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ASLAN Pharmaceuticals is a clirgtage, iImmunologyocused
biopharmaceutical company developing innovative therapies to
treat Inflammatory disease, transforming the lives of patients



Company highlights

. A Targeting major inflammatory disease markets with significant unmet need

A Eblasakimabis a potentiafirst-in-class antibody targeting the 413 receptor that has the potential to
improve upon current biologicsised to treat allergic disease

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

¢ Topline data from completed multiple ascending dose (MAD) study established proof of concelpiaakimalkn
AD, and supports a potentially differentiated safety and efficacy profile

¢ Ongoing Ph2 studies in biologic naive dngilumabexperienced patients, readouts in early July 2023 and 1Q 2024

A Farudodstais a noveDHODH inhibitor with the potential to be firsin-classfor alopecia areata (AA)
¢ Strongerin vitro potency and lower potential for hepatotoxicity compared to other DHODH inhibitors
¢ Phase 2 proebf-concept study in AA initiated, interim topline readout expected 1Q 2024

A Strong cash position$57.5Mas of March 31, 2023
A Includes$20M private placementlosed in February 2023 led by BVF with potential for additional $80M

1 Decision Resources Group, June 2021 g 4
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Developing innovative therapies to treat inflammatory disease

Biologic naive Phase 2b topline data in early July 20

Atopic

dermatitis
IL-13Ral Dupilumabexperienced Phase 2 topline data in 1Q 2024

Type 2driven
disease

areata

Phase 2a interim topline data 1Q 2024
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Eblasakimab
A new mechanism for treatment of AD



Dupilumabhas advanced the standard of care for atagecmatitis

but a significant unmet need remains

A There are few safe and effective treatments for

: moderateto-severe AD
Topical agents

TCS, TCI, topical PDE4/JAK A Treatment is traditionally focused on topicairticosteroidsbut
steroid use can be associated with safety risks
' A Dupilumabhas established dual blockade oflllL-13 biologic
therapy as the new standard of cdre

¢ Launch oflupilumabin 2017 helped drive a large market for systemic

Biologics AD therapy with 2022 sales of $8.8B
dupilumal tralokinumab ¢ Sanofi expects to grow sales to over $14B
A However, only 8% of eligible patients recedilumabtoday?
‘ and there remains a significant unmet need:
¢ Only 3640% of patients treated witdupilumabachieved an
JAKIisystemic optimal responsé:3

Immunosuppressants ¢ Conjunctivitis is common and can lead to treatment discontinuations
abrocitinib, upadacitinib ¢ Opportunity to improve upon biweekly dosing regimen

2 Spherix(2018)Atopicdermatitis ATUstudy

1 { | Yy ZgFaite@\Einancialsandannualreports g
g o] 8
3 IGA O/1lresponserate atweek 16, Simpson et al (2016) NEJM 375(24):23348 .



The number of biologics in development is limited due to several

notable failures in recent years

Topical agents Biologic Current status
TCS, TCI, topical PDE4/JAK

IL-4R Dupilumab Approved
' Tralokinumab Suboptimal efficacy (approved)
IL-13 s
Lebrikizumab Phase 3 completed
Biologics
dupilumab, tralokinumab IL-31 Nemolizumab Suboptimal efficacy(phase 3)
‘ OX%40 Rocatinlimab  Phase 3 trial ongoing
OXx40L Amlitelimab
JAKIisystemic
immu nosuppressants Discontinued programs (or no activity reported) in AD TezepelumalTSLP)
e . e . Berekimal(IL-:1h © Mepolizumal(IL-5) SecukinumaljIL-17)
abrocitinib, upadacitinib MORL6 (117C) FezakinumalfiL-22) Etokimah(IL-33)
Itepekimab(IL-33) SposolimaljlL-36) Ligelizumal{lgB

1 Suboptimal efficacy defined as 20% or less plaeelasted IGA 0/1 score (in comparistmpilumabachieved 30% placekadjusted IGA 0/1 score in Phase 3 trials) g 9
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Significant unmet needs exist despite existing and

soonto-be-approved therapies

s Dupilumab  Tralokinumab Lebrikizumab Oral JAKI
therapy
Efficacy comparable or better thatupilumab V V V V
Rapidefficacyonset within 2weeks of treatment V V
Efficacy |l
Complete inhibition of Type 2 receptor without affecting Type 1 receptor \/
Proven to block sensitization of itch neurons tdB.and IE4 V ? ?
Safe and weltolerated (no boxed warning or monitoring) V V V V
Safety Qj
Low rates of conjunctivitis and Type 1 driven effects V V ?
Convenient dosing: monthly injection from start of treatment or oral V V
Dosing and . . .
. Potential for flexible dosin
Convenlence/’ g v v
Stable at room temperature (n@frigeration required) V V
Treats o .
. yeas 9 Effective in other atopic diseases ?



