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» Our vision is to become a fully integrated biotech company in the coming decade

2021 - 2025 2026 - 2030
o Q o
a ' A a : A a . A
Growth Evolution
(\')/ Establish internal discovery (\')/ Global commercial stage co
capability in Boston _ _
(\')/ Establish sales network in the US,
@ Goal: 7 clinical programs, 1st FDA marketing approval,

100 employees 500 employees

(\
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Current Headcount: 54



Bi-Continental Operation bridgebio

» We are a publicly listed, clinical stage biotech company headquartered in the Republic of Korea
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Bridge HQ Korea ‘Boston Discovery Centerr

BD, S&E /
Asia-Pac Discovery Program BD, S&E / US - EU
Region

R&D for Strategy /
Core Pipeline Governance




BDC: Scripps Collaboration — New Drug Discovery Platform

@ Pioneers in the fields of covalent targeting and chemical biology

@ Founded Vividion Therapeutics in 2014
- Acquired by Bayer in 2021 for $2B USD

Feb 2022

o Coapat B ah  BARAN LABORATORY BDC o)

SCRIPPS RESEARCH

' Scripps
Research

Research Collaboration Overview

@ Discover and characterize novel reactive groups that target non-cysteine residues to uncover new druggable sites in
targets of high therapeutic value

bridgcbio
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@ Scripps will conduct R&D activities (Dr. Cravatt and Dr. Baran project Pls), and Bridge Biotherapeutics will retain an exclusive

option to acquire the worldwide license and patent rights to further develop and commercialize the technology



Our Commitment to Supporting Innovative Science bridgebio
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a A
BaselLaunch

Basel Area-based biotech incubator/accelerator since
2018

Supported 20 ventures to date
Portfolio companies went on to raise over

Bridge Biotherapeutics has been an Industry Partner and
serving on the selection committee since 2020

Partners
PUREDS  rojvant ogbo
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Korea Drug Development Fund (KDDF)

@ KDDF is a national consortium of three government
ministries(Trade, Industry & Energy | Science & ICT | Health & Welfare)

@ Established in 2011 to foster drug development programs
in Korea

& KDDF provides R&D Investment, Development
Consulting as well as BD and Licensing Support
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Pipeline Overview bridgebio

® Bridge Biotherapeutics continues to grow its clinical and discovery pipeline

]
BBT-176 EGFR emerging mutation NSCLC ( Deprioritized )
Cancer BBT-207  EGFRemergingmutation NSCLC »D>» (Enrolling (US/KR))
BBT-778 YAP-TEAD Solid Tumor
.|
BBT-877 Autotaxin IPF B ) ( ongoing )
Fibrosis BBT-301 K,3.1 IPF . (" 2024 Planned )
BBT-209 GPCR19 IPF » (" 2024Planned )




4th Generation EGFR TKI for NSCLC
BBT-207
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Increasingly More Patients in need of 4G EGFR TKI bridgebio

therapeutics

- Most Common Cancers Worldwide - . Genetic Drivers of NSCLC . . The Unmet Need .

Driver mutations

i (Del19 or L858R)
Other 1/2G EGFR TKI
Others
36.6% corr 3G EGFR TKI
Colorectum s 5.0, 40-55%
10.2% RET fusion 1.29% +T790M
ROS1 fusion 2-3%
ALK fusion 3-5% (DT or LT) +C797S
, Double Mutations
Bladder 3.0% Prostate DCorlLC
: 3G EGFR TKI
Thyroid 3.1% 7.1% Others I
Cervix uteri Stomach 5.7% —_—— e e -
3.2% +C797S Noa :
. 3% . . pproved
Esophag:S S HER2 33, a0y Triple Mutations - — — - viable treatment options
32%  3.2% RET fusion 1:2% (DTC or LTC) o

ROS1 fusion 1-2%
ALK fusion 3-6%

Caucasian

o Lung cancer is the most common cancer and the leading cause of cancer death in the world (>1.5 million cases every year)
o NSCLC is the most common subtype of lung cancer, which accounts for 85% of cases
& EGFR mutations are the cause of over 50% of NSCLC in Asians and between 5-15% in Caucasians

o Across the world, patients who progressed on 3G EGFR TKIs due to C797S are left with no viable treatment options



Global Solution Requires Broad-Spectrum Activity bridgebio
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DTC/LTC mutations the dominant
resistance mechanism after ~1 year?

