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Company overview () o0 sioscience
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tHME & /Ph.D

Former Director of R&D at Kainos
Medicine

M Research Scientist at KIST

20+ years of experience in
medicinal chemistry

Scientific Advisory Board

UC San Diego

Rohit Loomba
M.D / MHSc

Professor at UCSD
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M.D /Ph.D

Professor at Yonsei University
College of Medicine
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4ol /Ph.D

10+ years of experience in R&D and

BD Director

Former KRIBB and GIST Technology
licensing manager

} 12+years of experience in licensing

cell and molecular biology

© Berkeley
Marc Hellerstein
M.D/Ph.D

Professor at UC Berkeley

@?u ot jatrye:
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M.D, Ph.D

Professor at Yonsei University
College of Medicine

r JD BIOSCIENCE

Peter Goughnour / Ph.D

Former Curigin R&D Director

2+ years of experience of R&D in
gene therapy

15+ years of experience in drug
development

it
(Executive Advisor)




Company overview
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To be the leading small molecule company

in the field of metabolic-related disease

Our Mission

“Discovering and developing drugs
against novel targets to address the
unmet medical needs in Metabolism
Fibrotic-related disease,
Cardiovascular, and Cancer."
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Target-based drug development
with rational design

First-in-class drug development for
unmet medical needs

Bring more pipelines to clinical
phase

Phase | clinical trial with lead asset

Set up several collaborations for
novel drug development

Establishing new modalities such
ADC and PROTAC

Stable sales revenue
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Company Strategy (2|Ate] HA|A)
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Company Strategy

(F)RIO[C|EFO|2AL0]

oA

——

CHAPRZH(ZE, B2 S

=
=)

T
NELE

r JD BIOSCIENCE

S) XI=2H A+ 7ol Estel 7Y

=

[

Liver Disease

) A /\ ) Healthylver N e
5; CARDIOVASCULAR ﬁ '?—» ﬁ&:_» a <> '
D| S EAS E Reversible Reversible Irreversible
HYPER
OBESITY TENSION Cancer
) - \
, @: A
4
. © . ‘ HA
FATTY LIVER MEta bOlIC RAISED
DISEASE | BLOOD LIPIDS .
Disease Inflammatory disease
- 18D o Acute Pancreatitis
g
T !
CANCER DEMENTIA ;
o Rare disease
Jﬁ [? : e
INFLAMMATORY GUT .
DISORDERS PROBLEMS s
e . [ - e e =< e e e (=
CHAFRIZHOIA 2ixli= 7t Zet deet et J3M Het et 2|1 5| Eet JHNX| ojo|T2iolS 2ty

INVESTOR RELATIONS 2024



Company History () o0 sioscience
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Date of establishment 31 July 2017 Locations Gwangju, South Korea (headquarters, research institute)

Seoul, South Korea (business development, regulatory affair units)

/
Series A led by MIRAE ASSET (512)

Mirae Asset Capital

Hyundai Venture Investment Mar- 2024
BSK Investment
Pre-Aled by TIPS R&D business Synergy IB investment Australian NASH Phase |
JDB Sunbo Angel project by the Ministry Opez Investment Subsidiary clinicals
Founded Partners of SMEs and Startups
Sept 2017 Mar 2019  Jan 2021  Nov 2021 Jul 2022 Apr 2023
< : C C 40 - rrrrr% C C 40 43 '® C C 46 =m -)
Aug 2017 Oct 2017 Feb 2019 Mar 2022 Sept 2022 4Q 2024
JDB Opened the Seoul office Tox study NASH submission Research fund for
Trademarked Established the R&D completed to HREC the phase | clinical
center at GIST, Gwangju study by KDDF

Series B led by MIRAE AssET/mgm)

Mirae Asset Capital SJ Investment Partners
Hyundai Venture Investment WONIK Investment partners
BSK Investment Innopolis Partners

Synergy IB investment K2 Investment

SV Investment UTC Investment

Daily Partners KDB Capital Corp.
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Pipeline Overview () 20 soscience
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(. LeadCandidate) (. Back—upCandidate)

Candidate Indication Target Development Phase Plans for BD
YR  NASH/Fibrosis HTR Phase 2 L/o
v S Collaborators
GM-60387 & Cancer HTR Pre-clinical  Phase 1 Phase 2 L/O
Jo Collaborators
YRy  nflammatory PDK Phase 1 Phase 2 L/O
W' 9 Diseases*/Cancer Collaborators
SYRYRY  Peancreaits/ PDK hasel  Phase? Lo
v S Cardiovascular Collaborators
. . . L/O
GM-91466* Dravet Syndrome Confidential Phase 1 Phase 2 Collaborators

