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CHIMERIC PRESENTS NEW PHASE 1B GLIOBLASTOMA
TRIAL IN PROGRESS AT ASCO23

= The design and objectives of the new CHM 1101 Phase 1B multi-site clinical trial were
presented at the American Society of Clinical Oncology (ASCO) meeting.

= The new Phase 1B trial builds upon the Phase 1A dose escalation trial that has shown
no dose limiting toxicities to date and a previously presented 75% disease control rate.

= The ASCO abstract provided additional background data on one patient from the initial
dose cohort that achieved survival of 15.5 months from time of 15t CHM 1101 infusion.

= The trial is now open for enrollment at the Sarah Cannon Transplant & Cellular Therapy
Program at St. David’s South Austin Medical Center in Austin, Texas.

Sydney, Australia, June 6, 2023: Chimeric Therapeutics (ASX:CHM, “Chimeric” or the
“Company”), the only clinical stage cell therapy company on the ASX, was pleased to present
the CHM 1101 Phase 1B clinical trial in progress for patients with recurrent and/or progressive
glioblastoma multiforme (GBM) on Saturday June 3 at the American Society of Clinical Oncology
(ASCO) Annual Scientific Meeting (ASCO23) being held June 2-6, 2023 in Chicago.

Chimeric’s poster presented at ASCO23 can be viewed below.

The new trial, being conducted under a US IND, is a two-part Phase 1B trial in patients with
recurrent and/ or progressive glioblastoma designed to assess safety and efficacy and
determine a recommended Phase 2 dose and administration schedule. (ClinicalTrials.gov
Identifier: NCT05627323)

The trial will build from the learnings of the Phase 1A dose escalation investigator-initiated trial
that has advanced to the 4™ and final dose level with no dose limiting toxicities. Data
previously presented from the Phase 1A trial demonstrated 75% disease stability in the initial
two dose cohorts®. Additionally, the ASCO abstract provided background data on one patient
who was treated in the initial dose cohort and survived 15.5 months from time of first CHM
1101 infusion. This patient’s experience is compelling as patients with recurrent / progressive
glioblastoma are generally expected to survive only 2-9 months?.


https://clinicaltrials.gov/ct2/show/NCT05627323?term=NCT05627323&draw=2&rank=1
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Part A of the new trial will enroll 3-6 patients at the 440 X109 CHM 1101 cells as a dose
confirmation cohort. Patients will be administered CHM 1101 across 3 once-weekly (Days 0, 7,
and 14) intracranial (intracavitary and intraventricular) infusions.

In late 2023, Chimeric will assess the clinical safety and activity from the CHM 1101 clinical
program. Based on a favorable review of the results of that assessment, Part B of the trial, a
dose expansion cohort, will be opened to enroll 12 to 26 additional patients.

Upon successful completion of the Part B dose expansion cohort, the Company intends to
design and initiate a registration trial, in collaboration with global regulatory feedback.
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About CHM 1101:

CHM 1101 (CLTX CAR T) is a first-in-class CAR T therapy that has the potential to address the
high unmet medical need of patients with recurrent or progressive glioblastoma. Research to
develop the intellectual property covering this CAR T cell therapy took place at City of Hope.

CHM 1101 cells uniquely utilize chlorotoxin (CLTX), a peptide component of scorpion venom, as
the tumour-targeting component of the chimeric antigen receptor (CAR). CHM 1101 CAR T cells
have been shown in preclinical models to bind more broadly and specifically to GBM cells than
other targeting domains like EGFR, HER-2 or IL-13.

In preclinical models, CHM 1101 cells also demonstrated potent antitumor activity against
glioblastoma while not exhibiting any off-tumor recognition of normal human cells and tissues,
indicating a potentially optimal safety and efficacy profile.

CHM 1101 is currently being studied in a phase 1B clinical trial in recurrent / progressive
glioblastoma. Initial positive data from the investigator-initiated phase 1A trial has been
presented and demonstrated safety with ~70% disease stability in the initial two dose cohorts
of the trial.

ABOUT CHIMERIC THERAPEUTICS:

Chimeric Therapeutics, a clinical stage cell therapy company and an Australian leader in cell
therapy, is focused on bringing the promise of cell therapy to life for more patients with cancer.
We believe that cellular therapies have the promise to cure cancer, not just delay disease
progression.

