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All statements contained herein other than statements of historical fact, including statements 
regarding our future results of operations and financial position, our business strategy and plans, and 
our objectives for future operations, are forward-looking statements. The words "believe", "may", 
"will", "estimate", "continue", "anticipate", "intend", "could", "expect" and similar expressions are 
intended to identify forward looking statements. We have based these forward-looking statements 
largely on our current expectations and projections about future events and trends that we believe 
may affect our financial condition, results of operations, business strategy, short-term and long-term 
business operations and objectives, and financial needs. Other statements may contain expressions 
of past results, studies or data owned or licensed by WPD Pharmaceuticals, Inc. (the "Company").

Such results, studies or data may not be duplicable in the future. Certain expressions of results, 
studies or past discoveries may also be anecdotal and non-reproducible in future studies designed 
specifically to test the robustness, strength or veracity of such results, studies or data. No 
representation herein is designed to convey any claim regarding the safety or efficacy of any 
compound owned or licensed by the Company. Moreover, we operate in a very competitive and 
rapidly changing environment. New risks emerge from time to time. It is not possible for our 
management to predict all risks, nor can we assess the impact of all factors on our business or the 
extent to which any factor, or combination of factors, may cause actual results to differ materially 
from those contained in any forward-looking statements we may make. In light of these risks, 
uncertainties and assumptions, the future events and trends may not occur and actual results could 
differ materially and adversely from those anticipated or implied in the forward-looking statements.

Disclaimer
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Company
Overview
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WPD Pharmaceuticals is a diverse biotech company that has 10 novel drug 
candidates with 4 in clinical development stage via its development partners. 
WPD drug candidates are in collaboration via its development partners with 
institutions including MD Anderson Cancer Center, Mayo Clinic, Emory 
University, Wake Forest University and leading hospitals and academic centers 
in Poland.

Alongside direct and indirect investment of $71 million, over $29 million of 
grant funding (total of $100 million USD) has gone towards the development of 
our robust drug development pipeline with a focus on melanoma, brain cancer, 
leukemia and pancreatic cancer.  Notably, add to this investment figure $14 
million USD in grants recently awarded to WPD Pharmaceuticals from The 
National Centre for Research and Development in Poland.  

With a groundswell of multi-continental grant support and a diverse portfolio 
of potentially breakthrough drug technologies, WPD Pharmaceuticals, we 
believer, is now strategically positioned to enter the market with blockbuster 
potential. 
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Investment Highlights
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Experienced Management & 
Advisors

Team of scientists with extensive 
pharmaceutical experience

Robust Drug Portfolio 

10 novel drug candidates across 
5 indications 

Strategic Collaborations

Wake Forest University Health 
Sciences, Moleculin Biotech Inc. 
and CNS Pharmaceuticals, Inc.

Rapidly Growing Operations

4 drugs in clinical development

Tightly Held Share Structure

Management and Insiders hold 
~ 36%

Attractive Valuation

Discount to industry peers



Investor Presentation |    CSE:WBIO | 

Discovery Pre-Clinical Regulatory Clinical I / II

Brain Cancers

Pancreatic Cancers

Other Cancers

Melanoma

WPD101 Berubicin

WP1066

WP1066

WPD103

WPD102
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Annamycin

WP1732

WP1220

WP1122

WP1234
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Indications to Treat Brain Cancers
including Glioblastoma 
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WPD101
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WPD101
Glioblastoma also known as glioblastoma multiforme (GBM) is one of the most common and aggressive types of
brain tumors, causing about 50% of all gliomas. GBM spreads insidiously through the brain without a clear
border, making it difficult if not impossible to completely remove surgically. The average time from first
symptoms to death is approximately 14 to 16 months. GBM is aggressive and resists most treatments. Often the
goal of these treatment is more about reducing symptoms and prolonging life rather than completely curing
the disease. Treatment for GBM usually includes three components: surgery, chemotherapy (tomozolomide or a
combination of procarbazine, lomustine and vincristine) and radiotherapy. Almost in all cases, GBM recures after
6 months from diagnosis.

GBM Diagnosis

Relapse (~100%)

Surgery (85-90%)

Radio + Chemotherapy

Chemotherapy (55% Resistant)

25%
Operable rGBM

75%
Inoperable rGBM

Surgery

WPD101
or/and TTField

WPD101
Therapy
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OVERVIEW

The breakthrough of the solution is based on the
use of GBM-targeted therapy against IL-13RA2 and
EphA2 - brain tumor-specific receptors
conjugated with bacterial cytotoxins. It is well
known, that interluekin-13 receptor alpha 2
(IL13RA2) is a glioblastoma receptor that is
abundantly overexpressed in over 75% of GBMs but
absent in normal brain tissue. In is estimated that
IL-13RA2 overexpression is reported in >50% of
GBM cases. Similarly, EphA2 is cancer specific
receptor recognized by ephrin A1 cytokine. Its
overexpression is also a hallmark of GBM cells, thus
EphA2 receptors are proposed targets (Wykosky et
al., 2005, 2007, Ferluga et al., 2016). Its
overexpression is confirmed in the majority of GBM
specimens. It is assumed that more than 90% of
GBM overexpressed at least of the receptors
(Wykosky et al., 2008).
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WPD101

Figure 1. A schematic of the IL13 receptor system. Normal and tumor
cells express IL4RA/IL13RA1. IL4 first binds to IL4RA, then to the IL13RA1
in normal cells. On the other hand, IL13RA2 is expressed by tumor cells.
IL4 binds to IL4RA/IL13RA1 but not IL13RA2. IL13 binds more readily to
IL13RA2 compared to IL4/IL13RA1. By introducing mutations in the IL13
ligand – IL13M, the ligands binds mostly on the IL13RA2
(https://www.mdpi.com/1422-0067/19/11/3326).

https://www.mdpi.com/1422-0067/19/11/3326
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WPD101

STRATEGY

Immunotoxins are fusion proteins comprised of a toxic
moiety and a targeting moiety. That allows
concentration of the fusion protein at the plasma
membrane of specific cell types.