Searching
Collaborators

. . earchin
Cancer Confidential Pre-clinical Phase 1 Phase 2 Sea 9

Collaborators

Cancer Confidential Discovery Pre-clinical Phase 1 Phase 2

A1a/1b T =

o
EX6H= 712 HE AMH =ESES L B

S H|IYTISH XU7HE X2 S EEE(GM-60106) =, six| &
25871 E2 254 M2 (motile cilia)S
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Drug
Pipelines

+ GM-60106
+ GM-10395
+ GM-ADC

0 JD BIOSCIENCE




Non-alcoholic Steatohepatitis (NASH) () 50 moscience

NASH(H|Z=SX|4ZH) 2 NAFL(X[SZH = 8E Fei=lo] ZHRet, ZHEH, ZIIO= TIdE

HI2rE X7 Hgt 9l U £

R

HSD17B13  Stage 1-3 fibrosis
Rs72613667 : TA
allele

Loomba and Shulman, Cell, 2021, 184, 2537

PNPLA3 MBOAT7
TM6SF2 APC3
GCKR

- Decrease in microbial diversity

Obesity, diabetes, metabolic syndrome, alcohol use

- Increased DCA

Gut-microbiome-bile acid alteration D iaidiiis

- Higher Enterobacteriaceae,

Streptococcus, Veionella ;
: function
- Shift towards more Gram-
negative microbes
NASH | Nonalcoholic Steatohepatitis NAFL | Nonalcoholic Fatty Liver MASH | metabolic dysfunction-associated steatohepatitis

%2 NASH Z2t HAI0| MASH(CHALO|A 23l x|zt =2 A Z2H
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Target Patient
NASH(H|QENR|7Ie) e Quge B7t4

M, T MIA x|zt

NAFLD &X} EX = & NASH 3HX| QHE

North America, .‘
24.13%

2171102

ETHAIE A2 & 7|&7{20 #

H 510-20% F4t

U.S NASH Treatment Market
Size, by drug type, 2020 -2030(USD Million)

Population & Unmet Medical Needs () »soscence
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- am Il EEEENEBNMP-
2020 2021 2022 2023 2024 2025 2026 2027 2028 2029 2030
Younomi etal. 2016) | S6.5% ® Vitamin E & Pioglitazone © Obeticholic Acid (OCA)  Lanifibranor
Hyysloetal Q014) | 42:6% Semaglutide @ Resmetirom @ Aramchol @ Cenicriviroc @ Others
Athyros etal (2015) 3-5% $8 704
Global | Weissetal, 2014) 3.5% 2020.08 Hanmi Pharma Merck &Co. GLP-1/GCG dual agonist ~ 2&f24f oy
[l A upfront: $10M
z Satapathy etal. (2015) 23% Dl:'_:lf LH NASH 2I_|'X|' T oar (up j )
> AT — 2020M Enleofen Bl IL-11 AB Yy $10}
I
el Merola etal 2015) | 1% 2020.12  Aligos Therapeutcis Merck & Co. Oligo nucleotide CIHIAR $4.5821
2 Younossi et al. (2008) 3.5-5% $10.391
) : 1 Arrowhead . 10.3%
= UsA | Lall etal. (2008) % _ OIAM /9 A}
3 alle: 20211 Pharmaceutical GSK GalNAc-RNAi AaH/24 (upfront: $120M)
8 L Saymner etal. (2016) | 26%
UK |  Crossanetal (2015) 5% 2022.09 GPR119 agonist 4+Hb $3.32]
- " Dong-A ST NeuroBo e
China [ Luetal. (2016) 1-5% o
l: B 1 2022.09 Oxyntomodulin analogue ~ Ml&F (e 5229
Japan { etal (2011) 13%
' " S A . ’ ' ) Hepalys . $2.44
00%  10%  20%  30%  40%  S50%  60%  7.0% _ OIAMA}
Sreniance () 2023.09 Inventiva Pharma pan-PPAR agonist e (upfront: $100M)
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Target Selection and Validation () o sioscience
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HTR2A Liver-specific KO OFRA0|A ZH2H|, ZHX|E NAS %]

COMMUNICATIONS 1
O WT - HFD O WT - HFD
B SHT, LKO - HFD W 5HT., LKO - HFD
Hail Kim et al., Nat. Commun. 2018, 9, 4824 o ) I —
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HTR2A Levels in Activated HSC and NAFLD Patients () o0 sioscience
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HTR2A and Fibrosis Markers in Activated HSC HTR2A Levels in NAFLD Patients
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Chemical Profile of GM-60106

HTR2A E}ZI0| Z| X S}HEl

Alok

poteHE

Code

GM-60106

4
C <

In vitro
(cellular assay)

5nM

Solubility/PPB/

(GM-60106) 70| 45 3712 A4= R

Chemical stability

Hepatocyte stability

0 JD BIOSCIENCE

Plasma stability

CLogP

1.3 mg/mL pH = 6.8/
97.5 % (m)
96.7 % (1)
97.1% (h)

