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Item 8.01 Other Events.

On October 28, 2017, DelMar Pharmaceuticals, Inc. presented a poster at the AACR-NCI-EORTC International Conference on Molecular
Targets and Cancer Therapeutics in Philadelphia. A copy of the poster is attached as Exhibit 99.1 hereto.

Item 9.01 Financial Statements and Exhibits.
(d) Exhibits.
Exhibit Number Description

99.1 Poster
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Pursuant to the requirements of the Securities Exchange Act of 1934, the registrant has duly caused this report to be signed on its
behalf by the undersigned hereunto duly authorized.

DELMAR PHARMACEUTICALS, INC.

Dated: October 31, 2017 By: /s/ Jeffrey Bacha

Name: Jeffrey Bacha
Title: Chief Executive Officer




Exhibit 99.1

DNA damaging agent dianhydrogalactitol (VAL-083) targets HR repair pathway and suggests combination
therapy with tnpuisomerase am:l PARP i hlbitors

ABSTRACT # A102

BACKGROUND

DNA damage repair (DDR) describes the network of pathways that are responsible for minimizing the effect of
daily DNA damage such as mismatched base pairs, single strand breaks (SSBs) and double strand breaks
(DSBs). Multiple DNA repair pathways are known, including mismatch repair (MMR), O6-methylguanine DNA
methyltransferase (MGMT), non-homologous end joining (NHEJ) and homologous recombination (HR), which act
either by repairing the damage, arresting cell growth or, if necessary, promoting cell death. DDR defects are a
hallmark of cancer development, rendering the cancer cells sensitive to targeted DNA damaging agents.
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FIGURE 1. DNA damage and damage repair pathways.
VAL-083 is a DNA-targeting agent with a uniqgue mechanism of action and established clinical efficacy and
safety
VAL-083 (dianhydrogalactitol) is a first-in-class, bi-functional DNA-targeting agent, with a mechanism of action that
differs from other DNA-targeting agents.! VAL-083 introduces irreversible DNA interstrand crosslinks (ICLs) at the
N7-position of guanine throughout the cell cycle, leading to persistent DNA DSBs and cancer cell death. The DNA
DSBs, which form during the S phase, persists for 24-72h after VAL-083 pulse treatment, ultimately leading to
S/G2 phase cell cycle arrest and cell death through two parallel pathways: pS3-dependent and p53-
independent? (Figure 2).
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This unique mechanism of action suggests that VAL-083 may be efficacious in treating patients whose

tumors are refractory to current standard of care chemotherapeutics, including Pt-based and alkylating
agents, either as a single agent or as a component of combination therapy regimens.
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RESULTS IMPACT
VAL-083 pulse induced i DMA damage foci formation VAL-0B3 cytotoxicity is increased in BRCAT
AS549 lung cancer cells showed Increased Rad51, BRCA1, RPA32 and yH2A X focd formation after VAL-0B3 pulse treatment  dysfunctional ovarian cancer cells
suggesting VAL-083-mediated DNA double strand breaks and actvation of the HR DNA damage repair syslem, VAL-083 activity was increased (1050 _
decreased) when BRCA1 was impaired. This
Contre:

sUGEests increased activilty in cvarian cancer
with dysfunctional BRCAT.
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FIGURE 3. Serum-starved AS40 lung cancer cells were trealed wilh 51.4 yb VAL-0BE for T, Tellowed by washoul for 24h, Cells ware proficient (BRCAT#/+} and -deficient (BRCAT-.)
pre-exiracied in GSK bufler for 5 min al 4°C, fxed in 4 % paraformaldehyde, washed in PBS and stained with corespanding anfoties. ovarian cancer calls A2780.

VAL-083 mduood SIG2 pllase call cycle amst in all cancer cells tested, including ovarian, prostate, lung and glioma cancer cells. This suggests the
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potential for synergy with 5-phase {Tep) and PARPF inhibitors (PARPI) a e s m,m varlous

*  As expected, VAL-083 demonstrated synergy with etoposide (Top2 inhibitor) and camptothacin {Top1 inhibitor) in PC3 and A549 cancer cells® i in and CNS tumors
= VAL-083 P itivity with PARP inhibil alaparib, and veliparib in AZ780 ovarian cancer cells*

YAL-083 icity is 1 of ¢h I isms p33 status, MMR and NHE.), impli in resi 1o platinum-based and PARPI tharapy

alternative against

The |Cs for VAL-083 in the cisplatin-resistant cell-lines 2730CP-16, OWCAR-10, Hey and OVCA-433 were 4 1o 7-fold greater than for A2780; while the coresponding 1Cs:
walues for ciaplatin in these models wers 10 to over 25-fold greater. These rasults demonstrate that these is only partial cross-resistance between daplatin and VAL-083,
Turher suggesting distin modes of action lor the bwe o

To explore the dependance of mismaleh repair (MMR) and non- hnmaioguus end Ja-rung [MEJH) DNA repair mechanisms, VAL-083 achw:y wass investigated in human
cancer call lines HCT116, LoVao, MOSAK and MOS2J. MMR. . and NHE.- isi to PARP inhibitors

(PARP). VAL-082 was equiactive against cancer cells that are pmﬁusnt and de'ﬁclanlm these DNA-repai hani ing 2 dlannm iem and an ability to
owercome treatment resistance to Pr-based and PARPI chematherapy.
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