ESSA

CORPORATE PRESENTATION
August 2023

X
o
L]
o
<
&
0
<
Z



Forward Looking Statements

Certainwritten statementsin and/or oral statementsmadein connectionwith this presentationmaybe consideredorward-lookingstate mentswithin the meaningof
applicableCanadiarsecuritiedawsandthe United Statessecuritiedaws,that maynot be basedon historicalfact, including,without limitation, statementscontaining
thewordsa 0 St MNYPSET B FAAIEEA YO B & & ¢zd £ BAINBSROLANR &3 i 85 R ER O § 5 ghd sintildr éxpressionsForward
lookingstatementsin this presentationinclude,but are not limited to: the mortality rate of prostatecancer9 { { dp€béningmilestones potential treatmentsfor EP4
7386 EP1738&2 Rhasel studyandits successclinicaltrials; and potentialmarketopportunitiesfor EP173896

Forwardlooking statementsand information are subjectto variousknown and unknown risksand uncertainties,many of which are beyondthe ability of ESSAo
control or predict,and whichmay cause9 { { actQalresults,performanceor achievementgso be materiallydifferent from those expressedr implied thereby. Such
statementsreflect9 { { duteatviewswith respectto future events,are subjectto risksanduncertaintiesandare necessarilypaseduponanumberof estimatesand
assumptionghat, while consideredeasonableoy ESSAs of the date of suchstatements are inherentlysubjectto significantmedical,scientific,businesseconomic,
competitive, political and socialuncertaintiesand contingenciesmany of which, with respectto future events,are subjectto change In makingforward-looking
statements ESSAnay makevariousmaterialassumptionsincludingbut not limited to the marketanddemandfor the securitiesof ESSAgeneralbusinessmarketand
economicaconditions obtainingpositiveresultsof clinicaltrials,and obtainingregulatoryapprovals

Forwardlookinginformationis developedbasedon assumptionaboutsuchrisks,uncertaintiesandother factorssetout hereinandin9 { { Anfu@lReporton Form

10-K filed on Decemberl3, 2022 under the headingd w AC& 10 (i & adly éf Whichis availableon 9 { { prdlil@ on the SEDARvebsite at www.sedarcom,9 { { ! Qa
profile on EDGARt www.secgov, and asotherwisedisclosedrom time to time on 9 { { SEDARrofile and EDGARrofile. Forwardlookingstatementsare made
basedon management'sbeliefs, estimatesand opinions on the date that statementsare made and ESSAundertakesno obligation to update forward-looking
statementsif these beliefs, estimatesand opinionsor other circumstanceshould change,exceptas may be required by applicableCanadianand United States
securitieslaws Investorsare cautionedthat forward-looking statementsare not guaranteesof future performanceand investorsare cautionednot to put undue
relianceon forward-lookingstatementsdueto theirinherentuncertainty
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ESSA Corporate Overview

Company

A Experienced management team with deep expertise in oncology and drug developmen

A Headquartered in South San Francisco and Vancouver

Focused on the

development of novel Technology & Products

- A Lead candidat&P47386is a firstin-class oral, small molecule androgen recepter N
theraples for the GSNXYAYIlIf R2 WAhitdg/0 AYKAOAGZ2NI 0a

treatment of pro state A EP}7386 is being developed as a monotherapy intstige metastatic castration
NBEaAaGlIyd LINRPAGIGS OFYyOSNI oGt/ é¢0 | yR A
an d Oth er an d rog €R A Initial clinical data show EFB86 is weltolerated as a monotherapy and in combination

. with leading antiandrogens; early combination data with enzalutamide showed 4/6
d rven cancers patients achieving a PSA90 in 90 days

A First generation AR NTD protein degrader (ANITAC) in preclinical development

Financial Detalls

A Listed on NASDAQ (EPIX)
A Cash and shoiterm deposits: $157M (March 31, 2023); runway through 2025
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Experienced Management Team

David R. Parkinson, MD

President & Chief Executive Officer

I NOVARTIS CIERs riarianiaL cancER INSTITUTE

AMGEN [Fommiied  ®nodlicy

David S. Wood, MBA, CPA, CMA

Chief Financial Officer

Peter Virsik, MS, MBA
EVP & Chief Operating Officer

() GILEAD XenoPort)

J.PMorgan EY

Alessandra Cesano, MD
EVP & Chief Medical Officer

nanostring  CLEAVE ~ AMGEN

THERAFEUTICS

biogenidec] () nodlity
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Prostate Cancer Disease Landscape

