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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 Officesin South San Francisco and VVancouver

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 EP17386 is being developed as both a monotherapy in-kiteye metastatic castratien
resistant prostate cancer and in combination with antiandrogenstim& mCRPC
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
patients achieving a PSA90 in 90 days

driven cancers

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

Financial Detalls

A Listed on NASDAQ (EPIX)
A Cash and shoiterm deposits: $163.1M (December 31, 2022); 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  [Pogenidec]”  Qredalicy

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
Chief Medical Officer

nanostring  CLEAVE ~ AMGEN

THERAFEUTICS

biogenidec] () nodlity
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Prostate Cancer Disease Landscape

NEED FOR NEW

el IR NI (A
' STRATEGIES
A Prostate cancer is the"® AOver $8.6B in global sales A Androgen receptor (AR) A Resistance to second
most common cause of generated in 2021 by signaling is critical for prostate generation antiandrogens is
male cancer deaths leading antiandrogerts cancer development and common and on average
. o4 L
A American Cancer Society . ge\_/vest anti.androgens: IOFOQFE‘-SSIOﬁ : géiELZVtVr'g‘rlg%year i
estimates 268,000 new ytiga® (abiraterone A Mounting evidence that
cases and 34,500 deaths in acetate), Xtandi® progressionto CRPC remains A Clinical results suggest that
2022 (enzalutamide)Erlead® dependent upon persistent more potent AR inhibition
(apalutamide) andNubeqa® AR signaling driven by AR used earlier in therapy may
(darolutamide? resistance mechanisrh3 provide improved clinical
outcomes for patients
1. American Cancer Society. (202Rpy Statistics for Prostate CancRetrieved from 3. Robinson D, etal. Cell, 2015. 6. Sharp A, etal. JCI, 2019.
https://www.cancer.org/cancer/prostateancer/about/keystatistics. html. 4. Chen CD, etal. Nat Med, 2004. 7. ESMCR021. ESSA

2. 2021 financial reports from www.sec.gov. 5. Kumar A, etal. Nat Med, 2016.



Large Opportunity in U.S. Prostate Cancer Market *

US Prostate Cancer Prevalence Estimated in 2020 by Stage of Disease* (in thousands)

\

EP17386 in
Combination w/
Antiandrogens

,,,,,,,,,,,,,, é EP4{7386 as a
Monotherapy

Total High riskmCSPC nmCRPC mCSPC 1L mCRPC 2L mCRPC 3L+mCRPC

nmCRPOhonmetastatic castratiorresistant prostate cancemCSPQnetastatic castratiorsensitive prostate cancemCRPCOmetastatic castratiorresistant prostate cancer

Antiandrogens t ©Bksds 3 oXondi 3 Xand 3 Xond
Approved or in a t owestor 3 Umesse 3 Q2% 3 QZue
Pivotal Phase 3 Study 3 wuitox 3 Ustesse
3 Approved 3 NUﬂQA
t InP3 Study e

A Sher, H, etaPLOS One, 2013. mCRPC patients are estimated as the yearly mortality incidence due to prostate cancer. ESSA 6



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

ESSA

7



ESSA

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 Drug Characteristics

EP17/386

Target
Criteria

Description

Potency

Activity

ADMEPK

Safety

DDI

CMC

In vitropotency in the range of secongeneration antiandrogens

In vivoxenograft anttumor activity in both antiandrogesensitive & resistant models

Lowin vitrometabolism, good animal ADME & humag t24 hrs

Specific NTD otarget activity, minimal offarget binding, clean toxicology profile

Appropriate properties to combine with other drugs (e.g. ddrgg interactions (DDI), etc.)

Simple synthesis of drug substance and favorable pharmaceutical properties for the drug
product
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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

EP{7386 Current ERI7386 Current ERI7386
Development Monotherapy Monotherapy

1. Adopted frongcheHl, et al. J Clin Oncol, 2016. ESS/-\ 11



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 followed by Phase 1b dose expansion

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

DLT period
ongoing

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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Patients Enrolled Under the QD Dosing Regimen were Heavily
Pretreated and Clinically/Molecularly Complex

Median age (range)yrs 72 (5085)yrs

Median # lines of prior therapy fomCRPC 4 (210)
(range)

Type of prior therapy, n (%)
AL GANI GSNRBYS
A9yl I tdzil YARS

Ga! . L€ 0A27(87.1%)
6 a9 b ¥%eé A25(80.6%)

A Both (ABI + ENZ) A 22 (71%)
A Darolutamide/Apalutamide A 4 (12.9%)
A Chemotherapy A 18 (58.1%)

Median baseline PSA doubling time (range 2.1 (0.859.5)
months

NSE* > 10 ng/ml, n (%) 9 (29%)

