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Item 8.01 Other Events.
On October 2, 2017, DelMar Pharmaceuticals, Inc. presented a poster at the American Association for Cancer Research (AACR) Special
Conference: Addressing Critical Questions in Ovarian Cancer Research and Treatment. 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




SIGNATURES

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 4, 2017 By: /s/ Jeffrey Bacha

Name: Jeffrey Bacha
Title: Chief Executive Officer




Exhibit 99.1

Distinct mechanism of action of DNA damaging agent dianhydrogalactitol (VAL-083)

DelMiar

PHARMACEUTICALS

suggests combination therapy with PARP inhibitors

THE UNIVERSITY OF TEXAS

Jeffrey Bacha', Guangan He?, Xiaolei Xie?, Anne Steino’, Dennis M. Brown' and Zahid H. Siddik?

ABSTRACT # A01 "DelMar Pharmaceuticals, Inc., Vancouver, Canada and California, USA; 2The University of Texas MD Anderson Cancer Center, Houston, TX
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VAL-083 acfivity was increased (IC50 decreased) when BRCA1 was impaired. This suggests increased activity in ovarian
cancer with dysfunctional BRCA1 and further suggests the potential for synergy with PARPI. VAL-083 in combination with
PARPI olaparib, talazoparib or veliparib was superadditive in BRCA1-proficient ovarian cancer cells. Studies of VAL-083 in
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CONCLUSIONS & FUTURE DIRECTIONS
O VAL-083 exhibits a distinct mechanism of action from Pt-based chemotherapy or PARP
inhibitors, and may offer an alternative to Pt- and PARP inhibitor-based chemotherapy
for recurrent or relapsed ovarian cancer patients.
© An IND for phase 1/2 trial in Recurrent Platinum-Resistant Ovarian Cancer, VAL-083
REPROVe Trial, has been allowed by FDA

O Data suggesting synergy or super-additivity for VAL-083 plus Pt-based agents and
PARP inhibitors supports future combination clinical trials

VAL-083 REPROVe Trial (NCT03281681)
Phase 1-2 Trial in Recurrent Platinum-Resistant Ovarian Cancer
IND for VAL-083 in ovarian cancer has been allowed by US FDA
Planned enrollment: Up to 24 patients with platinum-resistant ovarian cancer

+ Primary endpoint: Demonstration of overall response rate (ORR) benefit compared to
historical control, as determined using RECIST v1.1.

* If successful: Trial will be expanded to approximately 60 patients
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