.
percheron Q\\ ASX Announcement

THERAPEUTICS

NEW HMBD-002 CLINICAL DATA PRESENTED AT
AMERICAN ASSOCIATION OF CANCER RESEARCH ANNUAL MEETING

Melbourne, Australia - 21 April 2026: Percheron Therapeutics Limited (ASX: PER) (‘the
Company’), an international biotechnology company focused on the development of
novel therapies for oncology and rare diseases, is pleased to share a poster presentation
released today at the Annual Meeting of the American Society for Cancer Research
(AACR), which is being held in San Diego, CA, from 17 — 22 April 2026.

Key Points

e Percheronis developing HMBD-002, a novel anti-cancer therapy which targets
VISTA, a key component of the immunological response to tumours.

e The AACR poster describes the key findings of a completed phase | clinical trial of
HMBD-002 in patients with a wide range of advanced cancers. The study recruited
48 patients at six centres in the United States.

e HMBD-002 was shown to be safe and well-tolerated at doses up to 1,400mg weekly.
The most common treatment-related adverse events were fatigue, rash, and
nausea. Twenty patients received HMBD-002 in combination with pembrolizumab
(Keytruda®) and there was no evidence of additional toxicity in the combination.

e A number of patients remained on therapy for extended periods and / or showed
material shrinkage of tumour.

e Biomarker data demonstrated that HMBD-002 exerts an immunostimulatory
response, characterized by an increase in CD8+ T-lymphocytes and a decrease in
monocytes and dendritic cells. This is consistent with the intended mechanism of
action of the drug.

“This is an important read-out for HMBD-002,” commented Percheron CEO, Dr James
Garner. “Around half of all new cancer therapies fail in phase |, so this study represents
the successful completion of a critical hurdle for our drug. As is common in such
studies, the patient population was very late-stage, having already failed, in most cases,
several prior lines of treatment. Despite that, we see meaningful evidence of
pharmacological effect in patients who received higher doses, which is encouraging as
we move forward with development. The clinical observations that have previously been
shared are supported by biomarker data, presented here for the first time, which further
corroborates the intended mechanism of HMBD-002.”
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Background

Phase | clinical trials are typically designed to understand the safety profile of a new
drug, and to understand how the drug’s concentration in the body correlates to the
administered dose (pharmacokinetics or ‘PK’).

In most disease areas, phase | studies are conducted in healthy volunteers and provide
no information regarding efficacy. For cancer drugs, however, it is common for phase | to
be performed in patients, and so the study may provide initial indications of biological
activity and / or clinical efficacy, as has been the case with HMBD-002.

HMBD-002

HMBD-002 is designed to inhibit VISTA (v-domain immunoglobulin suppressor of T-cell
activation). Cancers generally require local immunosuppression to become established,
and one of the key mechanisms by which they achieve this is by stimulating so-called
immune checkpoints on immune cells. VISTA is an example of such an immune
checkpoint and activating it causes a reduction in normalimmune function. By blocking
VISTA, HMBD-002 aims to reactivate the immune response against the cancer.

American Association of Cancer Research Annual Meeting

The AACR Annual Meeting is one of the most important scientific conferences in cancer
research. The 2025 meeting attracted more than 22,000 attendees from 85 countries
and territories. In addition to the world’s foremost oncology researchers, the conference
is attended by delegates from pharmaceutical companies and investors and has
become a valuable forum for companies to share new data and results.

Next Steps

New preclinical data concerning HMBD-002 will be presented at the American Society
of Clinical Oncology Annual Meeting, held in Chicago, IL, from 29 May - 2 June 2026. The
Company expects to share full information at that time, in accordance with ASCO’s
embargo policies.

The Company anticipates launching a new clinical trial of HMBD-002 in 2H CY2026 and

looks forward to providing further information regarding its plans with investors as they
are developed.

~ENDS ~

Page 2 of 3



About Percheron Therapeutics Limited

Percheron Therapeutics Limited [ASX: PER | US OTC: PERCF] is a publicly listed biotechnology
company focused on the development and commercialisation of novel therapies for oncology
and rare diseases. The company’s lead program is HMBD-002, a monoclonal antibody targeting
the immune checkpoint regulator, VISTA. HMBD-002 has completed a phase | clinical trial in
patients with advanced cancer, which has shown the drug to be generally safe and well-
tolerated, and Percheron aims to commence further clinical trials in CY2026.

For more information, please contact info@PercheronTx.com.

This announcement has been authorized for release to the Australian Securities Exchange
by the Board of Directors.
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® Measurable disease as defined by RECIST 1.1
® Adequate organ function, ECOG performance status <1

*  Immune subsets obtained by unsupervised clustering of cyTOF readout
¢ Graphs represent the mean change in % of immune cells at the indicated timepoints. N=6
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