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Introduction In vivo efficacy of AMX-513 AMX-513-Induced Polyamine Reduction in Ex Vivo Pharmacodynamic (PD) Assay in Whole Human
Transgenic TH-MYCN Neuroblastoma Mice Blood is Potently inhibited by 100 nM AMXT 1501

+ Recent data supports an immunosuppressive role of A. Skin cancer (K6/0ODC) murine model Titation of AMXT1501 [Plots gated on live CD3+C084 T cels -Donor SYN107)
tumor polyamines.

+ Increased concentrations of polyamines in the tumor
microenvironment are associated with Ras and Myc-
induced increased biosynthesis via ornithine
decarboxylase (ODC).

* AMX-513 combines polyamine Biosynthesis (DFMO)
and Transport (AMXT 1501) inhibition and highlights
immune-mediated tumor regressions and MDSC
reduction in tumor microenvironment.
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4 AMX-513 in vitro pharmacology

Conditions: Mouse tumor sections from K6/0DC animals analyzed by * Phase 1b — AMXT 1501 plus ascending
«  AMXT 1501 is a nanomolar potency inhibitor (10.5 nM) immunohistochemistry after AMX-513 treatment at the times shown. DFMO (December, 2017)
of the extracellular transporter of polyamines.
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Therapeutic treatment of TH-MYCN mice (C and D) initiated in 3 week old . o .
rine CT26.6L25 e cotoractal "‘Y’T"?’"‘:?’T""‘:““°") v mice when tumors were ~5mm in size; cyclophosphamide, 20mg/kg, QDX5, IP; For more information visit www.aminextx.com

urine CT26.CL25 syngeneic colorectal cancer. (n =5 per treatment group): topotecan, 0.5mglkg, QDx5, IP; Celebrex, 100 mglkg, 5 days on, 2 days off, for markburns@aminextherapeutics.com
DFMO (400 mgfkg oral, daily), AMXT 1501 (3.0 mg/kg IP BID daily). 6 weeks; AMXT 1501 2.5 mg/kg/day QDx42, SC.; DFMO, 1% in drinking water @ P




