142

L MEHA Tk

M|t ATP SEAME E2 potency% X

7=| IH Ol=
H OHRﬂf% %SUKI?_P Xl
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= LiH| &= X 2] & washout O| 20| = p-AXL

Enzyme inhibition (Eurofins, UK)

. ICso (I’]M)
Kinase
SKI-G-801 R428
AxI(h) 18 6
Mer(h) 2 9
Tyro(h) >1,000 612
ATP dependency (in-house)
AXL (ICs0, M)
Compound
ATP Km 1 mMATP Fold
SKI-G-801 12.5 1139 9.1
R428 6.3 240.8 38.2
SKI-G-801 R428
Washout(hr) Pre 0 2 4 8 Pre 0 2 4 8

N I )
Axl
aukes e
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SKI-G-801; M A G S Al 6}0|2}0|E 1

Tumor growth inhibition Survival . control
@ aPD-1 (10 mpk,i.p., BIW)
15007 100 “ -8~ SKI-G-801 (15mpk, p.o., QD)
. ~®- SKI-G-801+aPD-1
‘”E © -8~ R428 (25mpk, p.o., QD)
S 75 =
5 1000 A — @ R428+aPD-1
. > -
: : ]
S D o | A T
> -
S 500 o _
S o s
=~ () o —
o 25 ll
0
0
D 0 T T T T T 1
0 10 20 30 40 50 60 70
SKic-801 4 4 4 4 4444} TR oo
Re28 4 p A4 h A A A b h At dtdd ays after treatm en
aPD-1 4 b4 b4

O 2 CT26 syngeneic S Y 2 20| M B = anti-PD-11t HEF O Al MEH M= 87
(=)

OF= Ol bemcentinib 2Lt S5t 2= 240l
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SKI-G-801; T2l At § S A|E 60| 2}0| E 2

TC1 Lung adenocarcinoma model Foxp3+
Cell/mm?
Chemotherapy Maintaining therapy e ~N o
> > o o S
: - = = : S
mE = [aPD-1+Pem]
£ i [aPD-1+PemCDDP]
S 1oooe = [aPD-1+Pem+SKI-G_801] | ~ %
E [aPD-1+PemCDDP]
2 Siskiceon ~J—
>
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Single agent SKI-G-801 dose escalation
by 3+3 method — MTD/RP2D

SKI-G-801 1 M 2. A A7l

25% Escalation

33% Escalation

33% Escalation

50% Escalation

50% Escalation

= Establishment of PBPK model using human |V PK
01 100 mg * Consideration of minimal efficacy dose & PKIPD relationship
- = Skipped cohort with low dose level
- = Suggested MRSD (25 — 100 mg/human)
25 mg
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ADEL-YO01

Antibody Targeting Pathological Tau Protein
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ADEL-YO01; A4 A} &1zt

0 Methyl (R) @ Di-methyl (K) @ Ubiquitination (K) 4 Phospho (S/T)
¢ Methyl (K) ¥ Acetyl (K) ® O-GlcNAc (S) ¢ Phospho (Y)

o e obthred o oI IBTHd Jodih

1 N1 N2 Proline-rich region Y MBRD 441
123 4 5,607 ADEL-YO1 10 8,19
Zagotenemab LY3303560, MCT Eli Lilly Tau aggregate (7-9:313-322) Failed in P2
2 Gosuranemab BIIBO92, BMS-986168, IPNOO7  Biogen, BMS, iPerian Secreted N-term fragment (15-24) Terminated at P2
3 C2N-8E12 HJ8.5 (m) Abbvie, C2N Extracellular tau (25-30) Failed in P2
4 Semorinemab RO7105705, RG6100 Roche, AC Immune Tau N-term Failed in P2; another ongoing
5 JNJ-63733657 Janssen Phospho tau PRR (pT217) P2 ongoing until 2025
6 PNTOO1 Pinteon Phospho tau PRR (cis-pT231) Stopped at P2 in TBI; AD pending
7 Bepranemab UCB, Roche Tau PRR (235-246) P2 ongoing until 2025
8 Lu AF87908 Lundbeck Phospho tau C-term (pS396) P1 ongoing
9 RG7345 RO6926496 Roche Phospho tau C-term (pS422) Stopped at P1
10 E2814 Eisai Mid domains (R2 and R4) P1 onglong
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FRET Integrated Density (Ratio)