/3.16

99.8 %
(25°C, 3 weeks)
99.6 %

(60 °C, 3 weeks)
No form change

(3 hrs)

94 % (human)
88.5 % (dog)
84.6 % (monkey)
68.9 % (rat)
75.0 % (mouse)

>99.9 % (m)
>99.9 %(r)
>98.6 = 11.7 %(h)
(% remaining after 4 hrs)

Cytotoxicity

(IC50)

VERO > 100 uM
HFL-1> 100 uM
L929 > 100 uM

NIH3T3 > 100 uM

CHO-K1 > 100uM

Negative

Acute Toxicity

LDsq > 1000 mpk

CYP inhibition
(at 10 uM)

1A2:<1%
2C9:317 %
2C19:6.83 %
2D6:26.3 %
3A4:17.6 %

In vivo PK (rat)

IV (5mpk) Oral (10mpk)
T1/2:414h
AUC: 2.88 ug.h/ml
CL:2.82L/h/kg
V:8.86 L/kg
BA 61%

In vivo PK (dog)

IV (5mpk) Oral (5mpk)
T1/2:8.6h
AUC: 19.11 ug.h/ml
CL:0.42L/h/kg
V:4.36L/kg
BA73%

In vivo efficacy in
normal with high fat

In vivo efficacy
in DIO mice

NASH in MCD diet in
db/db mice

STAM mice

Dog telemetry

BBB permeability

Body weight gain
reduction,
Reduced fat
accumulation
5,10 mpk

Body weight gain
reduction,
Reduced fat
accumulation in liver
5,10 mpk

Reduced inflammation,
fibrosis and fat
accumulation in liver
5 mpk

Reduced inflammation
and fibrosis in liver
5,10 mpk

Cardiovascular
Radiotelemetry
Assessmentin
Conscious Dogs
50,100, 200 mpk
(No change)

BQL (below lower limit) in
Brain
based on tissue
distribution
of [14C]-GM-60106

INVESTOR RELATIONS 2024

17




Safety and MOA of GM-60106

Blood-Brain Barrier

GM-60106 2gtE22
gi| 2 (Blood-Brain Barrier, BBB)2
E1ISIX| g0F CNS £AHZ0|
X| A}l QPMT oFE

( JD BIOSCIENCE

Safety Aspect of GM-60106 Efficacy Aspect of GM-60106

a8 7|5

" Tohit b SHTI
vz 0g0g® g 0g0 8

MFD* © oo oo o ole

Choi and Kim, 2018

ZHM|ZEOf| A X4
(Lipogenesis)= AH[Sh= SA0ll
7t MMM oM =
YR AHloh= 0lF =E7|1XME 71
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Phase | Clinical Trial for Safety and Tolerability () 0 mroscrence

20221 TUN A2 E2 T YA Y B2, 1l ST0M 22 A 14 AHS 28 5
2017 2018 2019 2020 2021 2022 2023 2024 2025 2026

Candidate - Phase 1 Phase 2
HTR2a )
Inhibitor Identification ezl Silel) Clinical Trial Clinical Trial

Sponsored by Partner

Sep 2022 Apr 2023 Sep 2023 Mar 2024

Part A PartB Part C

(SAD Cohort1to 7) (Mad Cohort 1 to 3) (Mad Cohort 4 to 5)

SAD: Single Ascending Dose, MAD; Multiple Ascending Dose

Clinicaltrials.gov S (2022.08.26.) 14 CRO 5! &=7| 2 (Vendors)

C] @ ENROLLING BY INVITATION CRO, Clinical Site , CMO, and Chemical Lab

First-in-Human Study of GM-60106 in Healthy Adults and Otherwise Healthy INT e

Adults With an Increased Body Mass Index and Markers of Non-Alcoholic NOVOTECH" R |Nucleus Network

Fatty Liver Disease

CONDITIONS X'%‘A’S.% ﬁ iﬂ ]& fﬁ.

Non-alcoholic Steatohepatitis NCT05517564 AL N ‘ pmm&c ?lﬂ\solﬂl'abs
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Phase | Clinica

NASH X=X 2AMAF A (ZEH:

Part A, B= &4
2023 10& 7

UC San Diego

q

Rohit Loomba

M.D, MHSc
Professor at UCSD

INVESTOR RELATIONS 2024

Alol2 EH*"OE OI-I-IJH |_|.|0th-|

|2, Phase 1a A|&i0| Z=2E[

H: JDB-106001) A=l 2! 4

O, AxH7EK] k=2t

Cohort 8 : GM-60106
160 mg or placebo (6:2)

Cohort 7 : GM-60106
100 mg or placebo (6:2)

Cohort 6 : GM-60106
60 mg or placebo (6:2)

Cohort 5: GM-60106
40 mg or placebo (6:2)

Cohort 4 : GM-60106
20 mg or placebo (6:2)