PUBLIC HEALTH

PROBLEM

A Prostate cancer is the'®
most common cause of
male cancer deaths

A American Cancer Society
estimates 268,000 new
cases and 34,500 deaths in

LARGE

MARKET

AQver $9B in global sales
generated in 2022 by
leading antiandrogeris

A Newest antiandrogens:
Zytiga® (abiraterone
acetate), Xtandi®
(enzalutamide)Erlead®

2022 _
(apalutamide) andNubeqa®
(darolutamide?
1. American Cancer Society. (202R¢y Statistics for Prostate Candeetrieved from 3. Robinson D, etal. Cell, 2015.

https://www.cancer.org/cancer/prostateancer/about/keystatistics. html.

2. 2022 financial reports from www.sec.gov.

4. Chen CD, et al. Nat Med, 2004.
5. Kumar A, etal. Nat Med, 2016.

VALIDATED

THERAPEUTIC TARGE

A Androgen receptor (AR)
signaling is critical for prostate
cancer development and
progressiof>

A Mounting evidence that
progression to CRPC remains
dependent upon persistent
AR signaling driven by AR
resistance mechanisrh3

6. Sharp A, etal. JCI, 2019.
7.ESMQ2021.

NEED FOR NEW
THERAPEUTIC
STRATEGIES

A Resistance to second
generation antiandrogens is
common and on average
occurs within a year of
starting therapy§

A Clinical results suggest that
more potent AR inhibition
used earlier in therapy may
provide improved clinical
outcomes for patients
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Prostate Cancer Evolution and AR Dependency

Prostate
Cancet

Local

Clinically
Localized
Disease

Systemic

Rising PSA
Noncastrate

mMCSPC

AR Dependent

1. Adopted from Scher, HI, etal. J Clin Oncol, 2016.

NnMCRPC

MCRPC
1st Line

v

v

MCRPC
2nd Line

MCRPC
34+ Line

AR Genomic Structural Rearrangements and Splice Variants

AR Amplification

AR LBD Point Mutations

AR Independent

PTENPI3KAKTWnt, neuroendocrine, other tumor growth drivers
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EP17386, Firstn-Class NTD AR
Inhibitor




EPI-7 38 6 0 s M¥A WUnegliely Inhibits the NTD of the Androgen
Receptor, Potentially Overcoming Resistance to Standard-of-Care

A All current antiandrogens function through the ligand
binding domain (LBD) of the androgenreceptor (AR)

A Known antiandrogen resistance mechanisms
develop atthe LBD

A EP¥7386 specifically binds to the-fdrminal domain
(NTD of the AR, a region of the androgen receptor
required for AR activity

Aniten

A As a result of this binding, EP386 is active against
multiple AR forms, including those resistant to current
antiandrogens

AEPIt oy c Qa V 2 dighibiting ®eiAR Ry leAdF
to greater AR suppression when used in combination
with current antiandrogen therapies

N-terminal domain DNAbinding domain Liganadbinding domain

DN} Vi SR dzyAljdzS 'Aditenb R&HZA BEWSNCBTAFKA

1. Hong NH, et al. AAGRIEORT irtual Int Conf, 2021. 3. Andersen RJ, et al. Cancer Cell, 2010. 5. Yang YC, etal. Clin Cancer Res, 2016.
2. De Mol E, etal. ACS Chem Biol, 2016. 4. De Mol E, etal. ACS Chem Biol, 2016. ESSA



EPI-7386 Monotherapy Clinical Development for AR-Driven CRPC

Local Systemic nespe E
Prostate o »
. I(_lenlclz_ally(/j Rising PSA , MCRPC R MCRPC . MCRPC
Cance ocallze | Noncastrate 1%t Line 2" Line 3"+ Line
Disease
nmCRPC [

AR Genomic Structural Rearrangements and Splice Variants

AR Amplification

AR LBD Point Mutations

AR Dependent AR Independent

PTENPISKAKTWnt, neuroendocrine, other tumor growth drivers

EP17/386 Current ER7386
Development Monotherapy

1. Adopted fronschetl, et al. J Clin Oncol, 2016. ESSA
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EPI-7386 Phase 1 Monotherapy Study in mCRPC Patients: Study
Design

AFirstin-human Phase 1 multenter openlabel study enrolling mCRPC patients failing stand&chre therapy
ATwo-part study: Phase 1a dosscalation (Completed) followed by Phase 1b dose expansion (Currently enrolling)

