A first-in-class drug

for the treatment of

Atopic Dermatitis (Eczema)

Developed by Antenovus Biotechnology Limited, an HKU spinoff company
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Unmet Medical Need

An Unmet Medical Need for Close to 800 Million People with Atopic Dermatitis
Documented Surge of New On-set of Atopic Dermatitis after COVID-19 Pandemic
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The Main Culprits
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6 More than 30 % healthy people @ Close to 100 % Atopic Dermatitis

are colonized with S. @dureus patients are colonized with S. aureus
The toxins and virulence factors of S. aureus are the culprits of atopic dermatitis
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Anti-virulence Drugs

Drugs Suppressing the Toxicity of S. aureus to Eliminate the
ROOT CAUSE of Inflammation & ltchiness

ses 5 sy Virulent (toxigenic) S. aureus
039 8850
v g j\d u\t07°°o§% ‘ — Harmless S. aureus
(Y ‘ e \ye
Loukociine @ o £l " ee%, ' Anti-Virulence X
s — = Production of toxins Druas Toxin & virulence
s SH\ ‘:ETs & virulence factors g production stopped
Q90 | =" o9, Inflammation & NO Inflammation &
PHs %o spis ltchiness ltchiness
@ sak
High Low
Virulence
Non-antibiotic, non-steroidal, non-immunosuppressantjanti-virulence —

drugs treating the root cause of atopic dermatitis

Groundbreaking & Disruptive!
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ABL-1

Our First-in-class Anfti-virulence Drug for Atopic Dermatitis

Lead Project Drug Class Route of Indication Mechanism of action

Administration

ABL-1 Small Topical Atopic Anti-virulence (Suppression of
Molecule (Cream / Dermatitis toxin and virulence productionin
Ointment) S. aureus including MRSA)

Development Status of ABL-1 for Atopic Dermatitis

Year 2019 2025 2026 (Q4) 2028 2029/30 2031 2032

Candidate Lead Preparation for (IND)- Phase 1/2 Phase 3 New Drug NDA Approval and
Compound Investigational enabling Clinical Trials Clinical Trial Application Product Launch
Selection & New Drug Studies (NDA)

Optimization (IND)-enabling commenced Submission
Studies




Preclinical

ABL-1 Supresses Toxin and Virulence Production in S. aureus

S. aureus growing on
blood agar

Suppression of
Haemolysis after
ABL-1 treatment

Haemolysis by
S. aureus toxins
showing
clear zone

Control ABL-1 Treatment
(Blood cells lysed by toxins) (Blood cells NOT lysed)
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Preclinical

Animal Tests
ABL-1 Treafs Atopic Dermatitis and
Reduces Plasma IgE Elevation in mice model

ABL-1
Treats atopic dermatitis in mice
(dony ’rop|cal dosing for 7 doys)
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Reduces Plasma IgE Elevation
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Leadership Team

Dr. Richard Kao

Founder / Director / Chief Executive Officer

- BSc (Hons), Ph.D. (UBC, Canada), Postdoc (Harvard Medical School, USA)

- Associate Professor, Department of Microbiology, LKS Faculty of Medicine, HKU

- The 2023 Horizon Prize, The Royal Society of Chemistry

- The 2019 State Scientific and Technological Progress Award

- The 2017 15" Hubert Tuor Prize — ICPIC Innovation Academy Award at Geneva, Switzerland

Herman Lau

Chairman Of The Board

- Graduate & Honorary University Fellow from HKBU

- Founder of Daiwa Associate Holdings since 1980 & public listed in 1994

- Pioneer entrepreneur bring in JVs to China from Japan, USA and Europe since early 80's

- Leading Distributor of IC Chips, manufacturer of 5G telecom modules & elect components
- On-line, off-line & marketing to mass merchants of digital products in Canda and America

HARVARD
MEDICAL SCHOOL

Dr. Thomas Lee
Chief Operating Officer
- B.Pharm (Hons) (CUHK), Ph.D. (U of Wisconsin-Madison, USA), Registered Pharmacist
- Over 25 years of experience in Pharmaceutical Development including
>10 years in Bristol-Myers Squibb, Novartis and Celgene in the USA
- Developed 4 commercial drug products and 1 dietary supplement
- Advanced 9 preclinical programs to clinical trials in US and Canada

