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Safe Harbor Statement

This presentation contains forward-looking statements under the meaning of the Private
Securities Litigation Reform Act of 1995. These statements give our current expectations
or forecasts and use words suchasii a nt i ciiepsattiehegpece”,id e | iapdvother C
words of similar meaning. Any or all of the forward-looking statements in this presentation
may turn out to be wrong. They can be affected by inaccurate assumptions we might
make or by known or unknown risks and uncertainties including but not limited to, the
efficacy of our product candidates, their efficacy at acceptable dosage levels, the ability
to raise capital when needed and on reasonable terms, projections of potential
commercial sales of company products, the results and progress of clinical trials,
developing the necessary manufacturing processes and gaining all necessary regulatory
approvals, both in the United States and internationally. Consequently, no forward-looking
statement can be guaranteed and actual results may differ materially. Additional
information concerning factors that could cause actual results to materially differ from
those in the forward-looking statements are contained in our most recent reports to the
Securities and Exchange Commission including our Form 10-Q, 8-K and 10-K reports.
However, we undertake no obligation to publicly update forward-looking statements,
whether as a result of new information, future events or otherwise. We note these factors
for investors as permitted by the Private Securities Litigation Reform Act of 1995.




Company Overview

ABiopharmaceuticaI company seeking to realize the full
potential of vascular targeted therapies (VTTS)

ADeveIoping vascular disrupting agents (VDAS) for orphan
oncology indications

I VDAs selectively disrupt abnormal blood vessels that
sustain tumors

AcClinical development candidates
I CA4P (fosbretabulin)
I OXi4503

ACA4P has shown statistically significant improvements in
PFS, and trends in OS, in patients with recurrent ovarian

cancer

PFS: progression-free survival; OS: overall survival 3



Management Team

Team Member Experience

Perceptive Advisors; Chelsea Therapeutics;
FDAT Chief of Immunology and Infectious
Disease Branch, CBER

Aventis; Rhone-Poulenc Rorer; Cancer
Research United Kingdom; University College

William Schwieterman, MD
President and Chief Executive Officer

David Chaplin, PhD

Chief Scientific Officer

London
Matthew Loar KineMed; Neurobiological Technologies;
Chief Financial Officer Osteologix; Genelabs Technologies
Jeff Nelson Axsome Therapeutics; Chelsea Therapeutics;
VP Program Management Ladenburg Thalmann; Cobalt Laboratories



Product Pipeline Summary

"

CA4P

Platinum-resistant ovarian cancer (prOC)

CAAP + bevacizumab + PCC s,  Pheseas 3

bevacizumab + PCC (FOCUS)

Recurrent ovarian cancer
CA4P + pazopanib vs. pazopanib (PAzoros) NG

Christie Hospital NHS Foundation Trust, UK

Combination with immuno-oncology -
agents

OXi4503

Acute myeloid leukemia (AML) m
OXi4503 + cytarabine (0X1222)

PCC: physician choice chemotherapy 5



VDAS: Mechanism of Action

Direct anti-vascular effect
AReversiny binds tubulin

AChanges endothelial cell
structure

AOccludes tumor blood supply

AlO-BO times more selective for
tumor vasculature

VDAs: vascular disrupting agents THERAP
Tozer et al. Cancer Res. 1999 Apr 1;59(7):1626-34. 6 -
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VDAs: Selectively Target Tumor Vasculature

Normal Tumor
Perlcyte support No pericyte support

Vascular Cast

Pericyte Immuno-
fluorescence

VDAs: vascular disrupting agents
McDonald DM, Choyke PL. Nat Med. 2003;9(6):713-25.