Phase 1a: QD Dosing Regimen

Original Protocol
N = 31 patients

800 mg [}

oo
oo [
zo0no

Phase 1a: BID Dosing Regimen

Amended Protocol
N = 8 patients
BID dosing

600 mg BID
(1200 mg/day)
400 mg BID T
(800 mg/day))

ATAYAOGSR (2 X o LINA2NIfAY
A Exclusion of visceral metastases
A One lineof prior chemotherapy permitted

A No limitations on the # prior lines of therapy
A Visceral metastases permitted
A Prior chemotherapy permitted
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EP$/386 Monotherapy Phase la: Key Findings

Key safety results and pharmacokinetic data from both QD and BID patients as of June 1, 2022:

A EPI7386 was safe and wetlhlerated at all dose levels and schedules tested, with no diasiing toxicities and only
Grade 1 and Grade 2 adverse events

A EPJ7386 has a long half life (>24hrs) and steady state AUZ3BBlexposures increase with higher doses; all doses
reached exposures above the minimum target drug threshold

Key response findings in both QD and BID patients as of June 1, 2022:

A Tumor volume decreased in five patients who had measurable disease and were on therapy for more than 12 we

A In 17 patients with measurab#DNAlevels at baselinggtDNAdeclines were observed in patients harboring AR
point mutations, AR gain/amplification and AR truncations, suggesting3aBIs activity against these tumors

A PSA decreased or PSA stabilized in a clinical subset of patients: no visceral disease, fewer DNA genomic aberra
non-AR oncogenic pathways, and fewer than 3 lines of therapy

A Provides further information to refine the monotherapy development program patient population

ESSA 11



Next Steps in the EPI-7386 Phase 1 Monotherapy Study

AVerify the recommended Phase 2 das600mg BID or 600 mg QD

AUnderstand late stagsmCRP @atient biology and identify patients with ARiven tumors
AGain further insight of the biological activity of &6 in less heavily pretreated patients

Phase 1b dose(s)/schedule(s) recommendation

Phase 1b: Dose Expansion Phase 1b: Window of Opportunity

A mCRPC A Nonmetastatic CRP@HHCRPYpatients

X o LINA2NIfAySa 2F (KSN. A 600mgBID Cohort
prior chemotherapy A 12 weeks of EP1386 monotherapy treatment before

A 2 Cohorts: QD & BID dosing combining with apalutamide
A Molecular tumor characterization

ESSA 12
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EP17386 in Combination with Second
Generation Antiandrogens




EPI-7386 Combination Study Clinical Program for AR-Driven CRPC

Prostate
Cancet

Local

Systemic

Clinically
Localized
Disease

Rising PSA
Noncastrate

mMCSPC

AR Dependent

NnMCRPC

v

MCRPC MCRPC
1st Line 2nd Line

v

MCRPC
34+ Line

AR Genomic Structural Rearrangements and Splice Variants

AR LBD Point Mutations

AR Amplification

AR Independent

EP17386
Development

1. Adopted fronscher HI, etal. J Clin Oncol, 2016.

Current ERIF386 + Antiandrogen
Combinations

PTENPISKAKTWnt, neuroendocrine, other tumor growth drivers
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Preclinical Rationale for the Combination of EFP386 with Antiandrogens

Improved clinical results with deeper

VCaP Castrated AR axis suppression
600
-o- Vehicle .. o .
500~ T . ENZ A Combining an AR NFDhibitor with
400 &= EPI7386 an LBDBinhibitor provides two
300 O Ehrase complementary ways of inhibiting AR

biology

200+

100

% Tumor Volume change & SEM

A Preclinical studies support deeper
and broader suppression of AR
Dosing Days driven biology by combining Ef386
T e et with antiandrogens

-100-
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EPI-7386 Combination Development Program with Second-
Generation Antiandrogens

ESSA collaboration with Astellas to evaluate/BBb in combination with Xtan@)
(enzalutamide) in an ESSponsored Phase 1/2 clinical study in mCRPC patients nai

to second generation antiandrogens (study began 1Q2022)

7 astellas

ESSA collaboration with Janssen to evaluate/B86 in combination witlerleada®

(apalutamide) and Zytig&(abiraterone acetate) + prednisone in Phase 1 clinical stud
cohorts evaluating apalutamide + EF386 innmCRP@atients and also abiraterone and
prednisone in combination with ER?ZB86 in mCRPC patients naive to second generati

antiandrogens and imCSP@atients.