Bristol Myers Squibb

Jason Madar NOVARTIS o
Chief Data Officer A s CV/
- BSc (Hons), MSc (UBC, Canada) (@elgene VT
- Software development leader with 25+ years in database development and data mining \‘

- Co-founder & CTO of Vandrico Solutions, Snakebye Digitec & HealthQB Technologies Inc. N
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https://www.nature.com/articles/ja201714

Market Size

I\’;i I

CAGR 9.07%
2024 - 2030

2030 TAM

> 780 MILLION*

AD Patient Population

*Clinical and Experimental Dermatology, Volume
50, Issue 10, October 2025, Pages 2054-2056

TAM = Total Accessible Market
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ALL Existing Competitive Products
Temper with Immune System

Topical Therapeutic Oral Immuno- Topical Topical Topical Topical Topical
ABL-1 Antibodies suppressants Opzelura® Eucrisa® (Pfizer) Tacrolimus Pimecrolimus Steroids
(Antenovus) (S% ()] (Generic) (Generic) (Generic)

Antibodies;
immunosuppressant

JAK Inhibitor;
immunosuppressant

PDE-4 Inhibitor;
immunosuppressant

Calcineurin
Inhibitors;
immunosuppressant

Calcineurin Inhibitors;
immunosuppressant

Corticosteroids;
immunosuppressant

Mechanism of Action Immunosuppressant

Anti-virulence

non-immunosuppressant

Stage of Disease Mild to severe Moderate to Mod to severe Mild to moderate Mild to moderate Moderate to Mild to moderate Mild to severe
severe severe
Combination with Yes No No No No No No Not
Immunosuppressants recommended
Use in Open Wound Yes N/A No No No No No
/Infections
Efficacy Complete clearance 40% (Drug) Vs Controversial 50% (Drug) Vs 30% (Drug) Vs 35% (Drug) Vs 35% (Drug) Vs Generally
of AD in a week in 10% (Placebo) 15% (Vehicle) 20% (Vehicle) 10% (Vehicle) 20% (Vehicle) satisfactory
animal models
Time to Show 1 week Up to 16 weeks 8 weeks 4 weeks 2 weeks 2 weeks Up to a week
Improvement
Safety Profiles Sdfe Mild adverse Severe immune- Acceptable; <20% Site painin > 1% Skin burning ; Burning, Major side-
events related side- body surface area of patients Pruritus: Flu-like headache, fever, effects related
effects: blood/ and up to 1 tube symptoms. infections, etc. to steroids
liver tests needed (60g)/week
Black Box Warning N/A N/A N/A '”fecjg:;ﬁf:rdio‘ N/A Infections/Malignancy N/A
events/Mortality/
Malignancy
Annual Cost (USD) | Tobedisclosed | $10,609 $7.792 $1,343 $140 $46
Market Share To be disclosed 15.9% 1.2% 32.2% 66.7%




KEY PLAYERS

Value Readlization

M&A: Recent M&A Deals in Atopic Dermatitis pany isting Ataplc
Product Generic Mechanism Year Acquiring Acquired Stage of Deal Size ;:::‘@
Name of Action Company Company Development (USD) @Pﬁze" Ointment
PX-128 N/A Antibody | 2024 J&J Proteologix Phase 1 850M Q@*e\ R roam
NM-26 N/A Antibody | 2024 J& Numab Phase 2Ready = 1.25B Fee, | O
KHK4083 N/A Antibody 2021 Amgen Kyowa Kirin Phase 3 Ready 1.25B ‘ : R ﬁa?i%f
Eucrisa®  Crisaborole PDE-4 2016 Pfizer Anacor Pharma Phase 3 5.2B _q;::\oofi Dupixent®AD
: : Inhibitor' - Amﬂ A Phase 3 Ab
Elidel® Pimecrofimus Clglﬁllk;fe(;lrzn 2011 Meda Novartis Commercialized 420M ol O Phase L and
Valuation and IPO Schedule
Year 2025 2027/2028 2029/2030
Stage of Development Preclinical Phase 1/2 Clinical Trials Phase 3 Clinical Trial
smaton SR, 50m 698m 2,597u-IPO
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Investment Opportunity
Seed Round (2026): Raise 5M USD

