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ASLAN Pharmaceuticals

. A Clinicalstage, immunologyocused biopharma developirignovative therapies to treat inflammatory disease

A ASLANO004, also known @lslasakimabis a potentiafirst-in-class antibody targeting the }L3 receptor that
has the potential to improve upon current biologiassed to treat allergic disease

¢ There are few safe and effective treatments for modertiesevere atopic dermatitis (AD), expected to be a $24B
market by 2029 Despite dupilumab advancing the standard of care, physicians / patients still seek additional option:

¢ Topline data from recently completed multiple ascending dose study conclusively establishes proof of concept for
ASLANOO4 in AD, and supports a potentially differentiated safety and efficacy profile

¢ Preparations for Phase 2b underway, evaluatingezkly and 4veekly regimens. FPI expected Jan 2022

A ASLANOO03 is a second generaf@ODH inhibitor with the potential to be besn-classfor
autoimmune disease

¢ Strongerin vitro potency and lower potential for hepatotoxicity compared to other DHODH inhibitors
¢ Expecting to initiate phase 2 in IBD in 1H 2022. Planning future studies in autoimmune skin diseases

. A Strong cash position ($10081with runway to late 2023

1 Decision Resources Group, June 2021 g 5
2 As of Q3 ending September 30, 2021 i 8



Developing innovative therapies to treat inflammatory disease

Atopic dermatitis (AD) A Initiate Phase 2b in Jan 2022
ASLANOO4 guiENR]iz-¥i

Type?2 driven disease

Inflammatory bowel disease A Initiate Phase 2 in 1H 2022
RS WAooy DHODH

Autoimmune skin disease



ASLANOO4 is the only monoclonal antibody in the clinic

targeting Ikem o wh wm
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IL-4R IL-13R ™

Type 2 receptor

\

Allergic inflammation

AlL-4 and IE13 are central to triggering allergy and
symptoms of atopic dermatitis

AASLANO004 blocks the Type 2 receptor, preventing
signaling througlioth IL-4 and IE13

Potential for improved efficacy, safety and dose regimen:

A Selectively targets the Type 2 receptor. Blocking the Type 1
receptor may lead to unwanted effects

A Stronger binding to receptor thagupilumabrelative to its
respective ligand



ASLANOO04 selectively blocks the Type 2 receptor

e -

IL-4R IL-13R IL-4R IL13R IL-4R gchain

Type 2 receptor Type 1 receptor
Blocks I£13 signalling Blocks 114 signalling Blocks 114 signalling

Specific and complete blockade of Type 2 recept

Partial blockade of Typ

ASLANOO4

Lebrikizumab

2 receptor signalling

Dupilumab Broad blockade of Type 1 and Type 2 receptors




Completed Proof of Concept study in moderttesevere AD

A Doubleblind, randomized, placeboontrolled Phase 1 MAD study

A Patients dosed weekly via subcutaneous injection for 8 weeks with a
12-week recovery period

Cohort 1 Cohort 2 Cohort 3 A Analysis compares patients in cohorts 3 and 4 dosed with 600mg QW
20t (5 A0 (Y Sloltimg) G against all placebos

F{['"baann | '{[!'bann t !'{['!'"bnnn F c

LX I 0S62 b LIIFOS62 b LXIFOS62 b F_H _ -
Primary endpoints are safety and tolerability

Secondary endpoints include percentage change from baseline in EASI
(Eczema Area and Severity Indgegre, pruritus score (numeric rating scale,

NRS) and IGA (Investigator Global Assessment), and biomarkers TARE an
Key inclusion criteria:
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Topline data demonstrate a competitive profile with the potential

to differentiate in terms of efficacy and safety

A ASLANO004 demonstrated a statistically significant improvement of 61% versus 32% in placebo, in the primary
efficacy endpoint of percent change from baseline in EASI

A ASLANO004 also showed statistically significant improvements in other key efficacy endpoints:
EASEQ, EAST5, peak pruritus, POEM.