Eblasakimahs the only monoclonal antibody in the clinic

targeting the IE13 receptor

IL-4 @ IL.-4 and IE13 are central to triggering allergy and
‘ ‘ symptoms of atopic dermatitis.

Eblasakimab By targeting the H13 receptoreblasakimalblocks the
I\ Type 2 receptor complex, preventing signaling through

both IL-4 and IE13.
IL-4R IL-13R ™

Type 2 receptor

\

Allergic inflammation



Eblasakimalselectively 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

Eblasakimab

Lebrikizumab

2 receptor signalling

Dupilumab Broad blockade of Type 1 and Type 2 receptors




What makesblasakimaldifferent?

Binding IEL3R 1 directly has the potential for more efficient blockade of the receptor

=L x @ A Formation of the Type 2 receptor complex occurs in 2 steps:
Eb'asakimab» = 1. Ligand binding to its receptor ¢li3 to 1:13R 1)
/ 2. Bound receptor binding to the partner receptor-dg)

A Step 1 is a weaker, lower affinity interaction and a rate
limiting step while Step 2 is a high affinity interaction

IL-AR IL-13R ™M A By directly blocking the rate limiting steghlasakimathas

Step 2 the potential to provide more efficient blockade of1B
signaling versudupilumabwhich interferes with Step 2, a

D”p"”mab high affinity interaction
A This may translate to lower required concentrationvivo
- and may provide improved dosing frequency and efficacy
IL-4R IL13R ™

1 Ito et al (2009) JBC 284(36): 242BR96
2 Andrews et al (2002) JBC 277(48):46@8878.
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Recent translational data highlights advantages of targeting the
IL-13R 1 subunit over H4R in AD patient cells

Th2 cytokines Th1 cytokines

IL-13R 1 blockade resulted in lower levels of key cytokines implicated Levels offh1l cytokines were lower with-IL3R' 1 blockade

in Th2driven inflammation compared to-4R' blockade compared to It4R' blockade
IL-4 IL-13 TARC MCP-4 TNF-a IL-2 GM-CSF IL-12p70 IP-10
30 <0.0001 500 150 _ 20 P <0.0001 0.0319 <0.0001 0.0001 P=0.0017
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Selective blockade of-Il3R 1 offers a potentially differentiated approach:
A More efficient reduction of Th2 inflammation

A No increase in Thl cytokines, compared tdR. blockade

Data fromlIn vitro studies conducted in PBMCs of moderatesevere AD patients, cells were cultured with ditl3R' 1 (eblasakimabor antiILl-4R" (R&D Systems antibody) and supernatants
assayed for cytokine panel using electrochemiluminescence.

Data presented at theslinternational Society of Investigative Dermatology Meeting, Mast4,02023, inToykq Japan, in latéreakerminisymposium g
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Certain side effects, such as conjunctivitis, may be driven by

iInhibition of Type 1 receptor, whiatblasakimaldoes not bind

Dupilumabstudy Rate of conjunctivitis

Phase 3 moné 8% (placeboeadjusted)

Open label extensioh  20%

Real world experienceé 26%

) Dupilumab T 1 t
IL-4 ype 1 receptor
/JL\

Vodod

IL-4R IL-4R* gchain

A Rates of conjunctivitis are higherdupilumabtreated
patients?

A Lebrikizumabwhich targets 113 and does not block the
Type 1 receptgmay have a lower rate of conjunctivitis
(5% placebadjusted)?