To bring that promise to life for more patients, Chimeric’s world class team of cell therapy
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pioneers and experts is focused on the discovery, development, and commercialization of the
most innovative and promising cell therapies.

Chimeric currently has a diversified portfolio that includes first in class autologous CAR T cell
therapies and best in class allogeneic NK cell therapies. Chimeric assets are being developed
across multiple different disease areas in oncology with 3 current clinical programs and plans to
open additional clinical programs in 2023.

CHM 1101 (CLTX CART) is a novel and promising CAR T therapy developed for the treatment of
patients with solid tumours. CHM 1101 is currently being studied in a phase 1B clinical trial in
recurrent / progressive glioblastoma. Initial positive data from the investigator-initiated phase
1A trial has been presented on patients treated in the first two dose levels of the trial.

CHM 2101 (CDH17 CART) is a first-in-class, 3rd generation CDH17 CAR T invented at the world-
renowned cell therapy centre, the University of Pennsylvania. Preclinical evidence for CHM
2101 was published in March 2022 in Nature Cancer demonstrating complete eradication of
tumors in 7 types of cancer. CHM 2101 (CDH17 CAR T) is currently in preclinical development
with a planned phase 1A clinical trial in gastrointestinal and neuroendocrine tumours.

CHM 0201 (CORE-NK platform) is a potentially best-in-class, clinically validated NK cell platform.
Data from the complete phase 1A clinical trial was published in March 2022, demonstrating
safety and efficacy in blood cancers and solid tumours. Based on the promising activity signal
demonstrated in that trial, an additional Phase1B clinical trial investigating CHM 0201 in
combination with IL2 and Vactosertib is now underway. From the CHM 0201 platform,
Chimeric has initiated development of new next generation NK and CAR NK assets.

Authorised on behalf of the Chimeric Therapeutics board of directors by Chairman Paul Hopper.
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PHASE 1B MULTICENTER STUDY TO EVALUATE CHM 1101

IN PATIENTS WITH RECURRENT OR PROGRESSIVE GBM

Behnam Badie, MD'; Aravind Ramakrishnan, MD?; Alex Aliki, MD?; Cassandra Harrison MPH, MBA?®; Stephanie H. Astrow, PhD?; Jason B. Litten, MD?

1. Division of Neurosurgery, City of Hope National Medical Center, Duarte, California, USA 2. Sarah Cannon Transplant and Cellular Therapy Program at St David’s South Austin Medical Center, Austin, Texas, USA 3. Chimeric Therapeutics Ltd, Carlton, South Victoria, Australia

PRECLINICAL ANTI-GBM ACTIVITY
| FIGURE 3. CHM 1101 (CLTX-CAR T-CELLS) DEMONSTRATE ROBUST ANTI-TUMOR ACTIVITY AND IMPROVED SURVIVAL IN VIVO?

BACKGROUND

* Glioblastoma multiforme (GBM) is the most common and most aggressive
primary brain tumor

= More than 300,000 new cases are diagnosed globally with over 250,000 ] | Mok | clrx.car T e : * In immunodeficient mice with
deaths each year 3 8- - - 80 - establlshe.d GBM tumors, mice
= Patients with recurrent GBM have a poor prognosis, with limited < ] 2 4 — Mock treated with CLTX-CAR T-cells
treatment options and a median survival of less than 1 year? E S — CLTX-CART experienced dramatic and .
. . . o . o 6] g 40 - prolonged tumor control, while
* While prior attempts to treat GBM with chimeric antigen receptor (CAR) 5 .. . untreated mice and those treated
T-cells have been limited by tumor heterogeneity, chlorotoxin (CLTX)- E with a Mock CAR T-cell product
directed CAR T-cells in mice demonstrated broad anti-tumor activity and B o7 o o T o showed uncontrolled tumor growth

prolonged survival with no off-tumor toxicity or antigen escape (Figure 3)°

e CLTX, a 36—amino acid peptide identified in scorpion venom?, selectively * Tumor control by CLTX-CAR T-cells led to prolonged survival

binds to malignant glioma cells through matrix metalloproteinase-2 (MMP2)
and clinical administration of CLTX-based biologics has been well-tolerated
in patients (Figure 4)°°

e CHM 1101 is the first CAR T to utilize CLTX as its tumor targeting domain
for autologous CAR T-cell therapy (Figure 1)

