The methionine aminopeptidase-2 inhibitor, evexomostat, potently suppresses tumour growth in
aggressive variant prostate cancer models
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Figure 2. SDX-7320 treatment significantly reduced tumour growth, endpoint tumour mass and extended survival ,
of mice bearing LTL545 (A), LuCaP.49 (B), LTL370 (C) and LTL331R (D) models of AVPC. The angiogenic marker CD34 * Evexomostat 49 mg/m* SC ql4d, up to 12 doses (~24 weeks). (ACTRN 12626000736347,
was significantly reduced in SDX-7320-treated tumours (E&F). HREC/2026/QMS/124843), with primary endpoint (PSMA-PFS by ®*Ga-PSMA PET/CT, RECIP v1.0).
r findin rt th vancement of SDX-7320 (evexom linical trial L .
Scale bar 200 uM. | | | Ou d gs s_uppo t the advancement of S 320 (e e_o O_Stat) t_o c cal trials * Opening in Brisbane, Australia, Q4, 2026 (PI Prof Aaron Hansen).
*treatment extended arm (TE) and treatment ceased arm (TC) in LuCaP49 and LTL370 models include mice who for patients with advanced prostate cancer, where there is a high clinical need for
° . . _ ° 3 ° _ ] u
continued receiving SDX-7320 until tu.mours. reached 1000 mm? (TE), an3d mice whose SDX-7320 treatment was novel effective therapeuhcs_ Funding acknowledgements: This research was funded by US Department of Defense (HT9425-24-1-0654)
stopped after 8 cycles and allowed to live until tumours reached 1000mm? (TC). The first and presenting author declares no conflict of interest.




	Slide 1

