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A Clinical Stage Global Biotech

Transforming the Immunotherapy
R&D Paradigm with Single Cell Precision



Major Milestones Achieved Since 2017

A clinical-stage multinational biotech company leveraging 2023+
proprietary single-cell driven Drug Intelligence Science, DIS®, ’
to advance a diverse portfolio of immunotherapies for patients 2022
2021 ’ :
: - 4 clinical programs
2020 ’ - DIS® driven acceleration
" . to regulatory approval

2019 .
2018 .
2017 ‘ :

‘ : - Follow-on financing, S75MM
‘ . - 4 IND filings
: . 2 clinical trial supply agreements Biotech
Financings totaling >$100MM - 2 asset programs out-licensed Fierce 15
12 pipeline programs HONOREE
8 drug candidates 2023
Platform collaborations (e.g., Takeda, Kite, etc.)
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Experienced Drug Hunters and Developers

|
Francisco Adrian, PhD
Chief Scientific Officer

Liang Schweizer, PhD
Founder, Chairperson & CEO

HARBOUR J

Ul Bristol Myers Squibb” SANOFI

Robert Andtbacka, MD, CM
Chief Medical Officer

UNIVERSITY OF UTAH

- .
(Z) Seven&Eight HUNTSMAN

*) Biopharma CANCER INSTITUTE

Y
U) NOVARTIS saNOFI

Christos Hatzis, PhD

Jinping Gan, PhD

VP, Head of VP, Head of Research Executive Director,

Translational Medicine Head of CMC
\'"’ Bristol Myers Squibb® e S0 bt VERTEX Q"! Bristol Myers Squibb® MM

John Pallante, MS
SVP, Head of Clin. Ops.
& Quality Management

b NovarTis <Shire

Jack Pollard, PhD
Executive Director,
Head of Translational Data Science

moderna SANJOF,
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Pipeline of Novel Immunotherapies Advancing Through IND and Clinic

Program Target Discovery Preclinical (IND) Phase | Phase II/1ll

HFB200301* TNFR2 (cancer)

HFB200603* BTLA (cancer)

HFB301001 OX40 (cancer)

HFB200902 Gal-9 (cancer) Partnered ¥ FibroGen
HFB101110 ccrg (cancer) R ¢ FibroGen
HFB200604 BTLA (AID) >

HFB100204 oxcrs(ao) [

Bispecifics Novel targets -

B Agonist Antagonist B Depletor

*As monotherapy or in combination with anti-PD-1, Tislelizumab, supply agreement with Novartis
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Drug Intelligence Science (DIS®) Opens a New Era for Immunotherapy

Patient Samples

Pharmacological
Properties

Scientific
Hypothesis

UG HIFIBIO

THERAPEUTICS

Single Cell
Technology

Novel Targets

Drug Intelligence Science (DIS®)

Awarded Breakthrough BioTech “Al Innovation of the Year”

High Quality Drugs

Predictive Biomarkers

......

L. Schweizer, Drug Discovery Today, Volume 28, Issue 11, Nov. 2023

DIS® is a high-resolution translational platform that aims to enhance the
probability of success for drug discovery and development
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DIS® Enabled Industry and Academic Strategic Partnerships

Biopharma Academic / Government
Target Discovery VZKi GUSTAVE/
e ROUSSY

from patient samples

CANCER CAMPUS l \
GRAND PARIS

T cell Profiling
for neoantigen specific TCRs

_ _ ("INSTITUT
Antibody Discovery PASTEUR Xy
against challenging targets DARPA & CoVIC
Biomarker Discovery wopial QD 7/
. = m Pitié-Salpétriére |nStltUt
from single cell analysis AW Curie UMassChan

Out-licensing

Lk FibroGen

of DIS® enabled pipeline assets

Ongoing platform Improvement with Harvard University, Broad Institute, and ESPCI Paris
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Clinical Stage Oncology Programs

Detailed data on preclinical and clinical activities available under CDA



Cancer Immunotherapies Designed for the Highest Clinical Impact

Targeting difficult to treat tumors and tumors with no or low response to SOCs such as anti-PD-(L)1