Year Stage Valuation* (USD) Multiples**
2023 s
(pre-seed round) Pre-clinical $25M )
Pre-clinical
2026 New Drug (IND)- $50M -
enabling Studies
Trials
2029/2030 Phase 3 clinical
(IPO) Trial (Multi-centre) $2,597M 52x

*Valuation by TR Capital & Partners **Multiples are estimated based on a valuation of 50M
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Roadmap & Use of Proceeds of the Seed Round

H1 H2 H1 H2 Cost
2027 2027 2030 2030 (USD in
M)

(i) Process development & 0.25

Optimization, GMP manufacturing of —

APl and Drug Products

(i) Clinical Trial for skincare products 0.65
(i) CMC to Support IND-enabling 0.25
Studies m—)

(iv) IND-enabling Studies 1.8

Submission in US

(vi) IND Submission to Initiate clinical 0.35

trials in US and Canada

(v) CMC Activities to Support IND — 1.5

(vii) Phase 1/2 Clinical Trial in Canada, (40)
US, China

(viii) Phase 3 Clinical Trials: A Globall (160)
Trial

Total (Excluding vii & viii) 4 8
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Backed up by HKU pioneering scientific publications

Suppression of Staphylococcus aureus virulence by a

small-molecule compound

Peng Gao®, Pak Leung Ho™", Bingpeng Yan®, Kong Hung Sze®, Julian Davies®, and Richard Yi Tsun Kao™""

ment y Hospit
for Emerging Infectious Disease and the Research Centre of inft

Medicine, Hong Kong, Mmhm, Hong Kong; "State Key

ratory
Hong Kong, Pokfulam, Hong Kong; and

HKU Li Ka Shing
NVancouver, BC, Canada V6T 123

Edited by Hidde L Ploagh, Boston Children's Hospital, Boston, MA, and approved June 6, 2018 (received for review December 1, 2017)
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of alternative 10 com-

result, it is difficult 1o abolish . aurcus virulence by repressing
the expression of any single virulence gene or regulator (17). The

s aureus virulence by targeting multiple-virulence gene products
m.mmqymewmnwnw

IpP-dependent
that M21 could attenuate S. aureus

mdm itiple unrelated virulence factors in S. aureus,
suggestiog that targeting & mastar ragulator of virulence s an of
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MRSA | antivirulence | virulence factors | CIpP | bacterial infection

s a major human pathogen in both community and bl
Settings, Siaphloeoecus wurus catscs  variety of ifoci
aging from topical infections to life-threateni & conditions (1)
Studies ha aurcus cd resistance 10
virtuall In addition, multidrug-resistant
-resistant. Staphylococeus aureus (MRSA)

of multiple virulence factors thus
represents a promising strategy (o control or limit infections
aureus. A a matter of fact, it has becn shown that

asmociated factors in . aursus
in preventing infections in vace ppres

the cxpression of mulliple virulcncs faciors with samall smolocule
compounds will further enhance our arsenal for combating
bacterial infections.

Virulence factors of microbes are involved in different stages
of host-microbe interactions (19-21). The onset and establish-
ment of infections can be seen as a subversion of the host im-
ding pathogens. On the basis of the concept of
chemical genetics, we have used small-molecule compounds to
perturb the complex network of bacterial virulence regulation
and have identificd several compounds that modulate the ex-
pression of various virulence-asociated genes. One of our bio-
ressive activities in more than
14 virulence factors was further characterized, and its target was
mapped to CIpP. a bacterial protase and a major player in
virulence regulation (22, 23). We demonstrate here that the
small-molecule compound M21, identificd via high-throughput
screcning (HTS). aticnuates the virul by
inhibling CipP, and that the sdminisiriion of this compound
blocks the cstablishment of ifoction in animal models,
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Dehydrosqualene Desaturase as a Novel
Target for Anti-Virulence Therapy
against Staphylococcus aureus

