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Innovation for Unmet Medical Needs

Focus on the development of novel therapeutics through the virtual R&D platform
Bringing top notch science into clinical development
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Key Research Personnel

Medical Advisor (CMO)

Dr. Alexander Zukiwski
* Pharmacy, Ph.D., University of Calgary

* GSK Head of oncology clinical
development

* Roche Director of oncology clinical
development

* J&J VP of anticancer drug development

CMC, CDO
Dr. Stefan Proniuk

* Pharma Science Ph.D., Arizona
University

« San Diego State University MBA
* Arno Therapeutics CDO
* Neuraptive Therapeutics CDO

CEO &CSO
Dr. Nam, Kiyean

*B.S in Biology, M.S. in Microbiology, Korea University

*Rutgers Medical School Ph.D.

*NYU Stern School of Business MBA

*1993~2003 Novartis Co., Researcher

*2003~2007 Merck & Co., Senior Research Chemist
+2007~2008 Merck & Co., Project Manager
+2008~2009 Institut Pasteur Korea, Qurient Founding

CTO

Dr. Kim, Jaeseung

* Medicinal Chemistry, Ph.D., State
University of New York, Stony Brook,

« Johns Hopkins University, Post
Doctoral Training

« Institut Pasteur Korea, Medicinal
Chemistry Team Leader

Pharmacology
Dr. Lee, Seung-Joo

*B.S in Biology and M.S. in Micrabiology,

Korea University

* Ph.D. in Immunology, University of
Connecticut

 Choongwae Pharmaceutical Co., -
Research Scientist

* Alector Inc., San Francisco, U.S.- Staff
Scientist

Clinical Operations

Dr. Kim, June
* School of Pharmacy B.S., M.S., Ph.D.,
Sung Kyun Kwan University

* LG Life Sciences - R&D Strategy and
Planning Team Associate Manage

Q}Qurient

Business Development

Kim, Hyunjung

» School of Pharmacy, B.S., M.S, Seoul
National University

* LG Life Sciences - Drug Development
Project Manager

« [CON Clinical Research - Regulatory
and Site Activation Senor Associate

* |QVIA - Global Regulatory Affairs
Manager
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Financial statements
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2024 Pipeline

Competitive and diversified pipeline portfolio
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Adrixetinib(Q702) introduction

Immuno-oncology Program

(‘4 Executive Summary
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Defective ?
MHC1  Z

| ()

© =

Q702 treated TME

Decreased Myeloid cell

Deactivated

Decreased M-MDSC population

Decreased tumor associated macrophage

Decreased M2 population

Increased M1 population

Increased CD4 and CD8 T cells

Increase antigen presenting by MHC | of cancer cell
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Strong differentiation of Adrixetinib efficacy

High combination synergy with anti PD-1based on distinct efficacy in monotherapy
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Oncology P T
03 +nco ogy Program \‘ hurlent

Clinical trial of Adrixetinib in combination with Keytruda®

« MSDQ} F2|Q1EQ| ZE QAITHLIEIS 1AM Clinical stage Phase 1 Phase 1B/2

===
o QAN Q37| E2L M2 2ATEE NCT identifier NCT04648254 NCT05438420
o 0|21} SH20|A QA 1B/24F A& 7HE Approval date 2020.04.24 2022.02.16 2022.09.06
Study site us us S.Korea

QIEHZE HOKINF-7)2| L2} 7|ERLt §59

Solid Tumor . )
O ALY
=2 °}f‘}“ml Indication Advanced Cancer Esophageal, gastrlé:é:ssre:ocellular, cervical
Metastatic Cancer
RESEARCH ARTICLE The Journal of Clinical Investigation
= ” _ Enrollment 78 120

IFN-y-related mRNA profile predicts clinical response
to PD-1 blockade Cycle 1Cycle: 4 weeks 1Cycle: 6 weeks

Mark Ayers,’ Jared Lunceford,’ Michael Nebozhyn,' Erin Murphy,’ Andrey Loboda,’ David R. Kaufman,' Andrew Albright,’
Jonathan D. Cheng,’ S. Peter Kang,' Veena Shankaran,? Sarina A. Piha-Paul,’ Jennifer Yearley,' Tanguy Y. Seiwert,*
Antoni Ribas,® and Terrill K. McClanahan®

"Mesck & Co. Inc., Kenilworth, New Jersey, USA. “University of Washington, Seattle, Washington, USA. “University of Texas MD Anderson Cancer Center, Houston, Texas, USA.

This is a Phase 1, open-label, multicenter, This study is a phase 1B/2 open-label, study to

okt Mo G Bk BRI o o SRS dose-escalation, safety, tolerability, determine safety and preliminary efficacy of
- THE pharmacokinetic and pharmacodynamic study Q702 in combination with pembrolizumab in
OIEEIMIE|Y E0f A £ Summary _ _ . .
|NF—_I ol isglg} s, with cohort expansion at the RP2D to evaluate study subjects with advanced esophageal,
T = gﬁ safety and anti- tumor activity of Q702 gastric/GEJ, hepatocellular, and cervical
:fzw administered orally. cancers.
§ 5 Dosing of first patient Jan 2021 Jan 2023