In most developed nations frontline

use of osimertinib is more widespread’
20.0% 1 After 2L osimertinib (n=713)
« C797S+ double mutations are more =S LTI
North America Europe common (DC and LC)? 8 150%
; 10.0% 1
* For majority of ROW, 3rd-gen EGFR § 5.0% 1 S
TKis still given from 2L3 gy ./ B
oon| P
: * T790M mutations much more prevalent 5 8 12 18 24 30 3 42 48 54 oo
Asia South America Time since Osi initiation (month)

EGFRL718 ———PIK3CA E542 BRAF V600

® BBT-207 is capable to satisfy the global unmet need for those with C797S+ NSCLC

1. NCCN guidelines for NSCLC (version 6.2020) E:I?Se;;g

2. Suresh S. Ramalingam, Poster Presentation, WCLC2022 T = T790M
3. 2020 IASLC Survey (based on use of molecular testing and NGS accessibility) C = C797S



BBT-207 Prioritized as the Lead Program for EGFRmM NSCLC  ondgebo
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® BBT-176 Phase 1a conclusion — Well tolerated, however, BBT-207 widely expected to be more efficacious

@ BBT-207 has improved potency over BBT-176 across the full EGFRm spectrum

Compound WT D L DT LT DC LC DTC LTC
LIHECCEE | BBT-207 184 6 11 4 4 1 16 5 8
Ba/F3 cell
line BBT-176 645 67 164 147 114 76 244 148 276
IC5 (nW)
Osimertinib 164 1 2 3 3 509 829 979 1303
BBT-207 40mpk QD BBT-176 60mpk QD / 90mpk QD
Model TGl TR TGI
DC 107% 8/8 60mpk : 64.4% / 90mpk : 101.3%
BBT-207
In Vivo LC 102% 2/8
Efficacy
DTC 107% 77 60mpk : 66% / 90mpk : 77%

0 * D=Del19|L=L858R|T=T790M | C =C797S
LTC 108% 6/8 * NA: Not Analyzed
* TGI: Tumor Growth Inhibition (%, relative to vehicle)
I- TR: Tumor Regression (number of mice)

I D/L/DT/LT >100% Majority BBT-207=>100% TGI confirmed in all EGFR mutants
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BBT-207 Clinical Trial Design

® Phase 1a dose-escalation portion of the study is now ongoing

® The study is expected to span approximately 15 sites in the US and South Korea

Phase 1a Dose Escalation b9 Phase 1b RP2D Selection @9 Phase 2 Dose Expansion

Patient population

Patient population

Patient population

NSCLC with EGFR mutations NSCLC with EGFR C797S NSCLC with EGFR C797S
after 3¢ gen EGFR TKi failure mutation after 3< gen EGFR mutation after 3 gen EGFR
TKI failure TKI failure

n=3

BBT-207
RD2

BBT-207 at RD1 }

Bayesian design
,_nzs_T (n=20) J— Interim analysis
B87.207 R m BBT-207 at RP2D
' (n=20)
,_nzzJ
BBT-207 at RD2 |
RD1 (n=20) r

=3

>
BBT-207
DL 1~



BBT-207 Clinical Trial Expected Timeline bridgebio

2023
Quarter No. Q1 Q2 Q3 Q4 Q1 Q2 Q3 Q4 Q1 Q2 Q3 Q4
IND-enabling \9/ 9 US FDA Clearance Letter
GLP
AACR 2022

Phase 1a

Dose Escalation W

2023 ENA Presentation

GoE O
RP2D Selection

Global
Phase 1

© US FDA clearance letter for FIH study — April 2023
» Detailed information on the clinical trial design presented at 2023 AACR-NCI-EORTC conference

@ Global Phase 1 trials now ongoing in the US and South Korea



YAP-TEAD Inhibitor for Solid Tumors:
BBT-778
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BBT-778 : A novel, reversible, pan-TEAD inhibitor

© YAP/TAZ nuclear translocation highly morbific » BBT-778, pan-TEAD Inhibitor
el e e e - «  Novel, brain-penetrable, reversible pan-TEAD inhibitor
mﬂ_'l IO * Good in vitro synergistic effect in combination with osimertinib
ores fjéiﬁ{m e - Efficacious and dose-dependent anti-tumor effect at various NF2
mutant xenograft models
O Y~ o 00000 Actin * Favorable pharmacokinetic and ADME profiles, including excellent

L)
i s

-— brain and tumor penetration
L - IND-enabling GLP tox will be initiated soon

Proteasomal

degradation
K f
«

Cytoplasmic
reDeyiet al, 2020

« Primary target indications are

YAP/TAZ : L
— NF2-mutated cancers (Mesothelioma, Meningioma,
Schwannoma, breast cancer, etc.)