Peng Gao,* Julian Davies,? Richard Yi Tsun Kaosb:<

Department of Microbiology, Li Ka Shing Faculty of Medicine, the University of Hong Kang, Hong Kony

Research Centre of Infection and Immunology, LI Ka Shing Faculty of Medicine, the University of Hong Kong.
Hong Kang®; State Key Labaratory for Emerging Infectious Disease, the University of Hang Keng, Hong Kang'
Department of Microbiology and Immunology, the University of British Columbia, Vancouver, BC, Canada®

ABSTRACT Staphylococcus aureus, especially methicillin-resistant S. aureus (MRSA), is

a life-threatening pathogen in hospital- and community-acquired infections. The
golden-colored carotenoid pigment of . aureus, staphyloxanthin, contributes to the
resistance to reactive oxygen species (ROS) and host neutrophil-based killing. Here,
we describe a novel inhibitor (NP16) of S. aureus pigment production that reduces
the survival of 5. aureus under oxidative stress
analysis, enzyme inhibition, and crtN mutational studies indicated that the molecular
target of NP16 is dehydrosqualene desaturase (CrtN). S. aureus treated with NP16
showed increased susceptibility to human neutrophil killing and to innate immune
clearance in a mouse infection model. Our study validates CrtN as a novel
target in 5. aureus and presents a potent and effective lead compound for the de-

Received 13 July 2017 Accepted 7 August
2017 Published 5 September 2017

Chtation Gao P, Davies J Kao RYT. 2017,
Dehydrosqualene desaturase as.a novel target
for antivirulence therapy against

tenoid B0 8:01224-17,

velopment of virulence factor-based therapy against S. aureus.

IMPORTANCE  S. aureus

hitps//doiorg/10.11 28/mBio.01224-17.
Editor Victor J Torres, New Yok University
Schoal of Medicine

Copyright © 2017 Gao et al This is an open:
access.
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by interfering with host immune clearance mechanisms, but it has little impact on
ex vivo survival of the bacterium. Agents blocking staphyloxanthin production may

the and

of bacterial infection without exert-

ing selective pressure for antimicrobial resistance. Our newly discovered CrtN inhibi-
tor, NP16, may offer an effective strategy for combating S. aureus infections.

KEYWORDS MRSA, anti-virulence, bacterial infection, staphyloxanthin
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Antivirulence Agent as an Adjuvant of 3-Lactam Antibiotics in
Treating Staphylococcal Infections
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Linoleic acid metabolism activation in
macrophages promotes the clearing of intracellular
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Abstract: Stapirylococcus aureies can cause o plethora of life-threatening infections. Antibiotics have
been extensively used to treat §. aureus infections. However, when antibiotics are used at sub-
Inbibisory comcentration, evpeclally for P-lactam antibiotcs, they may enhanco staphylococcal

agents and antibiotics

may be a novel approach i S aurews We have illus-
trated that under agent M21, when with
Aceplclin, gappesaped e supesseicon sl peid nceions of virulancs fciten dicnd by mpcitin.
& mouse peritonitis model, M21 neduced picilli

o buciresnia sodel, cosmbinatorial trestascit coriston o6 nmp-nllm or ceftazidime and M21 Received 3rd August

Accrpind Sih o 2022

incroased 5
antibiotic-induced virulence by M21. Different from traditional antibionc adfuvarts, an aniivrulonce DOt 101039/23c043074

agent may not synengistically inhibit bacterial growth in vitro, but effectively benefit the host in vivo.
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Bingpeng Yan, @ Kingchun Fung,” Sen Ye, ®° Pok-Man Lai* Yuan Xin Wei.*
Kong-Hung Sze.* Dan Yang. ®® Peng Gao @ $** and Richard Yi-Tsun Kao3**

suchas

ot antibiotics and evade kiling by immune cells, potentially leading to chrcnic or persistent infections. 8y
investigating the macrophage response to S. aureus Infection, we may devise 3 strategy o prme the
innate immune System 10 elimnate the infected bacteria. Here we appied untargeted tandem mass
spectiometry 1o characterize the hpidome alteration in S. sureus infected J774A1 macrophage celis at
muttiple time points. Linoleic acid (LA) metabolism and sphingolipid metabolism pathways were found to

actvation sign

bacteria Collectively, our findings not ety
function of macrophages but also demonstrated that exogenous LA addition may activate lpid