A Welltolerated with no emerging safety concerns
A Phase 2b expected to initiate in January 2022

Mean reduction in EASI from baseline (8 weeks) EASI’5 (8 weeks)

80% 60%

60%
61% 40%

40%

20%
20%

0% 0%

Placebo 600mg Placebo 600mg
(N=16) (N=22) (N=16) (N=22)

Data from ITT population g 10
p-values are oneided LS



Comparison of proof of concept studies In atopic dermatitis

: Efficacy Reached statistical significance?
Drug Study Target  Patients -
assessmental peEAS| score (%) EASITS IGA 0/1
ASLANO004| Phase 1B IL-13R 38 8 weeks V V
Phase 1B (M4A+ M4B)| IL-4R 67 4 weeks V
Dupilumab 4 weeks
Phase 2A (M12) IL4R 109
12 weeks V V
CBP201 |Phase 1B IL-4R 31 4 weeks
KHK4083 | Phase 1 0OXx40 20 6 weeks

Data from Phase 1 studies lebrikizumabandtralokinumabwere not published

V represents twesidedp-value <0.05

1. Refersto ITT

2. Beck et al (2014) NEJM 371(2)-139

3. Wang et al (2020), 2EADV Congress, Oct28v 1, 2020, alue not disclosed
4. Nakagawa et al (2020b&rmSci 99:8289,p-value not applicable (singlerm study)
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Atopic Dermatitis (AD) clinical phenotypes and molecular pathway:

Clinical
Phenotype

Immune
Polarization

Epidermal
Barrier

European
American AD

Acute

Chronic

Asian AD

African
American AD

Pediatric AD

Psoriasis

Th2 (Int>Ext, C>A) 1§ ][ Th2 Th2 f Th2 Th2 X (Absent)
Th22 (Int>>Ext, C>A)$ 44| | Th22 ¥ ; ; t Th22 Th22 Th22
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Epidermal thickness ﬁ

Epidermal thickness 4 4

Epidermal thickness {

Epidermal thickness

Epidermal thickness T T T T

KRT16 { | Int=Ext, kRT16 11 KRT16 | KRT16 11 kRT16 11
kiezf | C>A Ki67 14 Ki67 4 Ki67 14 K674
FLG, LOR, PPL | { | FLG} LOR <—> FLG <— LOR{ | FLG, LOR, PPL <— || FLG, LOR, PPL <>

Czarnowicket al JACI 2019 13411
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Emerging therapies

Drug Route Target Drug Names Latest Phase Sponsor
Class
Biologic Systemie IL-4R Dupilumab Approved Sanofi/ Regeneron
Stbcutaneous IL4R CBPR201 Phase 2 Connect Bio
IL-13 Tralokinumab Approved LEO Pharma
)__ } IL-13 Lebrikizumab Phase 3 Eli Lilly/Dermira
f IL-13R 1 ASLANOO4 Phase 2b ASLAN Pharma
IL-31 Nemolizumab Phase 3 Galderma
OX40/ OX40L KHK4083/1SB830 (GBR0)/ KY1005 Phase 2 Kyowa Kirin, Glenmark/
Ichnos Kymald Sanofi
Small Systemie JAK1/JAK?2 Baricitinib Approved (EU) Eli Lilly
Molecule Oral JAK1 Upadacitinib/Abrocitinib Approved AbbVie/ Pfizer
@- E S1PR1, S1PR4, S1F Etrasimod Phase 3 Arena Pharma/Pfizer
= H4R Adriforant Phase 2b Novartis
Small Topical JAK1/JAK?2 Ruxolitinib Approved Incyte
Molecule . JAKL/TYK2 Brepocitinib Phase 2b Pfizer
@- = PDE4 Lotamilast Difamilast DRM02 Phase 2 Dermavant Otsuka/Dermira
S1PR1 AKP11 Phase 2 AkaalPharma




Key Factors Impacting Interpretation of
Randomized Clinical Trials in Atopic Dermatitis

Missing Data
Handling and Data
Censoring

Inclusion/Exclusion  Washout Period Use of Rescue
Criteria Duration Comparator Treatment