Vehicle a7z AxiMer inhibitor  CSF1R inhibitor
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Patient pharmacodynamic biomarker and PK evaluation results from an ong

inhibitor in patients with advanced solid tumors

Bae Jung Choi', Devalingam M2

g phase | dose-escalation study of Q702, an Axl, Mer and CSF1R kinase

Abstract #2
AACR 2023

ingam?, Angela Alistar’, Anthony El-Khoueiry*, Alain Mita®, Hwankyu Kang', Jinho Choi', Hyunji Ahn', Seung-Hee Ry, Jiye Ahn', Jeongjun Kim!, Seung-Joo Lee', Yeong-In Yang', Borami Jeon!, Jacseung Kim' and Kiyean Nam'

'Qurient Co., Ltd., Seongnam-si, Republic of Korea, *Northwestern University Feinberg School of Medicine, Chicago, IL, USA, *Atlantic Health System, Morristown, NJ, USA, *University of Southern California Norris Comprehensive Cancer Center, Los Angeles, CA, USA, *Cedars Sinai Medical Center, Los Angeles, CA, USA

Background

Introduction: Axl, Mer and CSF1 receptor tyrosine kinases play vital roles in
promoting an immunosuppressive tumor microenvironment (TME) by directly
affecting myeloid functions (e.g., tumor associated macrophage [TAM],
myeloid derived suppression cell [MDSC]) and promoting epithelial-to-
mesenchymal transition (EMT). Thus, simultaneous inhibition of AxI, Mer and
CSF1R may be an effective strategy for TME modification.

Q702 is a novel AxI/Mer/CSF1R kinase inhibitor that affects the immune
components (modulating TAM and MDSC populations, inducing CD8+ T cell
infiltration and increasing IFN-y in CD8+ T cell) as well as changes in
malignant cells such as increasing MHC | expression on tumor cells in
syngeneic mouse models. These nonclinical results suggest that Q702
monotherapy or Q702 combination with conventional therapies may have
potential as a novel treatment sfrategy for patients with advanced solid
tumors?.

Background: It has been demonstrated that blockade of Axl signaling leads
to increased shedding of the plasma soluble extracellular domain of AxI
(sAxI)2. In in vivo studies, Q702 treatment increased sAxl in plasma dose
dependently. Circulating CSF1 is known to be increased by CSF1/CSF1R
inhibition®, Q702 treatment increases plasma CSF1 in mouse efficacy model
studies. Based on these preclinical observations, sAxl and CSF1
concentration in plasma are utilized as pharmacodynamic markers for target
engagement, in the ongoing phase 1 clinical study.

Relative sAx level to vehicle group Relative CSF1 level to vehicle group
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In the EMT6 syngeneic efficacy studies, Q702 treatment increased IFN-y
positive leukocytes in tumor tissue, and a similar pattern was observed in
peripheral blood cells and plasma.

PMA + lonomycin treated cells
in tumor samples.

PMA + ionomycin treated cells.
in peripheral blood samples
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° Vehicle Q702
In the Phase 1 clinical study, immune cell population and its activity changes
are analyzed as potential pharmacodynamic markers.

Vehicle Q702

Study Design & Objectives

Study overview
Q702-ONC-P1-US001 (NCT04648254)
Objectives

Primary Objectives:

« To determine the maximum tolerated dose (MTD), the doge limiting
toxicities (DLT) and safety profile of Q702

+ To establish the recommended phase 2 dose (RP2D) of single agent Q702
for future clinical development

Secondary Objectives:
+ To determine the pharmacokinetics of Q702 and its primary metapolites
 To observe patients for any evidence of anticancer activity of Q709

Exploratory Objectives:

« To assess changes in tumor biomarkers including, but not li
expression of Axl after treatment with Q702

« To assess changes in blood levels of circulating pharmacodynamic maniers
including, but not limited to sAXL, CSF1 and immune cells

« To explore correlations between pharmacokinetic and pharmacodynami
response

Trial Design

ted to

Dose escalation Dose expansion

240 mg

180 mg enroliing
120mg —m

Target engagement
Relative sAxI level to C1D1 Relative CSF1 level to C1D1
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Figure 1. Dose-dependent increase in relative sAxl and CSF1 Iavels in patient
plasma following Q702 treatment

The sAx| and CSF1 in patient plasma were measured on Cycle 1 Day 1 and Cycle 1
Bay 15, respectively. The concentrations of sAxl and CSF1 were significantly
incragsed by Q702 treatment through Axl and CSF1R inhibition at the current dose
levels {p<0.05, absolute values of sAxl and CSF1 on C1D1 and C1D15 were
comparedging paired t-test).

immune cell populations

10 6

Established
RP2D

* Patients with advanced or metastatic solid tumors that have progressed
following SOC therapy or for whom no SOC therapy available were enrolled in
this study.

« Q702 is administered once daily by mouth on Days 1 through 7 and Days
15 through 21 with a 28-day treatment cycle

» Up to 20 additional patients may be enrolled at the recommended RP2D in
the Expansion Cohort to confirm safety of Q702 monotherapy in gastric
cancer, esophageal cancer and colorectal cancer.

Enroliment & Pharmacokinetics

Enrollment status (as of as of 315t March, 2023)

In the study, 28 patients were enrolled in the ongoing phase 1 dose
escalation study with doses ranging from 4 mg to 240 mg utilizing an
altemate week on/week off dosing regimen. One patient has experienced
a dose-limiting toxicity (Grade 3 AST elevation) at dose level of 240 mg.
Accrual is ongoing at the 240 mg and at an intermediate dose of 180 mg
at4 sites in US.