Collectively, our findings from this study the benefits of com-
binatorial d provide a new perspe
of antibiotic adjuvants.
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pathogen is commonly found in healtheare centers, especially
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Identification of a Small Molecule Compound Active against

Subinhibitory Concentrations of Antibiotics Exacerbate

Staphylococcal Infection by Inducing Bacterial Virulence ATP Synthesis

Peng Gao," Yuanxin Wel,* Rachel Evelyn wan, Ka wmg Wong,* Ho Ting Venice lu,* Sherlock Shing Chiu Tai,* Yongli Li,*
Hin Cheung Bill Yam,” kas] Kwan Chen,*® (Pak Leung Ho,* > (Kwok Yung Yuen,*"<
Julian Davies,® ©Richard Yi Tsun Kao™

*Depanment of Microbiology, Li Ka Shing Faculty of Med
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State Key Laboratory of Emerging Infectious Diseases and the Research Centre of Infection and Imemunology, L Ka Shing Faculty of Medicne, The University of Hong
Kong, Hong Kong )

“Carol Yu Centre forInfection, The Unwersy of Hong Kong, Pok Fu Lam Hong Kang

“Department of Microtiology and Immunclogy, The Universiy of Bitish Columbia, Vancouver, Betish Columbia, Canada

ABSTRACT _ Antibiotics are widely used for the treatment of bacteral infections. However,

use of antibiotics based on an empirical method may lead to the emergence of
resistant strains. Despite appropriate administration of antibiotics, their concentrations may
remain subinhibitory in the body, due to individual variations in tissue distribution and me-
tabolism rates. This may promote bacterial virulence and complicate the treatment strat-
egies. To investigate whether the administration of certain classes of antibiotics will induce

Antibiotic-Tolerant Staphylococcus aureus by Boosting

Ho-Ting-Venice Iu '3, Pak-Ming Fong 37, Hin-Cheung-Bill Yam ?, Peng Gao ', Bingpeng Yan ', Pok-Man Lai *
Victor-Yat-Man Tang !, Ka-Ho Li ', Chi-Wan,
Julian Davies * and Richard-Yi-Tsun Kao
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rtment of Microbiology, School of Clinical Medicine, Li Ka Shing Faculty of Medicine,
The University of Hong Kong, Hong Koeyg, China
forningaads for Ch

hemistry, Hong Kong,
Hong Kang, China

Department of Microbiology and Immunology, The University of British Columbis,

Vancouves, BC V6T 173, Canada

State Key Laboratory of Emerging Infectious I nd ‘entre of nd Immunology,

L1 Sl Bty of Moricten The Uil f Hon Korg, Hcg Ko, Chiss
‘orrespondence: rytkao@hku hk

Abstract: Antibiotic tolerance poses a threat to current antimicrobial armamentarium. Bacteria at
a tolerant state survive in the presence of antibiotic treatment and account for persistence, relapse
and recalcitrance of infections. Antibiotic treatment failure may occur due to antibiotic tolerance.
Persistent infections are difficult to treat and arv often associated with poor prognasis, imposing an

bacterial virulence and worsen the infection under in vivo conditions. Different classes of
antibiotics were tested in vitro for their ability o induce virulence in a methicillin-resistant 5.

