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ASX RELEASE 20 January 2025
NEW DATA FOR NARMAFOTINIB PRESENTED AT INTERNATIONAL CONFERENCE
HIGHLIGHTS

e Additional data analysis from our Phase 1b/2a ACCENT trial in pancreatic cancer has been
presented at the specialist scientific conference - the Keystone Meeting on the Tumour
Microenvironment

e The data analysis further confirms the promising activity of narmafotinib at the 400 mg dose

e New preclinical data shows that narmafotinib enhances the activity of a drug that is used
clinically to block the cancer-driving protein kRas in difficult-to-treat cancers, such as
pancreatic cancer, lung cancer and colorectal cancer.

Melbourne, Australia: Amplia Therapeutics Limited (ASX: ATX), (“Amplia” or the “Company”) is
pleased to announce that a poster, presenting new preclinical data and updated data from the ongoing
ACCENT trial in pancreatic cancer, was presented overnight at prestigious Keystone meeting ‘Tumor
Microenvironment: Metastasis and the Host’ in Banff, Canada. The ACCENT trial is the company’s lead
clinical program, exploring the activity of our best-in-class FAK inhibitor narmafotinib, in combination
with standard-of-care chemotherapy, in advanced pancreatic cancer patients.

The poster describes preclinical data for narmafotinib in models of pancreatic cancer and presents
further analysis of data from the Phase 1b portion of the ACCENT trial. Data highlights from the
presentation include:
e Evidence from the ACCENT trial that there is a dose-dependent reduction in tumour size, as
the oral dose of drug increases from 100 mg to 200 mg to 400 mg
e Data showing that patients on the 400 mg dose of narmafotinib had an average treatment
duration of 8.3 months, significantly better than historical data for patients receiving
chemotherapy alone
e Demonstration that narmafotinib has anti-fibrotic effects in a mouse model of pancreatic
cancer and that narmafotinib has single-agent activity in this model
e Demonstration that narmafotinib enhances the activity of chemotherapy and appears to
inhibit resistance to the chemotherapy that develops over time in the mouse model

In addition, the poster shows preliminary data demonstrating the beneficial effects of narmafotinib
when combined with the approved drug adagrasib in mouse models of cancer. Adagrasib, marketed
as Krazati®, inhibits a mutated form of the cancer causing protein kRas, which is present in a subset of
pancreatic cancer patients as well as in patients with lung and colorectal cancer.

A copy of the poster is attached to this announcement.

Amplia’s CEO Dr Chris Burns commented: “We are delighted to present further data about our drug
narmafotinib and its activity in the ACCENT clinical trial. Demonstration of the drug’s activity in cancer
patients, as well as in defined animal models of cancer, helps to build a robust dataset that underpins
the commercial potential of the drug.”
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This ASX announcement was approved and authorised for release by the Board of Amplia
Therapeutics.

About Narmafotinib

Narmafotinib (AMP945) is the company’s best-in-class inhibitor of the protein FAK, a protein over-
expressed in pancreatic and other cancers, and a drug target gaining increasing attention for its role in
solid tumours. The drug, which is a highly potent and selective inhibitor of FAK, has shown promising
data in a range of preclinical cancer studies. The drug has successfully completed a healthy volunteer
study, and is currently in an open-label Phase 2a trial in pancreatic cancer where a combination of
narmafotinib and the chemotherapies gemcitabine and Abraxane® is being assessed for safety,
tolerability and efficacy.

About the ACCENT Trial

The ACCENT trial is entitled ‘A Phase 1b/2a, Multicentre, Open Label Study of the Pharmacokinetics,
Safety and Efficacy of AMP945 in Combination with Nab-paclitaxel and Gemcitabine in Pancreatic
Cancer Patients’.

The ACCENT trial explores the use of narmafotinib in combination with standard-of-care
chemotherapy of gemcitabine and Abraxane® in first-line patients with advanced pancreatic cancer.
The trial is a single-arm open label study conducted in two stages. The first stage (Phase 1b), completed
in November 2023, identified a 400 mg oral daily dose of narmafotinib, given in the days preceding
regular chemotherapy infusion, as safe and well tolerated.

The second stage (Phase 2a), of the trial is designed to assess drug efficacy in combination with
gemcitabine and Abraxane. The primary endpoints are Objective Response Rate (ORR) and Duration
on Trial (DOT) with secondary endpoints being Progression Free Survival (PFS) and Overall Survival
(0S). Safety and tolerability will continue to be assessed.

More information about the ACCENT trial, including a list of participating sites can be found via the
ACCENT website, the Amplia Therapeutics_website, and at ClinicalTrials.gov under the identifier
NCT05355298.
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About Amplia Therapeutics Limited

Amplia Therapeutics Limited is an Australian pharmaceutical company advancing a pipeline of Focal
Adhesion Kinase (FAK) inhibitors for cancer and fibrosis. FAK is an increasingly important target in the
field of cancer and Amplia has a particular development focus in fibrotic cancers such as pancreatic
and ovarian cancer. FAK also plays a significant role in a number of chronic diseases, such as idiopathic
pulmonary fibrosis (IPF). For more information visit www.ampliatx.com and follow Amplia on Twitter
(@ampliatx) and LinkedIn.
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Focal Adhesion Kinase Inhibitor Narmafotinib Targets the Tumor and Microenvironment to Enhance
and Sustain Sensitivity to Chemotherapy
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4. Clinical dose-dependent benefit of narmafotinib in combination with gemcitabine and nab-paclitaxel (Abraxane®) standard of care as

first-line therapy in patients with metastatic pancreatic cancer: ACCENT trial (provisional analysis of Phase 1b) 6. Conclusions
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