Pharmacokinetics:

Targeted bioactive concentrations are determined by the unbound Kd
values of Axl, Mer and CSF1R. From PK profiles, Q702 reaches targeted
bioactive concentration at the 60 mg dose level.
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Figure 2. Immune cell i in to Q702

Human PBMC samples were collected on Cycle 1 Day 1 and Cycle 1 Day 8. The
effect of Q702 on CD14" cells such as classical monocytes (CD14*CD16'HLA-DR"),
intermediate monocytes (CD14*CD16"HLA-DR*), and monocytic-MDSC (m-MDSC,
CD33*CD14*CD15CD16'HLA-DR’) was evaluated. PBMCs were stained with
antibodies and then acquired on a flow cytometry. Line graphs show the
percentages of CD14*CD16  classical monocytes, CD14*CD16* intermediate
monocytes, and m-MDSC on C1D1 and C1D8-
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Figure 3. IFN-y production by immune cells in response to Q702 treatment o
(A) The study measured IFN-y levels in plasma on C1D1 and C1D8 using thg d
assay Relative fold change in IFN-y was increaged in

several patients after Q702 to p I

(B) The ability of cells to produce IFN-y was assessed usin}amom patient
treated with Q702. PBMCs were stimulated with PMA pluys- in for 6 hours. A
number of IFN-y producing CD45* cells was incr y Q702 treatment.

. Q?OZ a selective and potent oral Axl/Mer/CSF1R triple kinase inhibitor, showed a

effect on i
engagement markers.

sAxl and CSF1 pharmacodynamic target

The reduction in CD14* monocyles and MDSCs observed across the 30 mg la 120
mg dose range is a functi ker change in resp to CSF1Ri

The i increase in plasma IFN-y levels observed in 60 mg and 120 mg cohorts is a
i change in to Axl/Mer/CSF1R inhibition. A similar
pattern was observed in the nonclinical models.

Q702-induced IFN-y is driven by CD8, CD4 T cells, and NK cells, consistent with
nonclinical findings. IFN-y produced by tumor-reactive T cells is a key effector
molecule with pleiotropic effects during anti-t 4. Q702-induced IFN-y
production by T cells and NK cells offers a potential way to improve efficacy when
combined with existing imnmunotherapies.

in patients

The Q702 on/off dosing regimen has proof of

with advanced solid tumers.

1. Jeon, Y, et al (2022). A novel selective Ax/Mer/CSFIR kinase inhibitor as a cancer immunotherapeutic agent
targeting both immune and tumor cells in the tumor microenvironment. Cancers, 14(13), 4821

2. Miller, M. A, ef af {2017). Molecular pathways: receptor ectodomain shedding in treatment, resistance, and
manitaring of cancer. Clinical Cancer Research, 23(3), 623-629.

3. Lin, CC. (2021). Clinical development of colony-stimulating factor 1 receptor (CSFIR) inhibitors. Journal of
Immunotherapy and Precision Oncology; 4(2}, 105-114.

4. Thibaut, R, er al (2020). Bystander IFN-y activity pramates widespread and sustained cytokine signaling
altering the tumor micraenvironment. Natuse Cancer 1(3), 302-314
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) s1er2

"M E S0l= THIE, #7{2] 348 QUEHE &2
HIII
S| 20200513 104 RESEARCH ARTICLE The Journal of Clinical Investigation

=or0j oEimE-2nt M2 wa woim ez 22 |IFN-y-related mRNA profile predicts clinical response
IA5E g S, MY WlolX WA =2 to PD-1 blockade

A Mark Ayers,' Jared Lunceford,' Michael Nebozhyn,' Erin Murphy,’ Andrey Loboda,’ David R. Kaufman,' Andrew Albright,’
Jonathan D. Cheng,' 5. Peter Kang,' Veena Shankaran,” Sarina A. Piha-Paul,? Jennifer Yearley,' Tanguy Y. Seiwert,*
Antoni Ribas,” and Terrill K. McClanahan®

"Merck & (o, Inc, Keniiworth, New Jersey, USA. Universiy of Washington, Seatte, Washington, USA. “University of Texas MD Anderson Cancer Centes, Hauston, Texas, USA.
“University of Chicago, Chicaga, Ningis, USA, “UCLA, Los Angeles, Califomia, USA,

Adrixetinib combination

ANTICANCER RESEARCH 39: 6231-6240 (2019)
doi:10.21873/anticanres. 13832

The Levels of Interferon-gamma Release as a
Biomarker for Non-small-cell Lung Cancer Patients
Receiving Immune Checkpoint Inhibitors

Percent survival

TOMONORI HIRASHIMA!, TOMOHIRO KANAI', HIDEKAZU SUZUKI', HIROKO YOSHII**2

AKANE MATSUSH[TAZ, HIROMI KAWASUM]E, YUMIKO SAMEJIMAI, YOSHIMI NODA
SHINGO NASU!, AYAKO TANAKA!, NAOKO MORISHITA!, SHOJI HASHIMOTO?, ARTICLES nature

KUNIMITSU KAWAHARA®, YOSHITAKA TAMURA2, NORIO OKAMOTO! and TOSHIO TAN e ae e cancer

) Grock s upsenn

'.Depar:mem of Thoracic Oncology, zDepnrlmem of Clinical Laboratory, jDe,-mrmrxem of Al

and *Department of Clinical Pathology, Osaka Habikino Medical Center, Osaka, Japan Bystan der IFN-Y activity promotes widespre ad
. . . . . .
T| me and sustained cytokine signaling altering the

Immunotherapy for Lung Cancer: Progress, Opportunities and Challenges . .
tumor microenvironment