aureus strain Mu3 and dlinical isolates. Antibiotic-induced S

updates
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CWs N ALK etal
ensification of o Smali Molecule

otic-based therapy and underiine the need for altemative therapeutic options.
IMPORTANCE Antibiotics are widely applied to treat infectious diseases. Empirically
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the gles targeting bacteria

are therefore highly warranted. In this study, small molecule compound SA-558 was identified to
be effective against Staphylococcus aureus that are tolerant to being killed by conventional antibiotics.
SA-558
generation, resulting in a reduction of the population of antibiotic-tolerant bacteria. In a murine
chronic infection model, of which y ,
and in combination with vancomycin caused significant reduction of MRSA abundance. Our results
indicate that SA-558 or
managing persistent 5. b

important target for counteracting antibiotic tolerance.

transport across nd led to increased ATP and ROS

treatment failed, that SA-558 alone

therapy with is an option for

a infecti that bacterial isan

Keywords: MRSA; antibiotic tolerance; adjuvants; persistent infections; persister
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S. aureus drives itch and scratch-induced skin
damage through a V8 protease-PAR1 axis

Graphical abstract

Staphylococous aureus
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Highlights
« S. aureus induces itch and scratch damage with
epicutaneous skin exposure

« V8 protease (SspA) is necessary and sufficient for itch during
S. aureus exposure

o S. aureus V8 activates mouse and human sensory neurons
through PAR1

» PAR1 deficiency or blockade abrogates S. aureus-induced
itch and skin damage

Authors

Liwen Deng, Flavia Costa,
Kimbria J. Blake, ...,

Rithwik Ramachandran,

Alexander R. Horswill, Isaac M. Chiu

Correspondence
isaac_chiu@hms.harvard.edu

In brief

Itch evokes a desire to scratch, but the
link between microbes and itch was
unclear. Staphylococcus aureus, a
bacterial pathogen, secretes a protease
V8 that activates PAR1 expressed on
neurons to drive itch and skin damage.
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News | Article | February 23, 2024

Atopic Dermatitis Itch May Be Caused by Microbes, Not Inflammation

Author(s): Susan C. Olmstead, Editor

Researchers have found Staphylococcus aureus may trigger itchiness in atopic dermatitis, opening the door to new treatment approaches in the future.

New research published in Cell suggests that the itching
experienced by patients with atopic dermatitis may not be
due to inflammation, as is commonly assumed, but instead to
the bacterium Staphylococcus aureus and its effects on nerve

cells.!

The study authors claim their findings regarding the role of
microbes in itch generation are novel and could change how

itch is treated clinically.

"We've identified an entirely novel mechanism behind itch—
the bacterium S. aureus, which is found on almost every
patient with the chronic condition atopic dermatitis. We show that itch can be caused by the microbe itself,” said
senior author Isaac Chiu, associate professor of immunology in the Blavatnik Institute at Harvard Medical School, in a

Harvard news release.”

Chiu et al used a mouse model to test various bacteria and found that S. aureus caused itch that intensified over

several days and led to an itch-scratch cycle, skin damage, and allokneisis, a hypersensitive response to gentle stimuli.

“It's a speculation at this point, but the itch-scratch cycle could benefit the microbes and enable their spread to distant

body sites and to uninfected hosts," said study author Liwen Deng in the news release.

Mast cells and basophils did not drive itch after bacterial exposure, the study showed.
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2004

2010:

The Founder of Antenovus Biotechnology Professor Richard Kao has been
well recognized for his 20+ years devoted research in drug discovery

& K F&*é&f}! B Featured in Time Magazine , 2004

L

Working with world’s top scientist Dr. Y, M & Breaklng the SARS Code

Using a novel research technique, Hong Kong
scientists find new ways to attack a deadly disease
By BRYAN WALSH HHONG KONC

David Ho ({8]2K—) to combat SARS
epidemics with peptide-based fusion
inhibitors.

Featured in Time Magazine for Kao’s
discovery of new inhibitors of SARS
coronavirus.

Kao’s research work in combating SARS
was recognized by the world and praised
by China’s Premier Mr. WEN lJiabao.

Nature Biotechnology published Kao’s
study on the identification of world’s
first viral nucleoprotein inhibitor
nucleozin for treatment of influenza
virus infection.