* CLTX-CAR T-cells exhibited no observable off-target effector activity or toxicity to normal tissues (data not shown)

BLI, bioluminescent intensity; CAR, chimeric antigen receptor; CLTX, chlorotoxin; GBM, glioblastoma multiforme; ICT, intracerebrotumoral; IVT, intracerebroventricular

MMP2 BIOMARKER
| FIGURE 4. CHM 1101 (CLTX-CAR T-CELLS) REQUIRES MMP2 FOR ANTI-GBM ACTIVITY

* The following was observed in an ongoing single-center first-in-human
phase 1 study of CHM 1101 in patients with recurrent GBM?®
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STUDY DESIGN AND ENDPOINTS

‘ FIGURE 2. CHM 1101 STUDY DESIGN AND KEY ENDPOINTS

KEY PATIENT ELIGIBILITY

* Age 18 years and older

CHLOROTOXIN DEVELOPMENT

‘ FIGURE 6. TIMELINE FOR DEVELOPMENT OF CLTX THERAPIES IN GBM :
* Eastern Cooperative Oncology Group

OBJECTIVES: PART A - DOSE PART B - DOSE (ECOQG) status of 0 or 1
e PFS CONFIRMATION EXPANSION 1 N ( ) :

HARVARD MEDICAL SCHOOL UNIVERSITY OF ALABAMA * Lite expectancy =12 weeks
* 05 CLTX isolated from deathstalker CLTX selectively binds to glioma » Histologically confirmed diagnosis of a
* ORR (RANO) 4 I  scorpion venom?® | | cells with high specificity® ) grade 4 GBM, a grade 2 or 3 malignant
 Safety & Ej ‘%ﬂ § glioma with radiographic progression

feasibility

» RP2D %

consistent with a grade 4 GBM (IDH wild

pr

;

. W type), grade 4 diffuse astrocytoma (IDH
» Cellular kinetics | . \ [ \ mutant), or a unifocal relapse of GBM
5 FRED HUTCHINSON (PHASE 1) CEDARS SINAI, ET AL. (PHASE 1) . Rel d di . radi hi
PATIENT Fluorescent CLTX (Tumor Paint®), Radiolabled CLTX (**'I-TM-601) elapse f‘ease' radiographic
POPULATION: crosses BBB and differentiates in GBM is safe and shows signs evidence o recu.rrence/progressmn
of measurable disease after

of antitumor activity®

. J

e Recurrent/ GBM from normal tissue in surgery7)

progressive
glioblastoma

standard therapy and = 12 weeks
after completion of front-line
radiation therapy

-

44 x o

ICT+ ICV
ADMINISTRATION CELLS

12-26 PATIENTS

ICT+ ICV
ADMINISTRATION CELLS

3—-6 PATIENTS

Avil§Pq10°

-~ SAFETY & EFFICACY ASSESMENT -~

CHM 1101 TRIAL OPEN
NCT05627323, a Phase 1b,
multi-center trial of CHM 1101 in
recurrent or progressive GBM

CITY OF HOPE (PHASE 1)
CLTX-CAR T-cells in GBM are
safe, feasible, and show signs
of antitumor activity?
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* MMP2+ tumor expression confirmed by
IHC (=20% moderate/high MMP2 score
[2+ or 3+])

* Adequate baseline organ function and
venous access for leukapheresis

1

ICT, intracerebrotumoral; IVT, intracerebroventricular; ORR, objective response rate (RANO); OS, overall
survival; PFS, progression-free survival; RANO, Response Assessment in Neuro-Oncology; RP2D,
recommended Phase 2 dose

BBB, blood-brain-barrier; CAR, chimeric antigen receptor; CLTX, chlorotoxin; GBM, glioblastoma multiforme; ICT, intracerebrotumoral;
IV, intravenous; IVT, intracerebroventricular
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REGISTRATION
The study is sponsored by Chimeric Therapeutics, Ltd., and is registered at ClinicalTrials.gov
(NCT05627323)

STATUS
The study opened to accrual in 2023 and is currently enrolling patients from sites in the

United States
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Refer to ClinicalTrials.gov for the most up to date list of activated sites . ) )
J i from Chimeric Therapeutics, Ltd.

For questions or comments, please email: clinicaltrials@chimerictherapeutics.com
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