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POSTER PRESENTATION DEMONSTRATING COMBINATION BENEFIT OF NARMAFOTINIB IN
PRECLINICAL KRAS-MUTATED CANCER MODELS

HIGHLIGHTS

o Amplia’s lead drug narmafotinib enhances the activity of kRAS inhibitors in multiple preclinical cancer
models presented at US conference

e Data showing narmafotinib activity in preclinical models of pancreatic cancer, lung cancer and ovarian
cancer are presented

e The development of kRAS inhibitors for different types of solid tumours is currently an area of intense
global activity

Melbourne, Australia: Amplia Therapeutics Limited (ASX:ATX; OTCQB:INNMF), (“Amplia” or the
“Company”), announces that compelling data describing new clinical opportunities for its lead drug
narmafotinib was presented at the AACR Special Conference in Cancer Research: RAS Oncogenesis and
Therapeutics in Los Angeles, California on Friday March 6.

The poster presentation discloses preclinical data demonstrating that the Company’s best-in-class FAK
inhibitor narmafotinib enhances the activity of a new class of drugs called kRAS inhibitors in various
models of cancer. In particular, the data indicates that narmafotinib blocks resistance pathways that
can emerge with kRAS inhibitor treatment, thereby enhancing efficacy and durability of response.

A copy of the poster is included with this announcement.

Inhibitors of mutant kRAS proteins are an exciting new class of drug in development for the treatment
of lung, colon and pancreatic cancer, amongst others. There are currently over 50 different kRAS
inhibitors undergoing clinical studies across the globe. Despite promising mid-stage clinical data,
however, side-effects of these drugs can be significant and treatment-emergent resistance is
commonplace.

Dr Chris Burns, CEO of Amplia, commented, "We are excited to present our research findings at this
specialist conference focused on RAS inhibition in cancer. We believe there is significant clinical
potential in combining narmafotinib with kRAS inhibitors and will be discussing our findings with
pharma and biotech companies actively working in this space."
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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 X (@ampliatx) and
LinkedIn.

About Narmafotinib

Narmafotinib (AMP945) is the company’s best-in-class inhibitor of the protein FAK, a protein over-expressed
in pancreatic cancer and a drug target gaining increasing attention for its role in solid tumors. The drug,
which is a highly potent and selective inhibitor of FAK, has shown promising data in a range of preclinical
cancer studies. Narmafotinib is currently undergoing a clinical trial (the ACCENT trial) where it is dosed in
combination with the chemotherapies gemcitabine and Abraxane in first-line patients with advanced
pancreatic cancer. The trial has already achieved its primary endpoint in achieving a confirmed response
rate of 35%, superior to 23% reported in the benchmark MPACT study for gemcitabine and Abraxane alone.
An interim median PFS of 7.7 months has also been reported. A second trial - AMPLICITY - has recently
opened and is being run under an IND at sites in Australia and the US, investigating the combination of
narmafotinib with the chemotherapy FOLFIRINOX in advanced pancreatic cancer patients.
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Combination benefits of Focal Adhesion Kinase Inhibitor Narmafotinib and KRAS inhibitors
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Improved responsiveness to chemotherapy in preclinical models NARMAFOTINIB: Combination benefit of narmafotinib with different KRASI
FAK inhibitor in Phase 2 PDAC

Enhanced tumor reductions in ovarian cancer TOV-21G KRAS¢'3¢ xenograft
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