A Blockade of the Type 1 receptor may drive€lls to a pre
inflammatory T,.1 phenotype

A This may lead to unwanted side effects, such as conjunctiviti

1 Dupixent full prescribing information
2 Hallinget al (2021) JAAD 84:1397
3 Simpson et al (2022) AAD Annual Meeting299March 2022.
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Eblasakimalmay be efficacious against a wide range of AD

comorbidities, such as asthma and allergy

81% of moderatdo-severe AD patients have Type 2 inflammatory comorbidities:

;E; 100%
g Blockade of H4 and IE13
A 80% signaling through the Type 2
< receptor will be important to
g 0% address both H4 and |13 driven
5 comorbidities in AD patients.
S 40%
@ Physicians would prefer treatment
S 20% options that can address these
3 other conditions.
= o%
Any comorbidity Allergic rhinitis Allergy Asthma Food allergies

Comorbidity

Calzavar@intonet al (2022) AAD Annual Meeting poster: Baseline patient demographics and comorbidities in patients with atopic denathis GLOBOSTAD registry (237 patients)
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Eblasakimalblocks the Type 2 receptor on itch neurons supporti

the potential for rapid itch relief

The Type 2 receptor is expressed on certain
itch-specific neurons. L3 and Ik4 believed to
amplify itch responses.

Eblasakimab + Eblasakimab + Eblasakimab +

IL-4 IL-13 IL-4+1L-13 A Ex vivestudies performed on

0%
sensory neurons from human
donors
n @ Pruritogen -25% A IL-4 andIL-13 enhanced the

T

neuronalitch response via the
Type 2 receptor
A Eblasakimalsignificantly

-50%

Reduction in neuronal response versus
matched vehicle groups (%)

g L reduced neuronal responses to
‘ IL-4, 11-:13, and their combination
S T— -75% by an average of 40% (p<0.0001)
Neuron
Rring These results suggestaolecular basis for the significant reduction of pruritus

scores observed ieblasakimalireated moderateto-severe Alpatientsin the
Phase 1b clinical trial

1 Total N= 4134 across tested conditions from 3 donors, at 24hr timepoint g 17
*** n <0.001, p values are orsided T



Eblasakimalinas the potential to be a differentiated therapy in AD

What makes
eblasakimab
different?

|deal target
product profile

Potential for more efficient blockade
of Type 2 receptor complex

Efflcacy

1l

Better efficacy over current
standardof-care with rapid
control of itch

Directly blocks
itch neurons

Dosing

Less frequent and more
convenient dose regimen

Does not block the Type 1 Dual blockade of ## and IE13
receptor complex signaling via Type 2 receptor

Treats comorbidities

ElS

Addresses physician concernsAble to address allergic
on safety with lower rate of  comorbidities such as asthma
discontinuation and rhinitis

£
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Eblasakimab
Completed proof of concept study



Completed Proof of Concept study in moderttesevere AD

Adult moderateto-severe atopic dermatitis patients
(NF 50)

Cohort 1 Cohort 2 Cohort 3
200mg QW 400mg QW 600mg QW

Cohort 4 (expansion)
600mg QW

A Doubleblind, randomized, placeboontrolled Phase 1 MAD study

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

A Positive interim data from dose escalation (cohorts 1 to 3) announced il
March 2021

A Positive data from full study (cohorts 1 to 4) presented at AAD (2022)

Primary endpoints are safety and tolerability

Secondary endpoints include percentage change from baseline i{lEE2X8ima Area and Severity Index)
score, pruritus score (numeric rating scale, NRS) and IGA (Investigator Global Assessment), and
biomarkers TARC angE

Key inclusion criteria:

A JTKNRYAO !'5 LINBaSyid FT2NJl xo &2SINBR 0STF2NB aON
A 91 {L a02NB xmc +d aONBSyAy3a IyR ol aStays

A LD!' 802NB5 xo 0aoOlFtS 2F n (42 no 4G AONBSYyAy
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Selected baseline patient characteristics

mITT (n=40)

Placebo 200mg 400mg 600mg

(N=13) (N=4) (N=7) (N=16)
Age(years) 37.8 30.4 29.4 40.2
Mean EASI score 28.3 29.6 30.5 27.6
Patients with IGA 3/ 1GA 4 65% /35% 60%/40% 75%/25% 68% /32%
Mean BSA 44.8% 47.8% 59.9% 41.0%
Mean peak pruritus NRS score 7.7 7.4 7.7 7.9
Median TARG@/mI) 2,398 5,556 2,262 2,128
MedianIgE(kU/) 419 429 687 306