jpft — Osimertinib-resistant EGFR+ NSCLC with activated Hippo
signaling
@

IFAT ,!1[ o Nucleus




Efficacious and dose-dependent anti-tumor effect in several NF2m models bridgebio
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© BBT-778 strongly inhibits tumor growth in a dose-dependent manner without significant BW loss

» High brain exposure and penetration - majority of target indications involve brain metastasis

H226 NF2 mutant xenograft model H2373 NF2 mutant xenograft model

Squamous cell carcinoma Mesothelioma

—&— Vehicle, PO, QD, n=6. i
BBT-4778, 3mg/kg, PO, QD, n=6. —e— Vehicle Control, PO, QD, n=6
+— BBT-4778, 10mgikg, PO, QD, n=6. BBT-4778 3mgikg, PO, QD, n=6
—¥— BBT-4778, 30mg/kg, PO, QD, n=6. —¥— BBT-4778 10mg/kg, PO, QD, n=6

—+— BBT-4778 30mg/kg, PO, QD, n=6

400 - Brain Exposure and Penetration

— 600+ B/P -
£ & 500- (total exposure) :

£ £

= £ BIP 0.113
g o 400- (free fraction) '

S E

= S | K 0.167
t>) N 300 puu

— >

2 6 2004/ Tttt

5 £ TR: 6/6

- ~  100-

TR: 6/6
0 7 14 21 28 0 7 14 21 28 35 42 49

Days after the start of treatment

Days after the start of treatment



IPF

BBT-877
Autotaxin inhibitor
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BBT-877 MoA and LPA Inhibition Phase 1 Clinical Data bridgebio

~90% LPA production Inhibition Phase 1 results (NCTO3830125) LPA (18:2) |nh|b|t|0ns (MAD) Of BBT-877 from Phase 1 trial

BBT 877 + Migration - Survival « Proliferation = Fibrosis
J
0/\/\0 0/\/’\‘\_. % %MOMO Po » Y

LPA LPARM

ATX Placebo 200mgQD  —e— 400mgQD 800mg QD Placebo 100mgBID 200mgBID
@ 10007 : : § - 10007 :
= 800 1 : : B 5 80,03 5
[} : . . : : . :
0 60.0- : : ; : ; ) 5
© : 5 : : : 60.0 :
- 40'0_ : : 5 : : 400~ :
| LPC IE)LPA . \ £ oo T
oy 0.0+ : : : 5 5 0.0- : 5 : ;
) 80 160 240 320 400 o 80: 160 240: 320 400:
o 200 ; 20.0 : . :
[ ] g :
8 00 400
p O 600 60,0
(=
y S 800 -80.0
A 0-384hours(QD) 0-384hours (BID)

>
[ ]
Alveolar —
compartment C =3 BLADE ,blo
Galapagos vRObLECUDWIGE therapeutics

BBT-877

»® Dose proportional systemic exposure -
Dose 600mg 500mg 200mg
® Well tolerated with no SAEs reported from three Phase 1 studies (@b) (BID) (BID)
o | ~60% ~80% ~90%

o Exhibited dose response PKPD with sustained LPA inhibition of up to 90%
GLPG1690 (Ph2a data), BBT-877/cudetaxestat (Phase 1 data)



Multinational Phase 2a Clinical Trial Design bridgebio

» First patient dosed in April 2023
» Approximately 40/120 patients have been enrolled as of Oct 2023

a A
Study Design = Site Locations

Screening Treatment Period Follow-Up Visit Poland
us
Visit 1 Visit2 Visit 3 Visit4 Visit5 Visit6 South Korea e

~ 11 ¥ oo o ©

Israel

Efficacy, Safety, and PK assessments
Australia

BBT-877 °

Placebo

The randomized, double-blind, placebo-controlled Phase 2 study utilizes a 200 mg, BID regimen of BBT-877 or placebo



BBT-877: Development and Clinical Trial Expected Timeline bndgebo

2022 2023 y{\yZ}
Q1 Q2 Q3 Q4 Q1 Q2 Q3 Q4 Q1 Q2 Q3 Q4
Regulatory Meetings,
Phase 2 preparation \9/
FDA Type-C Meeting Response IDMC Result

mn'an’ssssssssesee ¢
First Patient Dosed CSR

T — T —

@ First IDMC complete — Given recommendation to continue with Phase 2 trial

» Growing interest in the ATX-LPA-LPAR pathway — BBT actively exploring various collab models