2017: ‘ m 5

2018:

2019:

2023:

The Founder of Antenovus Biotechnology Professor Richard Kao has been
well recognized for his 20+ years devoted research in drug discovery

Discovery of a potent inhibitor of MRSA pigment production leading

to the proposed treatment option using a new non-antibiotic e
compound NP16 to treat MRSA infections. @
Professor Kao received the Innovation Academy Award from v
International Consortium of Prevention and Control of Infection 4
(ICPIC) in Geneva, Switzerland. Innovation Academy

Discovery of a new potent inhibitor of MRSA virulence expression
leading to the proposed treatment option using a new non-
antibiotic compound M21 to treat MRSA infections.

Founding of Antenovus Biotechnology Limited focusing on utilizing
university-derived innovative technologies to provide non-antibiotic
solutions for treating infection related diseases. Awardee of the
State Scientific and Technological Progress Award.

The Royal Society of Chemistry 2023 Dalton Horizon Prize for
pioneering research on the treatment of COVID-19.
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Antenovus Biotechnology Limited

Office: 2/F, 5 Science Park West Avenue,

HKSTP, Pak Shek Kok, Hong Kong

Lab: 1/F, Biotech Centre 2
11 Science Park West Avenue
HKSTP, Pak Shek Kok, Hong Kong

Enquiry

Email: info@antenovus.com

Phone/Whatsapp: +852 3590 3609

www.antenovus.com
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Disclaimers

This document includes statements conceming Antenovus Biotechnology Limited and its future expectations, plans and
prospects that constitute “forward-looking statements” within the meaning of the Private Secuirities Litigation Reform Act of
1995. For this purpose, any statements contained herein that are not statements of historical fact may be deemed to be
forward-looking statements. In some cases, you can identify forward-ooking statements by terms such as “may,” “should,”
“expects,” "plans,” “anticipates,” “could,” ‘“intends,” “target,” “projects,” “contemplates,” “believes,” “estimates,”
“predicts,” “potential,” or “continue,” or the negative of these terms or other similar expressions. Antenovus Biotechnology
Limited has based these forward-Hooking statements, which include statements regarding projected timelines for
application submissions, trials and commercialisation and market potential of related products, largely on its current
expectations and projections about future events and trends that it believes may affect its business, financial condition
and results of operations. These forward-looking statements speak only as of the date of this document and are subject to
a number of risks, uncertainties and assumptions including, without limitation, risks related to its announced management
and organisational changes, the continued service and availability of key personnel, its ability to expand its product
assortments by offering additional products for additional consumer segments, development results, the company’s
anticipated growth strategies, anticipated tfrends and challenges in its business, and its expectations regarding, and the
stability of, its supply chain, and the risks. As a result, the projections included in such forward-looking statements are subject
to change and results may differ materially from those disclosed herein. Antenovus Biotechnology Limited assumes no
obligation to update any forward-Hooking statements contained in this document as a result of new information, future
events or otherwise. THIS PRESENTATION DOES NOT CONSTITUTE AN OFFER TO SELL OR SOLICITANT OFFER TO BUY NEITHER
SHALL THERE BE ANY SALE OF THESE SECURITIES IN ANY STATE IN WHICH SUCH OFFER, SOLICITATION OR SALE WOULD BE
UNLAWFUL PRIOR TO REGISTRATION OR QUALIFICATION UNDER THE SECURITIES LAWS OF ANY SUCH STATE.



	Slide 1
	Slide 2: An Unmet Medical Need for Close to 800 Million People with Atopic Dermatitis Documented Surge of New On-set of Atopic Dermatitis after COVID-19 Pandemic 
	Slide 3
	Slide 4:  Drugs Suppressing the Toxicity of S. aureus to Eliminate the ROOT CAUSE of Inflammation & Itchiness
	Slide 5
	Slide 6
	Slide 7
	Slide 8
	Slide 9
	Slide 10
	Slide 11
	Slide 12
	Slide 13
	Slide 14
	Slide 15
	Slide 16
	Slide 17
	Slide 18
	Slide 19
	Slide 20