Cohort 3: GM-60106 | N

10 mg or placebo (6:2)

Food Effect
Assessment
During Cohort 3

(10 mg) or Cohort 4

(20 mg) (6:2)

Cohort 2: GM-60106 j
5 mg or placebo (6:2)

Cohort1: GM-60106
2.5 mg or placebo (6:2)

B

Phase 1a; healthy participants

Part A (SAD);
Single dose; n=64

| Trial for Safety and Tolerability

EM(PK)E HIAE Z0|H, Part C= NASH EQXIE LMCZ 58 S ﬁlﬂ
° el SAE (Mot 2218)2 BN E Hf gl

Part B (MAD);
Once daily dosing; 14 days; n=24

r JD BIOSCIENCE

=Cist2x
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| - Phase 1b; healthy participants

With increased BMI and markers of NAFLD

Part C (MAD);
Once daily dosing; 28 days; n=16

Cohort 5: GM-60106
TBD mg* or placbo (6:2)

Cohort 4 : GM-60106
40 mg* or placebo (6:2)

80 mg* or placebo (6:2)

Cohort 2 : GM-60106
40 mg* or placebo (6:2)

Cohort1: GM-60106 j
20 mg* or placebo (6:2)

-
EEHHQ.’?H%IHB
Korea Drug Development Fund

2023 = F7HIATHEALY
AL E XA

My

20
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GM-60106, Earns Awarded Distinguished () 70 sroscience
Abstract at 2024 NASH-TAG

66

REGISTER NOW! Selected as

January 4 - 6, 2024 Distinguished Abstract In NASH-TAG Conference

The Chateaux Deer Valley In Janua ry 2024
1815 Royal Street East
Park City, UT, 84060 ’ ’

BioSeectTor

JD Bio, 'HTR2A inhibitor' MASH
preclinical results “presented at
the NASH-TAG conference”

[NASH-TAG 2024] HTR2A inhibitor 'GM-60106' %‘m,m ANOVEL CLINCAL DRUG
improves symptoms such as liver fibrosis and e pinct)

liver steatosis in mouse models. "Phase 1 clinical
trial is expected to be completed in March."

JD Bioscience announced on January 22 that it presented the
preclinical results of the company's MASH treatment candidate GM-
60106 at 'NASH-TAG 2024', a conference specializing in metabolic
dysfunction-associated steatohepatitis (MASH, formerly NASH)
held in Park City, the United States from the 4th to the 6th.

GM-60106 is an oral HTR2A inhibitor, and JD Bio confirmed that the
administration of GM-60106 in the MASH animal model improved
symptoms related to MASH, such as liver fibrosis and steatosis.
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5HT2a MOA and GM60106 Publication

SIErS 7| £ 01T ZIHE T|HOR 4 HTMIIES Firs

Hail Kim et al., 2018, 9, 4824

HTR2A Liver-specific KO ORA0f|A] ZF 2A|, ZEX[H: NAS X|

O WT - HFD O WT - HFD
0.05 * B SHT, LKO - HFD W SHT., LXO - HFD
: 200 5. -
WT 5HT,, LKO z = .
0.04 ] [ —
o 2 150 3
2 5
E” 003 £ 100 2
2
- 0.02 2
g E 50 2
g
= T
- 0.01 .
WT -HFD  5HT, LKO - HFD WT - HFD 5HT, LKO - HFD
0.00

o

12k 0w P 120 hA
e WED > D e
SCD + HFD : Wiine3), Hr2a LXO(ReT)

WT 5HT,, LKO —

SCO + HFD | WT(n=3). Htr2a LKOIn=T)

O wr O 5HTz.LKO

- N W A

Relative expression

(=3

SCD HFD

F4/80 Timp1

5 2.0 8 N
s s 5
24 2 15 2
< 2 e
&3 g g
© o 1.0 o
[ 2 o o
2 2 =z
= © ©
= - 0.5 L
2 2 2

o

SCD HFD SCD  HFD SCD HFD

nature :!_Ns N

COMMUNICATIOI

t-in class YAFE 2 J{US=0| M5

r JD BIOSCIENCE

Jin Hee Ahn and Hail Kim et al., 2024, 15, 645

Invitro Solubility/PPB/ ) | Hepatocyte stability »

Code () s Chemical stability B Plasma stability

1.3mg/mL pH = 6.8/ 908% 94% (human)
97.5% (m) (25°C, 3 weeks) 885 % (dog) ooo
GM-60106 5nMm 96.7% () 90.6% 84,6 % (monkey) s
97.1% () (60°C, 3 weeks) 68.9% (rat) (eremainingafter 4 hrs)
1316 No form change 75.0 % (mouse)
Cytotoxicity » CYP inhibition . .