Bayer collaboration with ESSA to evaluate EB336 in combination witiNubeqa®
(darolutamide) in a Phase 1/2 clinical study in mCRPC patients

Investigator A 12week twoarm randomized study dlubeqavs. ERV386 Nubegan PC patients

Sponsored : : ) ,
Neoaﬁjuvam Study undergoingprostatectomy for high rislocalizedprostatecancer

ESSA 16



Phase 1/2 EPI-7386 + Enzalutamide (ENZ) Combination Study Trial
Design in mCRPC Patients Naive to Second-Generation Antiandrogens

APhase 1/2 multcenter openlabel study enrollingnCRPQatients naive to secongeneration antiandrogens
ATwo-part study: Phase 1 dossuilibration followed by Phase 2 opéabel randomized study

Phase 1: QD Dosing Equilibration

Dose 4 EPT386

Phase 2: Heatlb-Head Comparison

N = ~18 patients

completed

Optimal combination

doses from Phase 1 JNEEAEECN TS

Dose 3 EPT386 f

DLT i
Sl 120 mgENZ

completed

RN 500 mg EPT386
completed 120 mgENZ
600 mg EP7386 160 mg ENZ N = 40 patients
_1

A Phase 1 study will focus on the PK and safety o7B88 and enzalutamide when administered in combination along with
establishing the RP2D for both drugs to address any possibledifuggnteractions

A Phase 2 study will assess the atitinor activity of the combination of EPB86 and enzalutamide versus single agent
enzalutamide at the standard of care dose

ESSA 17



Initial Data from First Two Cohorts in Phase 1/2 EPI-7386 + ENZ ~>y ollas
Combination Study astellas

EP{7386 and ENZ were wdtllerated with no DLTs, no Grade 3 dnedated
Safety AEs, and a safety profile consistent with second generation antiandrogens

grade 1 or 2 AEs of fatigue and Htatshes)

ENZ exposure minimally impacted by-EB86 administration

EP17386 exposure impacted by ENZ with lower exposures ef &4
MEUNEELEISE  observed, as anticipated; 4 dose cohorts will be needed to determine the
(PK) combination RP2D
One patient was discontinued from the study after the DLT period due to a
concomitant medication (strong CYP3A inducer) interaction with ENZ and |
7386 which resulted in a significant decrease in exposure to both drugs

ESSA s
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Longitudinal PSA Changes Under EPI-7386 + ENZ Treatment from the
First Two Cohorts of Patients

T S 2R T B R (R — -
' Clinical Activity
All patients
1004 V187% .
‘" Rapid, deep and durable PSA
95 - "i .
oo reductions observed
E A o mp o 75 5 of 6 patients achieved a
1 2 4 5 6 7 8B 9 10 11 12 13 120 mg Enzalutamide -
E : - ?ggngn EPI-7366 PSA90 regardIeSS of prior
g:50- chemotherapy status
& Chemo
S — Prio chemolherepy 4 of 6 patients achieved a
E "7 Moprerchemotherapy PSA90 in 90 days and
e ultimately achieved a PSA <
: 0.2ng/mL
L . g ~PSASO_ L Cohort 3 DLT period is
6. J completed and patients are
-100 4 - - OO el SR SRl SR

being enrolled into Cohort 4

Cycles from baseline
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PSA Data from Second Generation Antiandrogen Studies (2012-2021)

Pivotal second generation antiandrogen studies show deep early PSA declines

MCRP@atient
Population

Agent

PSA90 Study Type
CIOIEVS))

PSA90
(Overall)

PSA <0.2
ng/mL
(Overall)

Reference

Pre-Chemo Setting
PREVAIL Study

PREMISE Study
ACIS Study

ACIS Study
PostChemo Setting
AFFIRM Study

PREMISE Study

ENZ
ENZ

ABI
ABI+APA

ENZ
ENZ

Pivotal

Observational

Pivotal

Pivotal

Pivotal

Observational

47%
45%

47%
53%

25%
31%

Beers et al., NEJM, 2014; Armstrong et al., Eu Assoc
of Uro, 2020 Armstong et al. EWrolOnc_2019

Payneetal., IntJ @ang2021.

Saad etal., Lancéng 2021.

Saad etal., Lancéng 2021.

Schertal., NEJM, 2012; Armstrong etal., Cancer
2017.

Payneetal., IntJ @ang2021.