. . . 1 erapeutic Advances in Medical Oncolo an ut'?, Pierre Bost**%¢, Idan "4, Marine Cazaux'?, Fabrice Lemaitre', Zacarias Garcia'
Bl Chemotherapy Bl Combination immunotherapy/ L. o it Bt il Mot Comns oLt s G
B Genomically targeted therapy checkpoint therapy

B Immune checkpoint therapy Interferon gamma, an important marker of "
response to immune checkpoint blockade in A,

non-small cell lung cancer and melanoma W
patients e s

Niki Karachaliou, Maria Gonzalez-Cao, Guillermo Crespo, Ana Drozdowskyj,

Erika Ald: , Ana Gi Capitan, Cristina Teixido, Miguel Angel Molina-Vila,
Santiago Viteri, Maria De Los Llanos Gil, Salvador Martin Algarra, Elisabeth Perez-Ruiz,
Ivan Marquez-Rodas, Delvys Rodriguez-Abreu, Remedios Blanco, Teresa Puertolas,
Maria Angeles Royo and Rafael Rosell
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03 ltlJ-ncology Program

Adrixetinib(Q702) status and development timeline

\Q‘\Qurient

Program

2024
Sites

2025

T R R
0 | w w0 x| o | a

IERL EHE (T 1¥Y) US, Korea  Phase 1/2 Phase 3
5| et us Investigator initiated trial (IIT) Phase 2

- e us Investigator initiated trial (IIT) Phase 2

A, CHEe us Investigator initiated trial (IIT) Phase 2
UM 1A TSR0 8 STt AE 2= At

o QAMANZ BRI AT HIO|Q0H Y HOIEHA HI0| 207 291 2023 AACR 2HH h

- PIOfBIH H0|Q017l QIEHE Z0Hs PD-1 & HISAT =2 BE0| QU 2O UK US

« ACjAEE AUER S S+4 WHHAMLS Y2 HUESUAMBUAE) HE QY JHL

-

===
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Adrixetinib projects D

Monotherapy effective in hematologic malignancy \ & \
Synergistic immuno-oncology effects in combination study N

= A
J|ERCHEE AL 5|t o
FEUEE 0= oh= 7709 HEU|A Tidd 2, A=, 7%, NS ZERY SXE Yoz OEE HE|QEL 0|2 H0|Q22|H o] ZE /NS S8l OtE2IMEIHO 858 5|7 &oioto] xx|lp=
MEIEa 7IERCH HE £ YYAFS TG ASLIC X HE F0{2 8 B7t AldS HA (Histiocytosis)a Hetet HMAM WI5h= Ao AIRS AI=I5H JAELICH Ho|QE2/Ho ARE
2024 ARE 2AXC EF F047h A% & 0 YYLICE (ClinicalTrials.gov Identifier: 2 XEF BIXt 5 UET} OLEZMEIE 2| EHIQI CSFIRS| &5t HHO0|0fl 2ol M7ICH: AMMS 2
NCT05438420) &Xfo| BRI & 120 &At ZEIS SEZ 20251 ZHIX| O|20{Z 0f&0|1 0] St YA FES aff gHELICE O] #XIS0M SUHHORZ CSFIRS 752 AXISHH ZE7S R|B7t
2 3N HES S8t 85 Yt US GIGYULICH ESH OIEHMEIE -7 |ERLH 80| 22 7| THSSICHD Mo E|Q17| IH2QILICH OFE2IME|HS QAN AL A|HS Eof| QPHAI0| SR E|QS &0t of
F U= BMAk2 S SH5I7| /ot HIO| 20 B A gl 7124o] ’&Iagﬂ £ Oit’galLIEr. L EPNEISIES L2t 2=28t A|-le Soll s2MC 2 CSFIR 7|52 YHlsh=s Ak &2l =[0f Hlo|2F 2|4 et ¢y
SHYA L] M2t 7|20 HEAM0| RS 7| ERLC: RAOR ZgRELICH ZI0| 217 Y MRS TAl5k= A2lS ot AL 3| A Yo AFA T PHO=Z AIZ}

[N )
= OHO= 0|2 2|-iTt TAPE U HISS RESPH B 5|7 Eoe A NS 20244312
7|0l A1t 2 7Z/0|i, 371 Hgiol 53 #X DEO| B2 YT 12 2O HAELICE 72
OIEL 57 Souolo] Ti3t Y U2 A%o| SRS (HAOZ B YA HOIES 53 0F FDAIA

ML SIS EE 5 US A22 fefstal AFLIC.

ol

EEERELEE T
FYLAEL 0|F AC/ACIA QHE(S| B LS S5) OIEUNEILY 252 T4 344 way
SIRION TIISHs UAS ALIGHD USLICE ACINCIA QHHE HREIS 4 B4

MR XZRZ A0|= HISHAED OFE2IMEIHR ALXIE B 4 UCH= 2M ZNE Higo= _

SIALO] WESH SEUICH Of=2MEIDItel WS S8 17 XIZAQ WSAAE) Yesi sixjel g WYY, AT A

FI1S We £ 0 TH FR0| HEULICH 13 X|2H2te| 38 Gyl thg S8H0 50| 2 FP|EL 0|2 LAYAE RS0 2= JH LS 5 OIS2ME|LC §5S 3RO R &t

2 Al HEH 2Xt XZHIZ 57P7F 7k5E HO2 GINELICE SY B4 WS 51 MES0| KoM T7oHs UALS A|E5tT USLICH L AYAE! [HEHEL ITIEIS HOIX|2 R §50| 23|