o AMES Acute Toxicity o) In vivo PK (rat) In vivo PK (dog)
VERO > 100 M 2 <1% W Sl omp | (smp) rl G
HFL-1>100 uM 2C9:317 % P 101
1929 > 100 uM. Negative LDsp > 1000 mpk 2C19:683% AUC: 288 ugh/ml AUC:19.11 ugh/ml

fhviede 5837 CL:282L/nkg CL:042Lihkg
>100uM 206:26.3 % V:886L/kg V:436L/kg
CHO-K1 > 100uM 3A4:176% P T

NASH in MCD diet in
db/db mice

In vivo efficacy
1 DIO mice STAM mice Dog telemetry BBB permeability

In vivo efficacy in
normal with high fat

Cardiovascular
ight gain ight gain reduction, i . Radiotelemetry BAL (below lower fimit) in
Reduced fat Reduced fat fibrosis and fat Rm”cig"\;'gszgf" and Assessment in i
tion ir tion ir C i Ibased on i
5,10 mpk 5,10 mpk 5 mpk 5.10mpk 50,100, 200 mpk of [14C]-GM-60106

(No change)

GM-60106(11C

R0 =22t

Tissue Distribution of GM-60106

" Ggequei) () () (wepuvy) (pequvy) Plama®t
Ve Netrp  Metonpt
v ¥ Pluma s [ERE N 100
Whole Blood 158 05 NC s N 07
Adresal gland 1510 [ NC_ 710 NC 921
(. .10 b s T
Teat s O w10 N
Kadoey 1840 ] NC 780 Ne
Large Iosestme 9800 6 NC 127000 ¥C
Liver 0 6 NC 15400 NC
Lung 41 ] NC a0 Ne
Pancrens an ] NC 150 NC
Semall otestine 45000 o NC 16600 NC
Syloen, 29 [] NC w0 NC
Stomach 0o 02 NC 51 NC
NA= Not applicable

NC= Not calculated doe 10 msufficrent termunal elimmnation phase
NR= Not reportable due o <3 consecutrve quantifisble cooentrabons
*# Tiswse: plasma ratio based on AUCOL

BQL= Below the lower himt of quantitation 148 ng equrv.'y
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5HT2a MOA and GM60106 Publication () 30 Bioscience

GIST 2ZIs| w4~ KAIST 4ot W<, JDB H+E, MASH LIef2HE=E A3 =& IH[h=X] A

nature communications

(2024)15:645

nature communications 3 [ IO ]
Article hittpe://doi.org/10.4038/s41467-004-44874-3.
n - N
Discovery of a peripheral 5HT,, antagonist Ch osunl: 2024.01.29
P . . »
as a clinical candidate for metabolic
. . P
dysfunction-associated steatohepatitis
X|'gzka} 2t dast SAloll dxlol= Lof EF HULC
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rently tl leading cause of chronic liver disease worldwide. Metabolic ”

Dysfunction-Associated Steatohepatitis (MASH), an advanced form of MASLD, 24 X|WZHE (NASH) X 2R 7t gl Atetol| M RI'E2H X0} 2F R3S SAl0l| &4H|

can progress to liver fibrosis. cirrhosis, and hepatocellular carcinoma. Based B A OHH A 0] S El X| 2 H| JHEto] Z|ChEICt,
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activity, stability, and in vivo pharmacokinetics (PK) in rats and dogs. Com- N _ e » S _ .
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MASH and fibrosis. According to the tissue distribution study using [*C} MEYAAEE Sol met oS YBste ol 4Lt

labeled 11c, the compound was determined to be a peripheral SHTza antago OFEIS| M= “O|H HA= H|Y T2 M X[WZHHO| A 22 QB MZ2EI 22 E

nist. Collectively, first-in-class eompound 11c shows promise as a therapeutic N _ N N o

apen for the treatment of MASLD and MASH. S Y BS A K7t Fsto| QHES 20»300/[m9|| 012D, X7 Bt A &) SE20| F T OFE 0| BNl A|2H| J{LS SO SHpD “sixj SAI Aok )

9l 2179 590 0| &t0| H{5tm QoL MZote Al i/t 6 el Algfo|ct v R & Hho]2 MK Ol HO|C|H0| At HAE S = Fof M 22 e 142 X E70|
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increasingly common condition defined by the pressnce of = Sk liver  ver (NAFL), known as steatosis, are istologically categorized under HEsO2 MEPEEDL 7H 2R SHE S0l ol Al S0| S7totE 2 W 70 H %2 off|st ot ojeEot ofL 2} 2F M a0 XIF X0l K| 2 S1HE Holrhs X
Steatosis in the absence of significant slcohol consumption, the umbrells of Metsholie Dysfunction-Associaed Steatotie Liver =} |27t Bastct 0] 910] CHE 203 oF2 ahs AP=AEICH 1 AleiguC)
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GM-60106 Indication Expansion () 50 moscience

GM-60106

Inflammation/Cancer

Idiopathic pulmonary fibrosis

Chronic Kidney Disease
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Pipeline Overview () 20 soscience