1 Efficacy analysis was performed on a modified population, excluding 9 patients from aiginigéesause their eligibility could not be confirmed and waesspecified and defined prior to unblinding@‘ 21
Y
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Primary efficacy endpoint: change in EASI from baseline (week

Placebo 200 mg 400 mg 600 mg
(N=13) (N=4) (N=7) (N=16)
0% 0%
-10%
-20% -20%
Placebo
-30%
-40% -40%
-50%
-60% -60%
| 70% 600mg
p=0.014
-80% -80%
0 2 4 6 8

Weeks

Data frommITTpopulation, mean values, presented ats82#ADV CongresSgptember 710, 2022
p-values are oneided



Other efficacy endpoints (week 8)

EASI/5 Patients achieving IGA 0/1
80% p=0.005 50%
|
40%
60%
30%
40%
20%
V)
20% 10% 15%
15%
0%
0% 0%
Placebo 200mg 400mg 600mg Placebo 200mg 400mg 600mg
(N=13) (N=4) (N=7) (N=16) (N=13) (N=4) (N=7) (N=16)

Data frommITTpopulation, presented at 31EADV CongresSeptember 710, 2022

p-values are oneided
o o,

-



Patient reported endpoints (week 8)

Peak pruritus (INRS)

Placebo 200mg 400mg 600mg

(N=13) (N=4) (N=7) (N=16)
0%
-10%
-20%
-30%
-40%
-50%
-60%

Data frommITTpopulation, median values, presented ats8#ADV CongresSeptember 710,2022

POEM

Placebo 200mg 400mg 600mg
(N=13) (N=4) (N=7) (N=16)

°

-10

-12

-14



TARC biomarker

Median change from baseline (week 8)

Placebo 200mg 400mg 600 mg
(N=9) (N=4) (N=6) (N=13)

0%

-20%
-40%

-60%

-80%

-100%

Data frommITTpopulation, presented at 31EADV CongresSeptember 710, 2022

|
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-80 L
|
Treatment period Last dose Safety followup period
-100 ¥
0 2 4 6 8 10 12 14 16 18 20
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IgEbiomarker

30%
Median change from baseline (week 8) 20%
Placebo 200mg 400mg 600 mg 10%
(N=9) (N=4) (N=6) (N=13)
0% 0%
-10% -10%
-20% -20%
-30% -30%
-40% -40%
Treatment period Last.dose Safety followup period
50% -50% M
0 2 4 6 8 10 12 14 16 18 20
Data frommITTpopulation, presented at 31EADV CongresSeptember 710, 2022 Week



Eblasakimahwvell-tolerated with low incidence of conjunctivitis

All patients dosed (N=52)
Treatment Emergent Adverse Event

(TEAE) by categoty 600mg 200-600mg Placebo
(N=22) (N=35) (N=17)
Any 12 (55%) 25 (71%) 8 (47%)
Related 8 (36%) 19 (54%) 7 (41%)
Moderate/severe 6 (27%) 11 (31%) 5 (29%)
Serious adverse event (SAE) 0 (0%) 1 (3%) 0 (0%)
Drugrelated AE®f interest?:
A Injection site reaction 5 (23%) 9 (26%) 2 (12%)
A Conjunctivitis 1 (5%) 2 (6%) 0 (0%)

A Conjunctivitis was classified as mild. Patients had prior history of allergy or allergic conjunctivitis
A Rescue medication use: 3 patients on placebo arm, 1 patient on 600mg arm

1 Presented at AAD Annual Meeting,-28 March 2022
2 Drugrelated AEs defined by the investigators as definitely related, probably related or possibly related
L



Eblasakimab
Ongoing development program



High unmet need in biologic eligible and experienced population

TARGET MARKET

A Biologic naive population seeking safe
o) [ols[[oX=1[[e[le][5] lOngterm treatment

AD patients » HIORIEE - »
A Dupilumabis standard of care

severe

A Ourclinical studies address the target market
in AD, comprised of biologic naive and Dupilumab
experienced patients treated

A Positive clinical outcomes will increase
preference foreblasakimalas the first choice
of biologic for AD in both patient populations
in the target market

A Patients who show subptimal response
A Response declines over time
A Discontinuations due to conjunctivitis

&
o l\a

Dupilumab
experienced




TREKAD: Phase 2b in biologic nailve patients

Enrolimentcomplete,topline data expected early July 2023

LD onn¥Y3d VvVH2 O0bfcn?