29.5% Y=O| X|YH FAHACZ D|F0Af 0§ of 28t O] A7 HXp7F LMFILILE. [M2EN 11} X2 Al oh= HITY, HYAM OI=MEIE, 7IERC SISI2HO| HF Y& Q0| 5 ¥ + QU=

MOl HIZHAERLO| HE Y AR WA T 2 ZO= G dRALICH 2024E 227] A HAIS 2N ADE HIEIOR LA UAIS H|Ot SHRSLICE 0| UAS MSDAISt ZEJHUR XISE| T Q=

A=leto] 19 ZEo Y Al 7|7hS Aol SLILE. 38 49 WY Yy2 A4 F gd F|ESLt §E QA= BJHo| QIAIO 2 RISEILICH & QAL K| OtEZIME|L THE E0] UAS X

O2 A% 2 Ui8C2 OGS PUEISE AV ey IS 2EHMI BUCL Bt ZB0| Qe UM AR} HOHSH HO2 B0 TSt HSAS S TIISHD USLICH FHFY/
Rl Qa2 Xt R QUAOR AR 2 HOR LLAQAR ST PAZL Q4 HIES B
SHA| FU .
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Target market of Adrixetinib(Q702)

49| 570 B2 AR &
TR OIHHIE £5M AHS 5101 O[H| BUH AIF| 2710] 0
20224 °F 4004 H2{0i|A 20304 1,400 2= A& O] &
- 23 i

AAESE ML 30

« HOOE2 3450l UYNLZE HAUZANM K S MSES ShHoi7tr o, Eot 2 SXHISE 2
g Boi22)7| Y3t T2 ETl0| BERHS So ANS 71717| Ast =20l R} 20
« OIEEME|HOR HALZAM KNS 2t S22 22 = US 1
+ Q7029 Ol& EA| A|EES 2025-2026H2 2 SA| AI™OAM HAZBZAHMKQ| A 7= <f
600~7002L22 £X 1
« EAAE 7IE Q7022 HALUZAM M EIIAES U2 MSF0N 7|ERCIRIS HE ENE A[ZC
EANYERES S EA 0.1 I
o === 0

2013 2014 2015 2016 2017 2018 2019 2020 2021 2022
m7|ERCHMSD) = S E(BMS) m EJMEZ|(Roche) m JEX|(AZ) = 0{E0|(BMS)

35

rjo o
fol

o LE

o1

o

o1
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Q901 introduction

Q901: Targeted Cancer Therapy Program

Executive Summary

+ CDK70l &2 MM S H0|= HHR|IM 2 B2 A

o MUY HOEl R 2 2t 2ol St

- 0|2 HEQH Y 1/24F SIXHECF 202293 42715 A&, 7|ERLH HE SSIHLUAE MZ

Q9012 5 HAZSHT H714 (Max Planck Institute)/LDC (Lead Discovery Center)H|lM 7| &7 EHAH|0f Master regulator Cell Cycle Arrest Genomic Instability Replication Stress
CDK7 Mol /WM 2 =AU, = FAO= HAF Z2HE 7|1H9| SdM|Z WU D JACLE, FEUEL A7 &
o M 37| 20| 74 Bl 7122 SoiXCH, 02(gr Zit= MA SAME 24R10] AT

A cokr )

Q9012 M 7| 2H 2XIE & HA0| &= CDK7Z Xaliot] MIE 2EF7|0f| ZX|7t 471 LHEE S0[HOZ Af “ . | N
A7 7|RS FHXIT QUCH E5] QU012 SATIX| E1E CDK7 MoKl 5 7Hat 2S5t MetsS 7HX| 10|, 2 &R v‘ c’j:j,?\ Chki  —— CDKs F—— Weel
3lete thH| &2 MMM 550] 7|HECE > | \ |
2 « | ) Rads1 Cell cycle Rad51
Ml IHUAM Q9012 SEE X2LB0|Lt CDK4/6 AKX HtSoIX| b= U, MM, HAQN S 7|E X2 — l arrest l
_ I o _ L
Mol LS HO|= Chfst BN HEQHOZ 245 AAFTIE SOIGIFOH, LMZES| DNA 35 7| AN 2 */ —
QU 29X (Genomic instability)2 =0 HIZHEX|2X HE SIIE SIOIGHCt @ \\\\ [ycin€) l
‘C;linA HR-proficient HR-deficient
ficak2l environment environment
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Unique differentiation of Q901

32 =2 MEHMOZ CDK7 Xaf

®Q

|
OHIOF EI:-IIO-"A-I
o Number Trono =
mpoun ivi r o . o
PAEELE S SRR of 50% inhibited kinase ElL2lst &=
1= - -B-O
Q901 (1uM) 0.002 1 «1
Q901 monotherapy Combination with SERD Combination with PROTAC ER degrader
in Palbociclib-resistant BC PDX model in MCF-7 CDX model in MCF-7 CDX model
—e— \Vehicle —o— \Vehicle .
- 1200 Vehicl
1500 _, Fulvestrant 5 mg/dose, s.c. QW + Palbociclib 50 mg/kg, p.o., QD 15005 o Fulvestrant 0.5 mg/dose, s.c., QW 00 : A:\I/(—:46713m kg, p.0., QD