SR oo =2l GM-10395 stE2 E5d TR X=X SESEHEM WA Al &+ olF

(. Lead Candidate) (. Back-up Candidate)

Candidate Indication Target Development Phase Plans for BD
GM-60106 NASH/Fibrosis HTR Phase 2 L/o
Collaborators
) . L/O
GM-60387 Cancer HTR Pre-clinical Phase 1 Phase 2
Collaborators

GM-10395 .Inflamn:atory PDK Discovery Pre-clinical Phase 1 Phase 2 L/o
W' 4 Diseases*/Cancer Collaborators

GM-10134 , Pan_creatltls/ PDK Discovery Pre-clinical Phase 1 Phase 2 L/O
W' Cardiovascular Collaborators

GM-91466 Dravet Syndrome Confidential Discovery | Pre-clinical Phase 1 Phase 2 L/o
Collaborators

Searching

GM-ADC Cancer Confidential Discovery Pre-clinical Phase 1 Phase 2
Collaborators

GM-PROTAC Cancer Confidential Pre-clinical Phase 1 Phase 2 Searching

Collaborators
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Main MOA of GM-10395 () 0 Broscience

GM-10395%= O|ERE2|0} 7|52 ST 1= st 227|HS 0|0 0| S8 ChE, AR S Clerst Zxlojl A
H=2 HofsHs 7|52 HY

=

In-Kyu Lee M.D. /Ph.D.

KNUHB
ZECYS ISl LS| T} / CHSHEH B OS] S| RF Q) Guvensmvrosemat
Glucose
OH
om | PDK Inhibitor
HO OH
OH
Inactive PDC
Pyruvate
/ \ Acetyl-CoA
Aerobic glycolysis @
1) T cell activation (IBD) Cco,
2) Mast cell activation (Allergy) ; ATP Energy

Chezto] 71601 7S S8 HIHAIE L 0|E2Salotet 5] U giEziol Hatse wasiton:
O] ZHE0lIA PDK4 EHiEI0| Q3 Tt Efiol Solst
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Target Selection and Validation () 0 mioscience

HEA TUSH(BD) BAHLE BMTH SSAHS Soff 0| E2(PDKA)S &E

[

PDK K/O O

PDK4 K/O FA04 IBD Rt 0t 24 2ol

8- © 159
S -0 WT-Control o — 5 —
S o~ KO-Control S 6 o o °
B 5 — WT-DSS @ 3 10-
5 s ~ KO-DSS 4 . g |e
H¢ s 3 2- 2 % |&
;GL 12 (Days) 8, ﬁ 2 ]
1 WTKO WT KO
- —_ —_
B3 - E 927 £ 601 =
r - L]
S = 80+ >
g.‘« - £ 3 2 404
. s 3
= & 20-
e < 88 €
g NI NI g 5
KaH il WTKO & “wrko

PDK4 IH

=M Z St 2IXI9} S EXH(DSS-induced colitis model)0f|A] PDK4 &$i0| S7IEIS tol
PDK47} ZHE= SE2220f IBDE {62 21 ZX/5t M4, ChE 20|, 2 ENEIt B 5% siX5| 7JHME!
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Chemical Profile of GM-10395

PDK4 EF2l0]| 2{xi3tel Aot 2

(GM-10395) 70| 45_BF1E A4=2 2

0 JD BIOSCIENCE

Code Inhibitor In vitro
Class (cellular Assay)
aﬁ + .::NE
GM-10395 1C50 4;1 nM i +—T | etecerew GM10395 recovered
. Allosteric inhibitor Ingﬁg?pnhzrjg[';?a iz . + Jimem 0w Mitochondria function with
(7 M : 159nM(IC50) gg . Dose dependent manner
CYP inhibition o Plasma stability ..
(IC50 uM) HERG inhibition (4hr incubation) AMES test Acute toxicity
IA2: 33.69
2C9:12.64 . \
2C19:12.18 a‘:’fff\’/l ggg;m Human 89% Negative LD50> 1000mpk
2D6:7.94 H 0%
3A4:7.72

. . In vivo Anti- In vivo efficacy Co-crystal Structure
In vivo PK In vivo IBD stud . . =
v cancer efficacy (anti-diabetes) (ZI=)
IV(5mpk) 5
Ora (10mpk) Improved histological Red\tjgtleljjn'::mor Glucose AUC 1\3*‘ }9‘; n ;
T1/2:5.15h Score colon length In xenoaraft mice reduction (OGTT) aﬁ? e
AUC:1.76 ug/mi(IV) In vivo at Tmpk g Oral administration :5 [ ‘q;' ¢
oo At Tmpk dose _ :
BA: 48% =
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GM-10395 a Drug Candidate for IBD () 0 soscience

S=4eS Sl GM-103952| FEY BEE /M 55 el

GM-10395 p.o. injection
(vehicle, 0.5 or 1 mg/kg)