Indications Candidate/MoA Rationale Current Status

HFB200301
TNFR2 Agonist
First-in-class

Modulates innate & adaptive immunity
Activates NK and CD8+ T cells i Nosafety concerns

* Pharmacology

established
HFB301001 Dual T cell + Treg effects :
OX40 Agonist No receptor downregulation * Promising MoA and
2"d Generation No interference with OX40L binding biomarker data at

single cell level
Solid Tumors

HFB200603 . e Early efficacy seen
LA At Strong complement to anti-PD-1 :

Best-in-class

Dual anti-BTLA & anti-PD-1 for high potency
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HFB200301 - First-in-Class TNFR2 Agonist

Mechanism of Action Pre-Clinical Monotherapy Activity Pre-Clinical Combination Activity

-o- [sotype Control

— Isotype Control

= HFB200301 10 mg/kg

= anti-PD-1 10 mg/kg

= HFB200301 + anti-PD-1 10 mg/kg

50

= 500 .
HEBR00m -# anti-PD1 10mpk
— 100
g -+~ HFB200301 10mpk Tg |J_
[ONTT| [
EW0 >
= ¢ 0
g 8 GC) 504
5= o
g )
= o
0 ) ! ! ! 0 T T T 1 1
0 5 10 N 1_5 20 0 10 20 30 40
Days post administration Days post administration

HFB200301 drives TNFR2 activation of CD8+ T cells and Natural Killer cells to achieve

antitumor activity in monotherapy or in combination with anti-PD-1
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HFB200301 Monotherapy and in Combination with Tislelizumab (anti-PD-1 mAb)

Phase | Phase Il

Mono/Combo
Dose Expansion

Monotherapy Dose Escalation Combination Dose Escalation

Dose Level 5
Dose Level 4 Dose Level 4 + tislelizumab
Dose Level 3 Dose Level 3 + tislelizumab

Dose Level 2 Dose Level 2 + tislelizumab
Dose Level 1

Completed / Ongoing

Trial ongoing

No DLTs, MTD not reached
Favorable safety profile
Promising early clinical results
DIS® Immunotyping

ANANENANEN

HFB200301 demonstrates excellent tolerability across 5 monotherapy dose cohorts

and in combination with tislelizumab, with promising clinical results

NCT05238883
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HFB301001 — Best-in-Class Second Generation OX40 Agonist

Mechanism of Action

} ———Jpp Deplete Treg through ADCC

\ cnnc-m%K
- =% HFB301001

%
WA
af

S

HFB301001"
0X40L @

CD4+ / CD8+ T

Enhanced anti-tumor activity

» without receptor downregulation
and ligand binding interference

—gp Enhance effector activity

Pre-Clinical Anti-Tumor Activity

Tumor Volume (mm?)
Mean+SEM

3000

2000+

1000

0 1 T T
0 5 10 15

Days post administration

HFB301001 depletes Tregs and activates Teff for superior antitumor activity

et

Isotype control

HFB301001, 0.1 mg/kg
HFB301001, 1 mg/kg

1st Gen OX40 Agonist, 1 mg/kg

compared to 1°t Gen OX40 agonists

UG HIFIBIO
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HFB301001 2"d Generation anti-OX40 mAb Monotherapy

Phase | Phase Il

Dose Escalation Dose Expansion

Trial ongoing

No DLTs, MTD not reached
Favorable safety profile
Promising early clinical results
DIS® Immunophenotyping

Completed / Ongoing

ASANE NN

HFB301001 is well tolerated across 4 dose cohorts in monotherapy
with promising clinical results
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HFB200603 — Best-in-Class BTLA Antagonist

Svnergistic Activation of Tumor
Infiltrating Lymphocytes

Mechanism of Action

Patient 1 Patient 2 Patient 3
M H D H V EM 5000+ 300+ 20000
= 40007 % T 200 = 15000 %
IFNy  § s000- £ £
2 = £ 100004
HFB200603 Z 20007 Z 100- Z
= L0004 ’*| L L 5000
0 [.T.l T T LB 0__&_& I%I T
- 300+ 200+ 150+ . [ Control
_ = _ O HFB200603
o TNFa jézuo _§ _Emo- [ aPD-1
= = 100 =
7 7 7 [] HFB200603 + aPD-1
£ 1004 ¢ 5 % s0
" = = 50 =
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HFB200603 blocks HVEM / BTLA immune-suppressive signaling and synergizes with anti-PD-1