LD nnnY3 VvVH2 ObFcao
Adult moderateto-

severe AD patients 5 SEVEY
randomized 1:1:1:1: — galaihes 019 e follow-up
(N+ 300)
LD cnnY3d vn2 OObfFfcnl
LD t {1 OS62 ObFcnly
16 week treatment period 12 week safety follow up

A Loading dose of 600mg for the Q2W dose groups at week 1 and week 2
A Loading dose of 600mg for the Q4W dose groups at week 1, week 2 and week 3 g
30
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TREKAD:

Primary endpoint is % change in EASI from baselind 46

Dupilumab Lebrizikumabl
Primary endpoint £ 300mg Q2w 250mg Q2W
A EASI: Eczema Area Severity Index = - -
A Validated in 2004 S ¥ 25
A Recommended as the core outcome 3 g 50 l 34.3 . 27.0
measure for clinical signs of eczema g@ o o 62.9
o QO - .
S -100

Other key secondary endpoints:
A EASI75, EASB0
A VIGAAD 0/1
A PRNRS: % change from baseline

m Drug ®mPlacebo

VIGAAD vs IGA

A Validated IGAAtopic Dermatitis \IGAAD) measure established in 2020

A Previous trials witldupilumaband lebrikizumabused nonrvalidated IGA scores

A VIGAAD more stringent measure, includes skahenificationin assessment matrix

1 Barbieret al (2004) BJD 150(1)-462 3 Represented values are averages pooled from respective Phase 3 trials g 31
2 Chalmers et al (2014) BJD:171(6):1:258 report from Harmonizing Outcome Measures for Eczema (HOME) Simpson et al (2020) JAAD 83(3)-83% LSS
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TREKDX: Phase 2 study dupilumabexperienced patients
Topline data expected 1Q 2024

Adult moderateto-severe AD patients
with dupilumabdiscontinuation Safety

randomized 2:1 A follow-up

(NF 75) '

16 week treatment period 8 week safety follow up

A Loading dose of 600mg at week 1 and week 2
A Randomization stratified by

¢ Reason fodupilumabdiscontinuation (failure or noffailure)
¢ BaselineviGAscore (3 or 4)

A The TRERX study is crucial for testimdplasakimalin a patient population with few safe treatment options

A A positive outcome of TRERX willstrengthenthe positioning ofeblasakimalas the biologic of first choice for
AD treatment
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Eblasakimallhas the potential to be an important new therapy

for the treatment of AD and other Type 2 inflammatory diseases

¥

A 4

I I I Estimated $24B markewith only 2 approved biologics
— N

= / Unigue mechanism of actiothat provides the potential for
Y improved efficacy, safety, dosing

Positive POCGmet primary efficacy endpoint (p=0.01) with
significant changes in other efficacy and biomarker endpoints

Phase 2b readout in early July 20@8biologic naive patients
with data indupilumabexperienced patients to follow
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High burden of diseasgaround 700,000 patients in the US alone

AA is a common autoimmune disease characterised by Total diagnosed lifetime prevalence AA cases
complete or partial hair loss

EUS
2.1M4
US
AA hagprofound negative impact on qualtyf-life scores, 2.6M4
similar or worse than other dermatologic diseas€s

o . .
g g A 2.1%of the population can develop AA at some point in
@ their lifetime®
5 6 7.3 7.7 S -
a A 700kpatients in the US in 208
g 2 A 25%o0f patients haveseveredisease
00 A 62%o0f AA patientseceive drugtreatment 4
Psoriasis AD AA
1. Zhou et al (2021) Clin Rev Iaim 61:403423 3. Lundberg et al (2000) AcermVenereol30(6):436434 5. Mirzoyevet al (2014) J InRerm134(4):11411142
2. Liuetal2018) JAAD 79(3):55%8 4. DRG Alopeciéreata Disease Landscape and Forecast report 2028 Benigno et al (2020) Clin, Cos & InM@etm13:253266 g 35
7. Mostaghimiet al (2023) JAMBerm, published online "