<@ JIITYVIVIYIYY

1 1 1 11 7y »(day)
4% DSS
GM-10395 0.5mpk GM-10395 1mpk
o i —-e— Vehicle &
£ =
-g —o— 0.5 mpk g
> . o 1 mpk =
¥ ] ¥ =
0
= %
L T .. 'g
0 2 4 6 8101214 (Days) 2
8
g 12 . E 007 g8y g
? 10 oo E 38 |—: g 6 ]
8 il :o' g) 80 ’:Y?‘ - 3 4
(=2} < [TH
IR g % g
2 3 | S 2
= Vostmpk) © %7 vos 1mpk) 6 0 V05 Tmpk) =
GM-10395 GM-10395 GM-10395

IBD SE220]| 237t GM-10395 £0{ A| ZX|st M4 CiE 20| & £ PE, &S 07t 2% X8| JHME
GM-10395= First-in-class @S M2 X|2H| S ESEHAUS ZH 2z
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GM-10395 Indication Expansion () 50 moscience

@ @

\ V4 V4 \‘l
Acute Pancreatitis

v
Inflammation/Cancer

) TS

NEEY o
bl
»

Chronic Kidney Disease
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Pipeline Overview () 20 soscience

GM-ADCE= A8t Antibody-Drug Conjugate 7|2t X|ZH|2A] A1 TIO|Z2IRIOZ JHHY &

(. Lead Candidate) (. Back-up Candidate)

Candidate Indication Target Development Phase Plans for BD
GM-60106 NASH/Fibrosis HTR Phase 2 L/o
Collaborators
) . L/O
GM-60387 Cancer HTR Pre-clinical Phase 1 Phase 2
Collaborators

Inflammatory

. . L/O
Diseases*/Cancer PDK Discovery Pre-clinical Phase 1 Phase 2 Collaborators

GM-10134 Pan_creatltls/ PDK Discovery Pre-clinical Phase 1 Phase 2 L/O
Cardiovascular Collaborators

GM-91466 Dravet Syndrome Confidential Discovery | Pre-clinical Phase 1 Phase 2 L/o
Collaborators

GM-10395

Cancer Confidential Pre-clinical Phase 1 Phase 2 Searching

Collaborators

GM-PROTAC Cancer Confidential Pre-clinical Phase 1 Phase 2 Searching
Collaborators
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ADC for collaboration (Payload) () 30 sioscience

SHIX| =X HE7| Lt e HYS Soll Z[X2| ADC X|=H| JH0| SEY

————Antibody || Linker ——1{— Small molecule —

Collaborator 0 JD BIOSCIENCE
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FDA-Approved ADCs (2023) (12 Abcs approved by us Fpa) () 30 soscience

A ADC 7|2t ehefm|e| &8st i 3 2} of=9| shet+lx

2010

N\ ... i %%@HYN i Y (
e O S T T O qwmm EERN
J LA QL ° DXd
NH MMAE
07 NH, — t " o
F N \ Y,
o
’KA‘DC.: RIS anti-CD30, DAR ~4.0 Seagen / Astellas
ENHERTU ti-HER2 DAR ~8 AstraZeneca /
ApPoLivy” anti-CD79b, DAR ~3.5 Genentech / Roche » ant-| s ~ DaiichiSankyo
“ PADCEV anti-Nectin4, DAR ~3.5 Astellas / Seagen
tivdak” anti-tissue factor, DAR ~4.0 Seagen / Genmab
2020 N, SN-38
HO. N o
2013 N\ . SN S b e ?
/ N N’ o
o o >
By TRODELVY anti-TROP2, DAR ~7.6 ‘ Gilead / Immunomedics ‘

‘ ) Kadcyla anti-HER2,DAR ~3.5 ‘ Genentech / Roche ‘ m
Y
2017 Pt J A f A SG-3199
\\ ( \o °© 0 AL \©\
> o N-acetyl-y- o e
HJ @ W on calicheamicin /C( p D@rﬁ
O NH ws TQ OH \ :
% ‘ zynlonta®y anti-CD19, DAR ~2.3 ‘ ADC Therapeutics ‘

§_~on

|

MYLOTARG < anti-CD22, DAR ~6 Pfizer / Wyeth (2000 2017)

HesPonsA anti-CD22, DAR ~2-3 Pfizer / Wyeth 2022

\Y /4
| soﬁH
heavy removed from the US market (2022) J\(
2 O 1 8 PE38 chain N
(38 kDa),

DM-4 “(

light
chain

g N
£ ELAHERE anti-FRo ImmunoGen

@LUMOXITI ~ Fvfragment of anti-CD22 | AstraZeneca / InnatePharma
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ADC Payloads () 0 soscience

Unmet Needs: 7|Z 1~3Alch 2f=2| HES FlHES + U= MZ= MIcie| ADC 70| +E

Traditional
Chemotherapeutic drugs ~ Tubulin inhibitors DNA damage payloads
Methotrexate O OH Maytansine

[s]
NH; /@)\H OH
[ooR ’
HNT NN

O OH =]

oH

H

0 0 OH 0,0
H

Doxorubiin R

. = , | Next
53(1;;\ el T AL LC. Generation
i o

Vinblastine - /4 DC .?