THERAPEUTICS
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HFB200603 Monotherapy and in Combination with Tislelizumab (anti-PD-1 mAb)

Phase | Phase Il

Monotherapy Dose Escalation Combination Dose Escalation Combination Dose Expansion

Dose Level 3
Dose Level 2
Dose Level 1

v" Trial ongoing
v" Safety, PK/PD
v DIS® Immunophenotyping

Completed / Ongoing

HFB200603 in combination with tislelizumab addresses

a large unmet need in anti-PD-(L)1 refractory tumors

NCT05789069
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IND Stage Autoimmune Programs

Additional data on preclinical activities available under CDA



Autoimmune Immunotherapies Designhed For the Highest Clinical Impact

Selectively targeting immune cells in autoimmune disease patients with limited therapeutic options

Indications Candidate/MoA Rationale Current Status

IND filing in Q3 2024

DIS® translational
plan in place

HFB200604 * Suppression of activated T and B cells to
BTLA Agonist restore immune tolerance

T —

Autoimmune Diseases

, Ready for partnership
HFB100204 * Depletion of Tfh and B cells to block

CXCRS5 Depletor ectopic germinal center formation

DIS® translational
plan in place
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HFB200604 — Best-in-Class BTLA Agonist

Mechanism of Action Efficacy in Acute GVHD Mouse Model
HVEM 1204
== |sotype control
HFB200604 === Benchmark
[ == Abatacept
= == HFB200604
7
TCR/BCR X
Increased BTLA
Inhibition of T
or B cell
%Tmune O 1 || 1 || 1 1
olerance 0 8 16 24 32 40 48

Days post PBMCs inoculation

HFB200604 stimulates BTLA immunosuppressive signals in B and T cells to restore immune tolerance
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HFB100204 - Best-in-Class CXCR5 Depletor

Mechanism of Action Depletion of CXCR5+ B cells
hCXCR5 KI mouse spleen Sjogren’s Syndrome patient blood
P I Isotype control
HFB100204 :/,{( J& HEB100204 150 -8 Isotype control 80 B HEB100204
- -¥- HFB100204, 1 mg/kg = Benchmark
CXCL13 2 "
CXCR5+ Tth cell . CXCR5+ B cell D E N
Tt © 100 =
s o9 & - o] Q
7 e ® ‘e s 7)) o0
| &\ P X \A . g
Depleti g %0 g
o -
Depletion epletion 0 § 20
X
0 0-
Blocked Ectopic Germinal -10 0 10 20 6x10™ nM 6 nM
Center Formation Days post administration

HFB100204 selectively depletes CXCR5+ Tfh and B cells and inhibits CXCL13 induced migration

to prevent/disrupt the formation of ectopic germinal centers
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Transformative Company Focused on Maximizing Clinical Probability of Success

. Novel IO drug candidates in Phase |
Patient * TNFR2 first-in-class agonist

Impact « OX40 2" generation agonist
* BTLA best-in-class antagonist

DIS® driven predictive biomarkers
for patient selection through Al/ML

15M+ single cell database from patient
samples with both pre and post SOC

¢ 35+ tumor types

« 25+ autoimmune diseases

THERAPEUTICS

8 drug candidates identified
* 4 progressed to phase |

* 210 out-licensed ® dri dd
* 2 autoimmune in pre-IND DIS® driven target and drug

discovery through Al/ML
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Liang Schweizer, Ph.D.

Founder, Chairperson, CEO
® | schweizer@hifibio.com
@ Profile Link

Robert Andtbacka, MD, CM

Contact Us i Mo
' @ randtbacka@hifibio.com

@y Profile Link

Francisco Adrian, Ph.D.

CSO
@& fadrian@hifibio.com

H3 Profile Link

hifibio.com


https://www.linkedin.com/in/liangschweizer/
https://www.linkedin.com/in/franciscojadrian/
https://www.linkedin.com/in/robert-andtbacka-md-cm-facs-frcsc-5a6283127/
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