& —¥— Q901 10 mg/kg, i.p., TIW o == QUASHELE IR, O a 1000 o g po-
£ . £ —e— Q901 1.5 mg/kg + Fulvestrant 0.5 mg/dose — — S == QR LB IR, @ —
£ —*— Q90130 mgkg, i.p., TIW £ £ —+— Q901 1.5 mglkg + ARV-471 3 mglkg
< 1000 o 1000+ ~ ® )
= S - £
= 2 ok - oo,
° o | S
> *k%k > S
5 500 5 500+ . ] i
£ E 4 E :
= = F -

0 T T T T T 1 0 T T T T T T T T 1 0 1 I 1 I 1 1

0 5 10 15 20 25 30 0 5 10 15 20 25 30 35 40 45 0 5 10 15 20 25 30

Days after treatment

+* Due to interval dosing, 10 mg/kg and 30 mg/kg
were tested in this setting

Days after treatment

+» Lower dose was tested in this setting to
investigate the combination effect

Days after treatment

+» Lower dose was tested in this setting to
investigate the combination effect
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Unique differentiation of Q901

- BZEX|EY F=
. 1R} XI2H £

S2E X|=0| 23K H= 2AEe 3R X=H0| glE
S
=}

L

20| Tot0

| M3t

* MZEZ7| ZZQIXE Malidh= 71H9| X|= A7t tHRte= TS

Indication Expansion

SoC-resistant small cell lung cancer Enzalutamide-resistant prostate cancer

Tumor volume (mm3)

2000 -

1500

1000

500

——
——
—a—
—

Vehicle

Etoposide 4 mg/kg, i.p., 3 on/ 4 of f + Cisplatin 2 mg/kg, i.p., QW

Q901 3 mg/kg, i.p., QD
Q901 10 mg/kg, i.p., QD

*k

5 10 15 20
Days after treatment

Tumor volume (mm?3)

30007 —e— \ehice
—m—  Enzalutamide, 20 mg/kg, p.o., QD
—+— Q901 3 mg/kg, i.p. QD
—¥— Q901 10 mg/kg, i.p. QD

2000 - Q g/kg, i.p. Q|

1000

*kk

0 5 10 15 20
Days after treatment

25

30

*kk

\Q‘\Qurient

Therapeutics

Enhanced anti-PD-1 antibody activity induced by
genomic instability in renal cell carcinoma

Tumor volume (mm?)

3000

2000

1000

Vehicle

Q901 10 mg/kg, ip QD

anti-PD-1 10 mg/kg, ip BIW

Q901 10 mg/kg + anti-PD-1 10 mg/kg

T T T T 1
5 10 15 20 25

Days after treatment
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Q901 is a next generation CDK7 inhibitor

\Q}Qurient

First generation

Followed traditional Plasma PK and PD model

“Dosing schedule designed to achieve plasma PK & POLRZA PD
response or target occupancy over 90%”

Requirement for frequent dosing,

which caused significant safety issues

Next generation

Following new peripheral PK and PD model

“High selectivity, faster systemic clearance, longer effect on tumor tissue
with associated POLRZA PD response”

Requires less frequent dosing with

optimal safety and stronger PD effect

CcT17001

* > 90% experienced all grade
nausea, diarrhea TRAE

* 9% experienced grade 3 or
more diarrhea (SABCS, 2022)

* Limited efficacy to TP53 wild
type (Company pt, 2022)

mPFS CBR*
(months)
mt TP53 18 0% (0/6)
wt TP53 1.4 47% (9/19)

XL102

* Exploring 40 mg BID after QD
dose escalation

* 40 mg BID showing Grade 3

AST 1 and Grade 4 ALT 1
(SABCS, 2022)

S5Y5609

* Exploring week on/off regimen

after QD dose escalation

 Grade 3 Nausea, diarrhea,

vomiting, platelet count | ,
fatigue (ENA 2020)

e Day 1(C1D1
= Day 36 (C2D8)

T
12
s after Q901 treatment (hri

—

Q901
Cohort 1 :

» POLR2A PD response with optimal
dosing - where competitors wanted
to be

* No DLT reported

Cohort2:

+ Expect therapeutic dose
Investor Relations 2023 29




+

nature reviews clinical oncology

a Untreated tumour Early changes in resp Successfully
Cytotoxic to targeted therapy Immune cell \ treated tumour
oedema 00 |infiltrate \

':) Tumour cell
Cancer-associated
Q epithelial cell
@2 Myeloid-derived
@ suppressor cell
S} TAM
% Dendritic cell

Haemorrhage
Apoptosis Mast cell
and/or necrosis

Cancer-associated
fibroblast

Final therapy response % Antigen-
presenting cell

© Teet

@ B cell

NK cell

%o Cytokines

Pseudoprogression

%o Chemokines

Q0 Extracellular

vesicles

[~

| Viability

Diameter

Response to therapy

The beginning of the end for conventlonal RECIST —
novel therapies require novel imaging approaches

Q}Qurient

Therapeutics

PHILIP MEDICAL CENTER

CA19-9 (FIE)

FIEe, SS MEBH=0 01851 BAKLICE
551 LM 70-85% B £X17HS6HA
2, (HE, HE, SHASUIME STELICE

CA19-90| B2 LMIZE0H CI5H 2815l W22
FE2I0| THEY DL XIR HHSE B QI

BAR 01852 AsLICE
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Clinical trial of @901 in combination with Keytruda®