1. They should have adequately high cytotoxicity |dea| Payloads
2. ADC payloads should have proper water solubility
3. ADC payloads should have proper stability
(The payload should also remain stable in the cytoplasm and lysosome without significant degradations under low pH conditions)
The ADC payloads should have bystander killing effects
5. ADC payloads should have functional groups that can be modified without significantly affecting their potency
6. ADC payloads should have sufficiently low immunogenicity
(Using smaller molecular payloads is also a way to reduce the risk of immunogenicity)
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ADC for collaboration (Payload)

re1 el

SIOIH| AIZHe| Game ChangerZt € {22 ADC JHe2 21510d World-Class ADC 7Hgtiit

0 JD BIOSCIENCE

— 5 o
St ggE =

M1 ADC 7Het

JD BIOSCIENCE

Medicinal Chemistry = ADC 7H{&! jit 2t
(Design, Synthesis, SAR, Optimization) c0||a boration
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Partnerships for collaborative research () 0 mioscience

Hlo[c|e| ofetstst Lot E EESH ALXIE & 4= U= 7[USat XEEQ HYL= Hi mjo|Zafel Chzfst

Medicinal Chemistry Industry Partners

(Design, Synthesis, SAR, Optimization)

AV:'-N 7/ ® GELLTRION (BJ%V[V).%;I}A
() ;osioscence O
R REDNVIA $KBlueBio y INNOVO

5% FlowMed NQOV ERSTEQ A

METAPHARMA
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Future Plans () o Bioscience
=

TN OB BQ To|m2lle] 7|SARISHT|E0IH i B AN E £

I Developed by JDB [ Developed by/with Sponsor

IPO in KOSDAQ
Timeline 2019 2020 2021 2022 2023 2024 2025 2026 2027 2028 2029
Series A Series B Series C
Investment ($4.4M) (>$18M) (>$20M)

Pipeline 1 Pre-clinical study Phase 1 Clinical Trial Phase 2 a/2b Clinical Trial Phase 3 Clinical Trial
HTR2a (sponsored by/with Partner)
Inhibitor 7|120|M or

3587

el . . . - . Phase 2a/2b
Pipeline 2 Candidate Identification Pre-clinical trial Phase 1 Clinical Trial

PDK4 (sponsored by/with Partner)
Inhibitor 7|&0|H or

Z5H7

w . . . . 7|&0[H or
Pre-clinical trial Phase 1 Clinical Trial D=

(sponsored by Partner)

Pipeline 3 Candidate Identification

Following
Assets

Collaboration project

7|=0|H or
(ADC) =

35%Tce

Candidate Identification

Current Status

Licensing out or collaboration
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r JD BIOSCIENCE

oF Lt EFUS XISHOZ U=610] 2R Do|ZatQlS =

= O

Target Search Hit Identification

CHAFRIEHX| =2 H| Fragment-
Unmet medical based
needs I}t Drug Design
Lgad A Lead Preclinical
= = e Identification Optimization Candidate

MZ2 X|=2H|
JHEo| =X ztEl

Al-based Hit

AL E}2 ZA} identification
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0 JD BIOSCIENCE

Summary of JD Bioscience Inc

01 SAlA IOk
b | - Ny |
&2k (First-in-class)2 SHMO = I F0|H,

oixf oA mHo| 2RI (NASH X| 2|, GM-60106)2|
EECTIC IS

02 CHArEE
ERIOIC IOl Ato|RIA L 201740 MBS
BIOIQEO 2 A KX} 1t 7|1t CHAFEIEH K| ZH| L

SAHE T2 U S

03 2|sl/z}st
UCB = 72 302 5 202 ojol eeseiem
(Medicinal Chemist)2 T olorsfstol S2tel Hop|!

04 T}EL]2]

) Closet BUH2l HOAET 259178 B2

A F0|H,
ADC, TPD S R =2 B Ilo|Z2iol8

= =
2EF
NASH: Non-Alcoholic Steatohepatitis; PROTAC: Proteolysis targeting chimera; ADC: Antibody Drug Conjugate
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To discover novel therapeutics for metabolic disease with
unmet medical needs that help people live longer and healthier

I ARZLICH

801ho, TJS knowledge industrial center 17-23,
Cheomdangwagi-ro, 208 beon-gil, Buk-gu, Gwangju, South Korea

www.JDBIOSCI.COM | +82-62-974-9380 0 JD BIOSCIENCE
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