ADEL-YO01; Inhibition of Tau Propagation
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ADEL-Y01; Development Timeline
Q3 Q4 Qi Q2 Q3 Q4 Qi Q2 Q3 Q4 Ql Q2 Q3 Q4

cGMP batch —
GLP Z A (4T) —
GLP SdAIE (26F) —
IND (FDA) T
&t 1a SAD —————————————
214 1b MAD —

GMP ‘44t 2tz

GLP SHAIE (4 F; X Fot IWF) 2=

IND (US FDA) filing targeted in 2022 Q4;  AF14t to start in 2023 Q1
Extensive pre/clinical biomarker studies ongoing/planned

Oc? | oscotecInc. Translating Science into Medicine

VV VYV



—

OCT-598

EP2/4 Dual Antagonist
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EP2/4 Dual Antagonist - Background

PGE2/EP2/EP4 signaling and cancer

Mouse 20 nM 0.9 nM
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Kalinski P (2011) J.Immunology; Nakanish M et al (2013) Semin Immuopathol;
Markovic T et al (2017) Drug Discovery Today; Nagahisa A (2020) Frontiers in Immunology
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Drug development targeting EP2/4 is still in early stages

EP2/EP4 dual .
antagonist EP4 antagonist
TPST-1495 ANO0025 ONO-4578 IK-007 INV-1120
(E7046) (BMS-986310) (Grapiprant)
—= Not known Known Not known Known Known
henzhen | Lif
THE AL Tempest Adlai Nortye BMS/Ono lkena Oncology Shenz enfonova tite
Sciences
Solid Tumor, MSS CRC, ) )
_ Lung cancer, Head and Neoadjuvant Therapy in
SR MES Neck Bladc;er Cancer Rectal Cancer, Solid tumors, Solid tumors NSCLC, colorectal cancer Solid tumors
4 - ’ Colorectal cancer
TNBC, Gastric Cancer
P1a/P2b (mono and * NCT03152370P1, 2017 and combo with anti- (combo with anti-PD-1),
7HH|. with anti-PD-1) * NCT04432857 P1 PD-1), 2017 2018 * NCT04443088 P1
= fi . (combo with anti-PD-1), * NCT03661632 P1 * NCT03658772 P1 (mono), 2020
5/7/2020: first patient 2020 (mono), P2 (combo with (combo with anti-PD-1),
dosed anti-PD-1, 2018 2018
300mg BID, 450mg q12h,
L22F/ EH
sS/3 s BID Qb 600mg q12h Qb

Translating Science into Medicine
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In Vivo 2 A|H
OCT-598 (KT-00478)= MC38 syngeneic I} 2 A BH M CHEEOA| S U2 THE Stolgi

SUET0M dEAM L= EC ot S SEHN 2utE E Y (E7046 and KT-00546)

Tumor volurme Control E7046 (30 mg/kg, QD) KT-00546 (30 mg/kg, QD) KT-00478 (30 mg/kg, QD)
_ 3000+ 3000 — 0 3000 _ 0 3000 _ 0
oo B _ _moy TGl = 51% ™ TGl = 52%  _*] TGl = 66%
E 20004 — KT-00462 (30 ma/kg, QD) g E g E
- = KTHO47TE (30 malkg, QD) 5 2000+ g 20004 3 20009 g 20007
% 2000 = KT-D0480 (30 ma/kg, QD) % E E §
2 —— E7046 (30 mag/kg, QD) g g g E
S 1000 - KT-D0546 (30 mg/kg, QD) g 10001 5 10007 g 10009 5 10007
- g 5 5 § -
. . e e = = e I
H 0 0 — 0 L s pammm '
0 0 5 10 15 20 0

3000~
— = TGI(%)
S £
S E - G1. Control
GCO’-, -~ G1. Control g 2000 -# G2. KT-00478 (150mgrkg) 44.20
) > ¥ G4. aTIGIT (200ug) 21.13
= —4- G3. aPD-L1 (200 5 .
£ a (200ug) g 1000 ~+ G5, KT-00478 (150mg/kg) + aPD-L1 (200ug) 72.51
-g -¥ G4. aTIGIT (200ug) 2 -0~ G6. KT-00478 (150mg/kg) + aTIGIT (200ug)  65.75
Z -10+ ~- G5. KT-00478 (150mg/kg) + aPD-L1 (200ug) e
E -e- G6. KT-00478 (150mg/kg) + aTIGIT (200ug) 0 5 10 15

-20- Days
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The Best is Yet to Come

Clinical Pipeline

. >1 L/O Every Year
4 - 21 NME IND Every Year

- Dlscov‘ery Pipeline

Open Inno vation
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