Collaboration Agreement with MSD (2022) _

« MSDQ} F2|OEQ| L= QUAIHLEIS 1A Clinical stage Phase 1/2

» QL0 RO 7| ERLH Y RHSE NCT identifier NCT05394103
210 e 8 =0l £ T TR UIE Approval date 2022.02.08 2023.06.21
J|ERCH= o 20| BAU0| RHH SOHYNO| £ THY Study site us SHorea
X|I2H2 FDA 521 N Advanced Cancer
Indication

220174 58 7|E2CH= MSI-H/dMMR* H0|5 29| T80 X|2H2 FDA A0 Metastatic Cancer

*0l= STA| 2742 HI0|OIHE QI B2 Z[= AL Enrollment 130

. EPEY o PN—1 THCI5HOMN| MImH = 7|

%Oé1FIjD:E10?SK_l PD-1 HASRIA| ME2|(dostarlimab)= dMMR #O0|E 7|¢t Cycle 1Cycle: 4 weeks
— o

Multicenter, open-label, dose-escalation, safety,
tolerability, PK and pharmacodynamic study with a dose

Summary expansion at the RP2D to evaluate safety and potential
antitumor activity of Q901 as a monotherapy and in
combination with pembrolizumab

MB

Q9010] 2fali FEE FHH =Y Y2 &-PD-1 LE0 tist M2
Hael ggxIAE /e

*MSI-H : Microsatellite Instability-High
* dMMR : Mismatch Repair-deficient

Dosing of first patient Nov 2022
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Q901 status and development timeline

2024

Program Sites

Therapeutics

2025

s
0 m | w w0 x| o | a
= 7

IS (Rl 1) US, Korea % % Phase 2
Faet US,Korea  Phase 1/2 Phase 3
HEe US,Korea  Phase1/2 Phase 3
AMEY It us Phase 1/2 Phase 3
+’23.40Q H=2H A4 14 LTS (dose escalation) HT 2= 0
- QIA 1A TSE 10 BO|QOIHO| BBt 2101 U ZMAL BIEIS THH| SN BHOl |

~Q9012| % TSEN|M2| BO|Q0NH BT} £EE HMAL| UY 24 B 451 A 14 LY QA 24t 55 S10] DIUAE SHM J1s
+ MSD2} QU01+7|ERCt 2R Q4 AlE! T3 ol NATIONAL
o 0= FELYATANCHLE AMZHA(SCLC) 24 248 & THA| m) f’gﬁfTﬁ’RTE
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Q901 projects

Diverse and expanding indications in anti-cancer therapy

Cell cycle arrest and DNA replication stress induced genomic instability

QU oy

FEAEE 20233 & 0|7 % st= 971 HR0IM TEE= Q9012 U414 8 7t AIFE OtX|12
20243 127|586 Q9019] 1x} MSEQ SEE 84| LM RUY XS YO UM AFS Al
Zt5t A ZIILICE. (ClinicalTrials.gov Identifier: NCT05394103)

SEE X Y4 QU BXt= X SERD A S22 XZE 14} X[ZHZE &1 UAS
XZHZ AF2E|E CDK4/6 XoliM|2t SERDO| 2 Q0| 1Xt XZHZE &218 &1 o, 2
CDK4/6 Malidiet SERDS| ©2 Q0| B 1At X|27t 2 HOZ KlAE 1 UELICH Q9012
CDK4/6 XNatiMiet SERD B& Q0| O 0|4 S5 HO|X| A E SIS YR A4S =6t
AELICE Q9019] QI CDK72 MEEE MS ME HAO|A CDK4/6 Al HEEZ Q9012
215t CDK72| X{ali7t CDK4/6 XahiH| iAo £50] UCh= 20| & #oiM U0 SEZ X LM
QEA0| Q9019] 1At MSBFOZ MY EASLICH QU StXjof St EAA QM HRE AZOZ
20244 127|28 24521 Q901 + SERD U4t Al2i0] 2AXMOE A% 2 AO=Z A &5t USL
Ct.

AL

F2IOIES 202341 T S0 QU01 UM 14 8 B7H A B, HX 82l 18mg/m2 ZSEY 2
AE 2| FFY BROIM QU0T HH= 2 SO STIS 2Ol ST 27| VYL StHol 2y
02t £ Y2 51 WEZ0| 8.5% FT0| AILIK| LCHL YHHOS 0247 BBl HSS e
o= X2} AHE= A0IM Q01 IS Q0| SIS HATHE RS ML S24S ZB0|7|of Fxe!
2 13 HSEOR Mo YN AIHS T AHALICL YA INNMRE HEY R DT B2
FIYE|T UUT BHF 20244 1£719E EX EAH BX DFO| AR 8 HOE A5k UBLIC,

\Q}Qurient

2MZGH S 2

FEAEE= Q9012| EHAIQI CDK72| MHE Soll & FHAL & oiLt2l RB RHALS| HO|E 358
= AUCHE AMES B1oiUid, RB R 0|7t 20| HAL=E AMEGH Y SA0IMO| Y MBS Al
1ot AFLICE. Yo A A2 S 0= =8 ME Q| HLTI0| FALS| A7 At RAfeH ZIE =
of A S O|= ASES|0M 215k E[R{CH, O|= =g PHEAS| S WUS Sdll Q9012 &5
AMEZGH Y SN Frtots AYE AlZoH EUASU 0= =8 SHE= S XIZ#0| &
0]l Cish AH22 X|2EE 7HY ot AS SHEZ LY JHYS St A2, 01215 9| 42 0|
e UET HQ AZMTE 2|0 DRHTILIC et RE[HEE Ol =28 YHES S5 HE=
W= AMEGHEY L0 et HIEC2 ofF S5 X 7|EL X|H HIEME MSE A= H|2letl
LT & AR 20248 12718 AIRE A2 st ASLIC.

