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BACKGROUND OBJECTIVES

BriaCell is developing off-the-shelf personalized cellular immunotherapies based on our most advanced lead candidate— To address the need for new immunotherapeutic approaches to treat advanced solid tumors, BriaCell Therapeutics is
SV-BR-1-GM, which is in Phase I/lla clinical trial in patients with metastatic or locally recurrent breast cancer. SV-BR-1- developing a novel whole tumor cell therapeutic vaccine that acts through two complementary mechanisms of action: 1)
GM is a breast cancer cell line with features of an antigen presenting cell (APC) (Fig.1) which has been stably transfected  cross-presentation of cancer cell antigens and 2) direct T cell activation. To this goal we will generate a collection of breast,
with the CSF2 gene encoding GM-CSF (SV-BR1-GM). We have recently reported favorable clinical outcomes in patient ~Prostate, melanoma and lung cell lines with enhanced immunogenicity through the following genetic modifications;
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RESULTS

Cell lines that secreted GM-CSF, IFNa, IL12, IL7 and expressed CD80, CD86, 4-1BBL, were derived from SV-BR1 (Fig.
7) and PC3 (data not shown). Using mixed lymphocyte reaction assays we demonstrated that the generated cells
stimulate naive T-cells (Fig. 8).
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SV-BR-1-GM cells intradermally and local IFNa2
to boost the response) or in combination with a
PD-1 inhibitor (either pembrolizumab or
retifanlimab) every 2-4 weeks. *Disease control
includes 1 partial response (PR) and 7 stable
disease (SD) in the monotherapy studies and 2
PR and 5 SD in combination therapy. The
combination therapy study is ongoing. *Measured
by delayed-type hypersensitivity.

Conclusion: Clinical benefit with the SV-BR-
1-GM regimen is achievable especially with

HLA matching between patients and the cell
line

the SV-BR-1-GM regimen with
either pembrolizumab (blue) or
retifanlimab (orange). The sum of
diameters of measurable lesions
are shown. Note that patient 3 with
pembrolizumab transitioned to the
retifanlimab combination (patient 5).
Conclusion: Patients  with
refractory metastatic breast
cancer can respond to the SV-
BR-1-GM regimen with PD-1
inhibition with marked tumor
reductions.

GM regimen with a PD-1 inhibitor
was compared with the time on
study for their last regimen prior to
the study. The results shown are
days on study minus days on their
prior (last) regimen. Several
patients remain ongoing (arrows).
Conclusion: Patients treated
with the SV-BR-1-GM regimen in
combination with PD-1 inhibition
have PFS in many cases better
than their last therapy.
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Fig. 6. Modified mixed lymphocyte reaction assay (MLR). Bria-
APTC cells or Bria-KO cells are incubated with PMBCs at different
ratios. At daysl, 2, 3, and 7, secretion of INFa was measured to
assess T cell activation.
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responses for a variety of solid tumors. The Bria-OTS cell line collection will deliver the following features:

Dual mechanisms of action to achieve strong immune response and clinical activity. Bria-OTS cell lines have
features of both cancer cells (expressing a myriad of TAAs) and dendritic cells (by presenting TAAs directly to T cells) to
enhance the immune response.
Precision therapy. Bria-OTS cell lines will be matched to patients based upon HLA antigens, covering over 99% of the
US population .
Improved safety. Relative to current chemotherapeutic and hormone-based therapies that are associated with severe
adverse events that can be life threatening.
Rapid, cost-effective treatment. Our “off-the-shelf”’ cell lines will not require personalized manufacturing and can be
administered immediately after patient HLA genotyping.
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