Early ERV386 + ENZ combination PSA90 data compare favorably to pivotal ENZ and other antiandrogen
studies, suggesting potentidbng-term clinical benefit of combination treatment

* Armstong et al. EWwrol Onc_2019.; Estimate derived fromPArmstong et al. EWwrol Onc_2019
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In Prior Studies of ENZ in CRPC Patients, Deep PSA Declines
were Associated with Better Long-Term Overall Survival*

100

Number of Hazard ratio
subjects  Events (95% CI)
o4 33 REF
90 819 642 0.467 (0.373-0.584)
701 532 0.420 (0.335-0.527)
639 477 0.400 (0.319-0.503)
80 307 210 0.322 (0.251-0419)
37 13 0.124 (0.069-0.223)
70
)
=
< 60
©
1] e . T e . T T T T
S 40
w
30
20— PSA <0.2 ng/mL - =
== PSA 290% confirmed decline
== PSA=50% confirmed decline -‘__— -
10 == PSA =30% confirmed decline -
== All enza patients
(0 {== No PSA decline to PSA <30% confirmed decline

0 4 8 12 16 20 24 28 32 36 40 44 48 52 58 60 64 68 72 76 80 84
Duration of overall survival (mo)

From the PREVAIL study miCRP@atients, the
deeper the PSA decline during the initial A8eek
period, the better the longterm overall survival

* Armstong et al. EWwrol _2020; Hussain, et al. The J of Uro_2023.

Patients without OS event (%)

100

904
804
704
601
501
401

301

PSA Decline Subgroups:
207 —e— <50%

- * - 50% to <90%

101 — . 280%, PSA nadir =0.2 ng/mL

—# - 280%), PSA nadir <0.2 ng/mL

0 4 8 12 16 20 24 28 32 36 40 44 48 52 56 60 64 68 72

OS from randomization (months)

From the PROSPER studynaiCRP@atients,

the deeper the 12month PSA nadir, the
better the longterm overall survival
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ESSA Research and Development Pipeline

EP{7/386
PROGRAM INDICATION RESEARCH PRECLINICAL PHASE 1 PHASE 2 PHASE 3 COLLABORATIONS
MCRPGC Resistant to
standard of care B
EP47386 monotherapy treatments
Non-PC ARiriven Cancers (G EENRNRNENEGED
EP47386 + enzalutamide mCRPC I FKastellas
EP17386 + abiraterone -
acetate + prednisone mCRPEMCSPC _ janssen J©
EP47386 + apalutamide ~ nmCRPC I janssen J¥
EP37386 +darolutamide = mCRPC . ____ _ |
Discovery
PROGRAM INDICATION RESEARCH PRECLINICAL PHASE 1 PHASE 2 PHASE 3 COLLABORATIONS
3rd-Generation
AR NTerminal Domain Prostate Cancer B )
Inhibitor
AR NTerminal Domain Prostate Cancer —
553N RSNJ 6a! b L3-8
AR NUETIEL Prostate Cancer —

Domain Tatl Site Inhibitor
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ESSA Upcoming Milestones

Monotherapy

Present clinical update on Phase 1 trial Completed
Establish the recommended Phase 2 dose (RP2D) Completed
Initiate Phase 1b expansion study Completed
Complete enrollment into the Phase 1b expansion study 2023
Complete Phase EP{7386/enzalutamide combination study 3Q 2023
Establish the RP2D for EFR886/enzalutamide combination trial 30 2023
Initiate Phase 2 portion of EPB86/enzalutamide combination trial 30Q2023
Enroliment of apalutamide and abiraterone acetate cohorts 2H2023

Initiate INDenabling studies for an ANITAC NTD degrader éingen 2023

ESSA 24



Financial Position & Capitalization

Nasdaqg: EPIX

Cash $152.5Mreported at August 8, 2023 (no debt O/S)
Shares ~47M (44M 1/0 common shares and 3M prefunded warrants)
Covering Analysts Bloom Burtorr David Martin| Jefferies- Maury Raycroft

Oppenheimer LelandGershell Piper Sandler Joe Catanzaro

Current cash runway through 2025 funds:

Completion of Phase 1 dose escalation & expansion monotherapy studies
Completion of Phase 1/2 combination studies with antiandrogens
Phase 2 monotherapy pivotal study

Phase 2 combination study with enzalutamide and Phase 1 combination study with abiraterone and apalutamide

o Do Io I» Do

Pipeline work including preclinical studies with Anitens in othedA¥en tumors
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For further information, please contact:

PeterVirsik Chief Operating Officer
pvirsik@essapharma.com