Lok

2 HITIC jo

;O
o> o

7|ERCHERYUY

F2IQEE 02 MSDAIY QU011 7|ESCHHES 35 I Qa2 X 517|2 A3t uioj 2t
202414 327| Q901 + 7| E2CH BRUNS AIXf5I2) HZI51T USLICE Q9012 DNA 24 27 X
ol 712 FHXIT Q01 AT} BEA| SHGIEA 471 QXX 40| 228 STIK| 2apH oi= JI5
2 5t HOR Yo{K USLICE M2t QU0 S0l M2t UMIZ | QEH S0l STkt A
E7h 2 A7|= gele] Thsso| B2t 2 HOR CiAlElof 7 [ERCie 22 Bioislerofe] Rk
£2 ALXIZE O 511 QULCE QU013 7[ERLI| ALKl S8 A2 Saf 0[0] HOIH U4 A
S0l ZIYoPA| EIYELICL QO0T +7|ESCH B2 NS CHfst Q901 YOI A%t B 0 5 2 K2
S4 27| ¥rS0] TjotE 20241 3% 7LE| AIZHE ofMRLIC Q9019| 13+ HSE Q9019| AHK
| ot SIS HIEOR MY B B, 13 M9 27| $S0| AW W2 7|ESC ¥l HSES
5101 2023 32710l U4 AIZS AIEISICHE AZIQILE OIERNIES] 229} DEDIXI2 QU01E
DIZAIIS] BSHLUAN L2t 7|S20H M0 RS 7|E2Ct= 2402 L

ol
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Fel X=X 7 M=

HMA FEAXN2H AIE A2 Bimtor HR+ Yt A% M2t ALHE HR+ UL AT T

CDKs XofiX| + SERD CDK7 XslX| + SERD

=0 422
e ‘234 SlO|K}, HIE|A, H2t0|=Z 2|7} CDK4/6 MoiM2 « CDK4/6XsHHM0 = Z= LHA0| A7 2t0] XHE
AIQ| of 14X 212 HQSIH 1R XBHZ 24 - F2|MEQ| CDK7X8HA Q9012 1t E{ZIAIRS 0|245t

CDK4/6MaHA|0f Li-gO| 471 X}

TOPi-ADC TOPi-ADC + CDK7 XaliX|
2022 2027 . Qe IS dlsE, E2WH|9 22 ADC XIZH7} & ABIE ZR O 24%0°| BAISS 127HOH0| LA, O]
S HQEBS AX|oL QUOLE 23t ABHZ Hi = B0 20f QU= 2420l TOPTi0| Chet LAY
22 £8X ¥d (HR+) FEUS TH YA 70% - TOP1i2 CDK7 X3RS HE5tH =M TOP1i ¥
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QLi5 Therapeutics introduction

Proteasome Inhibitor

(“» Executive Summary

- QLB L HIBFSHAL 2AIKIOl ZHIE SH] BIAfO| ZREH|OIE 7|82 7|8102 MajE F2|HEC| £ X3|A Q\ ur i e nt
- QAZZF0IA BECIAFHZMEI(LDC) ¥ 2HE SH 2L 50| X2 FF2 HOf \ oscovty

. Center
- CNE4ES HIRS SURRH L AVIARIRA, SHASHEMADC) MY 5 fherapeutics
A leading clinical stage A leading translational
biotech in Korea research institute in Europe

20139 Adrixetinib(Q702), 20158 Q9012 L2lotH X[EHOZ S UASHUIAHALALL HSTAZE RX[otd U
FEHEE &% TUNKE ZESIHM XRUEHNME MU |2 AMst, YAEHIAHTA, 2|EC|AHH2|ME(LDC)
9 L SIS 2AMXI0I EHE SH HIAL 50| £ 32 F0jots S XH|AF QLIS TherapeuticsS MZIGISICT. Founding
QLib= Z2H| 0SS MEfX, 7198 O =2 Xslfot= XMEXt MoiME 7HYst= A SHE 6t1l ULt Z2EH0IE2 &4 H Members
CHHEO|LL MZ27 |5 2H & H74E|0{0F 5t= THHEO I FHIFEO0|2h= OFHE BEAIE0] HEEH, 0| 25Hi5t0 MZ27|s
o

HAME S0|XQI Z2H|0LE KoM= SAY, A7HHS SN L=t SHE HAMES Z=oH =

2 i
o
iE
o
IH

ZH|OE XNohkle 138 X222 JHLE T QUCH £5], QLi5Zt HE QI | TZH|0FS XNaliMe SIS EA| _ ~
MAX-PLANCK-GESELLSCHAFT
Antibody D C te, ADC)2| Hetk|= k=2l H0|2E(Payload)Z A0[7|0 Metst 242 7HX|1T Y0, I=2H .
nitlboely Divg Coruges, )l e 22! HOI==(Payload) 1710 =82 7ML 1 World renowned basic research Prof. Robert Huber
= ~ HH . . . N N
OFZ XfaHA| 712k ADC HEO] A|ZF=/ AL, institute in Germany Nobel laureate, emeritus director of the

Max Planck Institute for Biochemistry

Investor Relations 2023 35



03 ltlJ-ncology Program

urient

Q@ Qurier

Proteasome Inhibitor status and development timeline

Program
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