WPD101 is a unique drug cocktail composed of two
immunotoxins targeting simultaneously IL-13RA2 and
EphA2 receptors. This strategy guarantees specific drug
administration to the majority of GBM cells.
Furthermore, to increase tissue distribution, minimize
possible side-effects and overcome BBB difficulties,
convection-enhanced delivery (CED) of WPD101, directly
to the brain tumor will be applied (Debinski and Tatter,
2009) Figure 2. A schematic of the IL13 cytotoxins action. IL13 conjugated to

bacteria toxin specifically recognizes and binds to its IL13RA2 receptor.
Receptor-ligand complex is internalized and transported within the
cell. Further, bacteria toxin is released and inhibits protein synthesis,
leading to intrinsic cell death induction. (https://doi.org/10.1007/978-3-
540-4748-1_1476).

https://doi.org/10.1007/978-3-540-4748-1_1476
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CURRENT STATUS

WPD101 is currently in the preclinical stage of development. Its
consistent anticancer properties are demonstrated and validated in
dogs with spontaneous GBM closely resembling GBM in human
patients. Canine model of spontaneous gliomas represents the
closest translational model to human diseases and provides
potentially more clinicaly relevant assessment of potential efficacy in
human trials regarding biological and technological aspects of
treatment (Figure 3). Canine gliomas, as well as human GBM cells,
overexpress tumor-associated IL-13RA2 and EphA2 receptors that are
not present in normal brain cells. IL-13RA2 and EphA2 are conjointly
present in >90% of patient and dogs with GBM.
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WPD101

Connolly et al., 2018

Figure 3. Comparative transcriptional analysis
of GBM signature gene expression patterns in
human, canine, mouse and rat samples.
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WPD101a
The Phase I clinical trial in dogs with spontaneous malignant gliomas

In the published study, 17 dogs diagnosed with glioma and
immunohistochemically positive for IL-13RA2 (17/17) or/and
EphA2 (11/17) receptors were treated with escalating doses of
IL-13- and ephrinA1-based cytotoxins. Cytotoxins were
delivered through the Convention Enhanced Delivery (CED)
method. CED allowed consistent intratumoral delivery of the
cocktail with a median coverage of 70% (range 40-94%) of the
tumor. No dose-limiting toxicities were observed. At 42 days of
treatment, volumetric tumor reductions were observed in
15/16 dogs, with median reduction of 42% (range 5-94%).
Objective tumor responses were observed in 8/16 (50%) dogs,
and the median tumor volume reduction was 79% (range 65-
94% of tumor volume regression).
The authors conclude that the CED of IL-13RA2/EphA2
targeting cytotoxins at concentrations ranging from 0.05-
1.6 ug/mL was safe and resulted in clinically relevant
responses in 50% of dogs with gliomas.

Rossmeisl et al., Neuro-Oncology 2020
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Scientific Advice in MHRA

In July 2020, WPD consulted MHRA in Scientific Advice procedure to discuss quality, non-clinical and regulatory
aspects of WPD101a for the treatment of glioblastoma multiforme. MHRA accepted WPD drug development plan.
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WPD101

LICENSE

On November 28, 2017, WPD signed a license agreement (the “Wake Forest License Agreement”) with Wake Forest
University of Health Sciences (WFUHS) granting WPD an exclusive, worldwide, royalty-bearing license under certain
patented and patent-pending technologies for the diagnosis and treatment of glioblastoma multiforme (GBM), to
make, use, import, offer for sale and sell licensed pharmaceutical products, including the right to sublicense its rights
under the Wake Forest License Agreement, subject to WFUHS’ retained right to make, have made, and use licensed
products solely for non- commercial, educational, academic, and research purposes. The term of the Wake Forest
License Agreement is for the life of the licensed patents.
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FUNDING

In February 2018, WPD received a grant from the European Union, under the European Regional Development Fund,
the Smart Growth Operational Program 2014-2020, implemented under the National Center for Research and
Development in Poland (NCBiR) for the development of WPD101 that would include Phase I clinical studies in GBM
tumors. Management expects this grant to cover 70 – 80% of all research and development costs for the next 2-3
years. Total estimated costs associated with the WPD101 phase I clinical trials are 33,699,206 PLN (CDN$11,457,730),
comprised of pre-clinical costs of 6,992,609 PLN (CDN$2,377,487), clinical costs of 17,724,943 PLN (CDN$6,026,480),
and lab development/manufacturing costs of 8,982,653 PLN (CDN$3,054,102).

13

WPD101
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WPD Pharmaceuticals Inc.

Corporate Overview
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Capital Structure

Issued and Outstanding 111,520,388

Warrants 3,949,997

Fully Diluted 115,470,385

Management and Insider holdings 36%

CSE: WBIO
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Contact
Vancouver Office Warsaw Office

Suite 1080
789 West Pender St
Vancouver, BC V6C 1H2

Żwirki i Wigury 101
02-089 Warszawa
Poland

wpdpharmaceuticals.com
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