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ASX RELEASE 29t September 2023
AACR PANCREATIC CANCER CONFERENCE PRESENTATION
HIGHLIGHTS

e Preclinical data from pancreatic cancer studies presented at premier international conference
in Boston, USA.

e Data from these studies further support combination of narmafotinib (AMP945) with
chemotherapy in pancreatic cancer.

e Plans are underway for a clinical trial of narmafotinib in combination with FOLFIRINOX.

Melbourne, Australia: Amplia Therapeutics Limited (ASX: ATX), (“Amplia” or the “Company”) is
pleased to announce that a poster, detailing a series of preclinical studies in pancreatic cancer models,
was presented overnight at the AACR SPECIAL CONFERENCE IN CANCER RESEARCH: PANCREATIC
CANCER meeting, being held in Boston, USA. The poster describes work conducted by our
collaborators at the Garvan Institute of Medical Research, Sydney, and was presented by postdoctoral
researcher Dr Kendelle Murphy.

A copy of the presentation is attached to this announcement.

Amplia’s CEO Dr Chris Burns commented: “We are delighted that this extensive body of research from
the Garvan Institute on our best-in-class FAK inhibitor narmafotinib is being presented at such a
prestigious conference. The Garvan team have done an outstanding job and this poster represents the
first public disclosure of the breadth of that work demonstrating the impressive activity of the drug in
these preclinical studies.”

The poster shows data demonstrating that in disease-bearing mice narmafotinib (AMP945)
significantly reduces pancreatic cancer associated fibrosis through inhibition of FAK activity. Further,
in a number of in vivo pancreatic cancer models, narmafotinib can be utilized to improve
chemotherapy response.

Dr Burns continued: “This new preclinical data provides additional support for the activity of
narmafotinib in combination with the two major chemotherapy regimens for pancreatic cancer. Plans
are underway to start clinical trials using narmafotinib in combination with FOLFIRINOX in a similar
design to the ACCENT trial.”

This ASX announcement was approved and authorised for release by the Board.
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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
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),
Threads (@ampliatx) and LinkedIn.
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Pulsed priming with narmafotinib reduces fibrosis and enhances both gemcitabine/Abraxane & FOLFIRINOX response in
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Introduction Fibrotic Targeting in PDAC
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(A.) Quantification, and representative images of Picrosirius Red (B.) SHGimaging of tissues from PDAC patients (C.) Schematic representation of patient TMA establishment and staining with Picrosirius Red. (D.) Kaplan-Meier analysis of human PDAC survival based on average collagen fiber length (E.) chemti epresentation of patient TMA staining with pTyr-397-FAK and Picrosirius Red. (F.) Kaplan-Meier analysis of human PDAC survival (G.) Schematic
of 3D organotypic contraction assay. (H.) Quantification of matrix contraction at day 12 and (I.) SHG maximum intensity of contracted matrices at day 12. (J.) Representative images of matrix contraction (scale, 1 cm), and (K.) SHG maximum intensity (scale, 100 um), at day 12.

Personalised Medicine Clinical Translation: ACCENT Trial

Narmafotinib priming reduces FAK activity and fibrosis whilst improving the response of KPC cells to gemcitabine/Abraxane Narmafotinib priming prior to gemcitabine/Abraxane or FOLFIRINOX chemotherapy significantly extends survival in

Pulsed Priming
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establishment, treatment schedule and intravital imaging in live tumors surgically exposed via skin flap to monitor cell cycle distribution using the FUCCI cell cycle reporter. (K.) Representative FUCCI images and quantification of cell cycle distribution in tumors treated with vehicle
or narmafotinib followed by saline or gemcitabine/Abraxane (scale bar, 100 ym). (L.) Representative maximum intensity SHG images and quantification of peak SHG signal intensity (scale bar, 100 ym). Representative images and quantification as a percentage of positive cells for
(M.) cleaved caspase-3 and (N.) Ki67 (scale bar, 50 pm) stained tumors.

analysis of survival in mice with TKCC10lo subcutaneous tumors. Representative images and quantification as a percentage of positive cells for (H.) Ki67 and (l.) cleaved caspase-3
stained tumors after two cycles of treatment with FOLFIRINOX (J.) Kaplan-Meier analysis of survival in mice with TKCC10lo orthotopic tumors.
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