IPF

BBT-301
Potent K__,3.1 Modulator

BBT-209
Selective GPCR19 Agonist
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BBT-301 : Potent K__.3.1 Modulator bridgebio

a A
Kea3.1
K..3.1 is a novel target identified to be upregulated in IPF patients and is associated with the SIS0 :
promotion of pro-fibrotic lung fibroblast function and facilitating fibroblast to myofibroblast ICA17043 11

(Senicapoc)?

differentiation — a key factor in IPF development.
TRAM343 20

BBT-301 reduced TGF- & the expression of collagen in mPCLS In terms of forced vital capacity (FVC) and Ashcroft score,

(precision-cut lung slices) and IPF patient-derived lung fibroblasts BBT-301 has shown comparable potency in lung function recovery

*hkk

192}
$
3
*

*kk 5_ 10_
] ’ dkkk dokk
400 Sere werr [ . N K
. 89 0 6 —H—‘ 47 ,%l 0 = 0.8 -
3 ..== - % \ *}e : ® . [ |
3 3007 I % T L T 3 ity 3 ¥ 06 e HE 40%
g i = i b g o oe%, [N
- % 4 # - £ .
« . N a s 2 £ o4l Ii.
. 200 e = o. i
e - ] m E
E 2] 1-{ == ¢ e E 0.2
100- 3 !
. 0 T T T T T 0.0 T T T T
0 | | | 0 | | | |
BBT-301 (uM) 0 01 05 1 BLM + o+ o+ o+ BLM + + +
sLM ¥ ¥ TGF-B (10ng/ml) Nintedanib (mg/kg) 120 BBT-301(mg/kg) 25 5

BBT-301 + #p<0.001 vs BBT-301 0.1 uM BBT-301(mg/kg) 25 5



BBT-209 : Selective GPCR19 Agonist bridgebio

GPCR19

GPCR19 is a prerequisite for P2X7-mediated Ca2+ mobilization, in which activated P2X7 leads to lung
inflammation and fibrosis. BBT-209 potently suppresses P2X7 receptor expression and greatly attenuates
the P2X7-mediated inflammasome in various inflammatory diseases.

150~ —~ 100+ LPs LPSNigericin LPSBz-ATP 5 -
3 S ser200 I (NN
e\i E 80- GPCR19 agonist g 44
S 100 T g 60— PDE4inhibitor [l 1 L. <
=} S NLRP3 inhibitor s 34
3 B 40 P2X7 antagonist (1) | @ mgEE ‘ v
_'E 50— N U937 = 0937 P2X7 antagonist (2) 5 27 ol ‘ oY Kt 8
(a8 ame 3 20 Name JAK inhibitor N w3e
& ICa (M) 3 3 [Cao (4 seos [N R Ly ‘
- — P
= - BBT-209 0.031 Z 0- BBT-209 0.036 2583 E 2B E 258 5 0
T T T 1 T T T T 1 a b 5 < af 5 i abkg i 0 Negatlve Vehlcle Nlntedanlb BBT209
0 1 2 3 4 0 1 2 3 4 5 FEEEE % 0 o o | as PO/IB/IEQ 10 O%/Ilég 60m /%/kg 600"”/%/"9
L°gc (nM) LOgc (nM) % Inhibition
BLM treated

» Competitive inhibition of IL-18 and TNF-a cytokine expression

» Greater reduction in aSMA area (myofibroblast marker) than Nintedanib



Summary and
Concluding Remarks
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Summary and Closing Remarks

Best-in-Class IPF Assets Comprehensive multi-pronged approach to combat IPF through multiple validated pathways
Novel Oncology Programs Aimed at treating prevalent cancers globally, focusing on the most sought-after targets in the field
Actively seeking regional Boasting a growing global presence and a portfolio targeting diseases that impact patients

or global partnerships worldwide, our company presents an attractive partnership opportunity

Our Commitment

Driven by science, we are committed to pioneering groundbreaking medicines
to address global unmet needs, transforming lives and shaping a healthier future for all
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SK Headquarters

Suite 303, 58, Pangyo-ro 255 beon-gil,
Bundang-gu Seongnam-si, Gyeonggi-do,
13486, Republic of Korea

US Branch

Bridge Biotherapeutics, Inc.
55 Chapel Street, Suite 100
Newton, MA 02458, USA

Please contact
BD Director — pavel.printsev@bridgebiorx.com
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