100

P53 _
re1 N (| =
MDM2
CDK4 ||
CDK6

80

60

CtDNA% b
20

0

Cell

cycle
CDKN2A

CDKN1B
MYC || |

CCND1
| O O O O

pren [
PI3K PIK3R1
pathway prikzca [l Deletion
PIK3CE O B oeep deletion

APC -
WNT CTNNB1

pathway RNF43

BRCA2 D ves

BRCA1 No
ATM -

DNA CDK12 Mutations

MSH2
repair
MSHE

Missense
MLH B Framesnin
PMS2 Stopgain
FANCA I Non-Frameshift

AR Eom]l BN OO ] = Spiice site
AR NCOAZ |
= =[] c c

ssociated Foxat [l
FOXP1

Copy Number

. Amplification
Gain

Structural Variant

KMT2C

Chromatin KMT2D -
modifiers  CHD1 (|
KDMBA =

SPOP
Other NKX3-1 -
ZFHX3

Patients

Molecular Alteration Frequency (n=29)

ARassociated 86%

Non-ARassociated 93%
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EPI-7386 Was Well-Tolerated at All Dose Levels and Schedules
(QD and BID regimens) Administered in the Phase la (n=39)

Grade 1 Grade 2 | Grade 3 Total
TRAE* Term n (%) n (%) n (%) n (%) A All TRAEs (exception of one
occurrence of what was later

, considered non-related Grade
B taea)  2ed s Tars 3 anemia) were Grade 1 and 2
Aspartate A No apparent dose-
aminotransferase 2 (5.1) 0 (0) 0 (0) 2(5.1) dependency was observed
increased
................................................................................................................................................................ A All the Grade 2 TRAEs Of
Diarrhea 3(7.7) 2 (5.1) 0 (0) 5 (12.8) di arrhea occurred
................................................................................................................................................................ 600 mg QD
Fatigue 1 (2.5) 5 (12.8) 0 (0) 6 (15.4) A Low dose-reduction rate
................................................................................................................................................................ (8_1%) due to related AEs (5
Hot Flush 0 (0) 4 (10.2) 0 (0) 4 (10.2) cages of Grade 2 diarrhea in 2
________________________________________________________________________________________________________________________________________________________________ subjects)
Nausea 6 (15.4) 1 (2.5) 0 (0) 7 (17.9)

FCNBIFGYSyd wStlFGSR | ROSNES 9@Syid odacw! 90 i i
**|nitially, principal investigator considered Grade 3 anemia in a patient who received 400 mgrBIDyE®! | & LR d&dRdz62 i RBE VI SRYRN2IASYy &l FSide LINPTFAESO | fiK2dAK O2wkldzy RSR te O2y OdzN
i2 GdzytAlSte NBEFGSRE SSA 14



EPI-7386 Exposures Reached the Predicted Efficacious Thresholds

Observed In Preclinical Enzalutamide-Resistant Models

A EPI-7386 has a long half life (>24hrs) EPI-7386 C1D28 AUC Across Doses
which supports QD administration 800.000-
A The steady state AUC EPI-7386 exposure ~
increases with higher doses € 600.000-
c) H
A All doses reached exposures above the £
minimum target drug threshold < 400.000~
A Doses > 400mg per day of EPI-7386 F}lr
exhibit AUC concentrations generally 8 200.0004
above the highest target drug threshold ?E '
A The 600 mg QD cohort exhibited the 0
highest AUC
A BID dosing allows for higher C.,, drug ISP IS IS P ISP
Q
levels S

Predicted
efficacious
exposure range
based on
preclinical
models

ESSA 15



Longer Duration of Treatment on EPI-7386 is Associated with Less
Prior Therapy for mCRPC

QD Dosing Regimen Patients o e Dose
HE=
A~ 30% of patients across all dose levels remainec N 200 mg
on therapy longer than 3 months Bl <00
600 mg
A The patients who progressed before or at 12 B s00mg
weeks had in general: >10 ng/mL NSE, prior @ 800 mg - 100 mg Tab
chemotherapy, visceral metastases and received § Bl 800 mg - 200 mg Tab
>3 lines of therapy for mCRPC 3 1000 mg - 200 mg Tab
A : S " 400 mg - BID
One patients was treated for 18 monthmme 600 me - BID
. . . mg -
patientis currently on study at 1000 mg QD in
cycle 17 Patient status
. ®  Chemotherapy
A No obvious dose response observed A Vi
isceral Mets
® NSE > 10 ng/mL
BID Dosing Regimen Patients 2 B Abi
:g ®  Enza
A ~60% of patients across the two dose levels 3 B Daro/Apa
remained on therapy longer than 3 months g . . ' L »
12 15 18 0246810 =% Continuing treatment
A One patient remains on therapy Duration (months) Previous lines

of therapy

*NSE level association with newedocrine differentiation IJBM 2018 ESS/-\ 16



PSA Reductions were Observed in a Clinically Defined Subset of
Patients

)

PSA decrease or PSA stabilization was Qb BIC

observed in patients with:
A No visceral disease
A Fewer DNA genomic aberrations in

non-AR oncogenic pathways
A < 3lines of therapy

ESSA 17
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