CA4P
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Lead Indication
prOC (FOCUS) Phase 2/3 Study

Initiate Interim Interim Interim Interim
Study

CA4P + Bev + PCC n=178

CA4P + Bev + PCC n=40 N >
Study Startup

— ORR Data, Trigger Trigger Study
ORR;Data PFS Data Part 2 Part 2 Complete

P>
Bev + PCC n=40 \

P
Bev + PCC n=178

AReguIar Interim analyses to detect efficacy and test
powering assumptions

APart 2 triggered based on interim analyses

70
NCT Number: NCT02641639 MAT EC\) N
CS

prOC: platinum-resistant ovarian cancer; Bev: bevacizumab (Avastin); PCC: physicians choice chemotherapy; THERAPEUTI
ORR: objective response rate 9



Progression-free Survival (ITT)
Study GOG-01861 Primary Endpoint Analysis
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*Hazard Ratios of the experimental level to the reference level of the treatment comparison were stratified by measurable disease status (Yes/No), prior bevacizumab
use (Yes/No), and platinum sensitivity (>12 months/ O 12 months) using a Cox

MATEON

ITT: intent-to-treat; Bev: bevacizumab; mos: months; HR: hazard ratio, Cl: confidence interval THERAPEUTICS

Monk BJ et al. J Clin Oncol. 2016;34(19):2279-86. 10



Progression-free Survival (Platinum-resistant) ——
Study GOG-0186l
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Treatment Comparison HR* Log-rank P Value
Active vs. Control 0.57 0.01

*Hazard Ratio of the experimental level to the reference level of the treatment comparison were stratified by measurable disease status (Yes/No) and prior
bevacizumab use (Yes/No), using a Cox proportional hazards model. The Cl is questionable and therefore not available, which may be due to the small number of

patients within some strata.
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Bev: bevacizumab; mos: months; HR: hazard ratio; Cl: confidence interval THERAPEUTICS

Monk BJ et al. J Clin Oncol. 2016;34(19):2279-86. 11



Progression-free Survival (Measurable Disease)
Study GOG-01861 Nov2015
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Bev: bevacizumab; mos: months; HR: hazard ratio, Cl: confidence interval THERAPEUTICS

Mateon Data on File. 12
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FOCUS Study Summary

AActiver enrolling patients (24 sites currently)
APatients with prOC and measurable disease

AStudy design based on results from GOG-0186l
I Monk BJ et al. J Clin Oncol. 2016;34(19):2279-86.

Alst Interim Analysis expected April 2017 (n=20)

prOC: platinum-resistant ovarian cancer 13



OXi4503 (CA1P)
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Active Forms of Lead Products
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combretastatin A4 combretastatin Al
(active form of CA4P) (active form of OXi4503)

ACytotoxic properties
I Catechols are easily oxidized to ortho-quinones
I Second phenolic moiety in CA1 compared to CA4

Folkes LK et al. Chem Res Toxicol. 2007;20(12):1885-94. 15



Mechanism of Action in §
Hematologic Malighancies
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Total Cells By Phase

AKG1 AML cells in the
bone marrow adhere

100%
to BMEC
AMore likely to remain 80%
dormant in GO/1 Phase
of cell cycle, avoiding .
entering circulation 60%
and proliferating
AThese quiescent AML 40%
cells may not be as
susceptible to 20%
chemotherapy
0%

KG1

AML: acute myeloid leukemia

Bosse RC et al. Exp Hematol. 2016;44(5):363-77. 17
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BMECs Reduce Cytarabine Effectiveness

% AML Cells Viable
APresence of BMECs
120

reduced the effectiveness p < 0.001
of cytarabine 100

80

ABMECs also reduced the 60
effectiveness of

anthracycline and 40

nucleoside metabolic 20

Inhibitors (NMlI) )

Control Control+ Control+ Control +
cytarabine  BMEC BMEC +
cytarabine

BMEC: bone marrow endothelial cells; AML: acute myeloid leukemia
Bosse RC et al. Exp Hematol. 2016;44(5):363-77. 18
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~  OXi4503 Disrupts BMEC Morphology

BMEC treated with Control BMEC treated with OXi4503

BMEC: bone marrow endothelial cells
Bosse RC et al. Exp Hematol. 2016;44(5):363-77. 19



OXi4503 Forces AML Cells Into Active Cell*

Cycle

Total Cells By Phase
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AML: acute myeloid leukemia; BMEC: bone marrow endothelial cells
Bosse RC et al. Exp Hematol. 2016;44(5):363-77. 20

J\

S—

—

KG1 +
BMEC +
OXi4503

G2/M 1 anthracycline
susceptible

S Phase i
cytarabine
susceptible

} GO0/G1 - Dormant

MATEON

THERAPEUTICS



OXi4503 Animal Models of AML
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