A small molecule candidate for antibiotic co-therapy
in the fight against persistence
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Extensive research has shown that SP1009
v’ possesses a broad spectrum activity against different clinically relevant pathogens and clinical isolates
v' allows the design of strain-specific combination therapies
v' enables treatment of multidrug-resistant strains
v’ extensively damages the bacterial membrane, tackling both normal and persister cells
v is capable of clearing intracellular infections without damaging eukaryotic cells and shows no hemolytic activity
Crucially, SPI009 shows great clinical potential and may serve as the starting point for the development of novel antibacterial and anti-persister therapies in the fight

against chronic infections. Genetic analysis of resistant mutants and assessment of antibacterial activity in different model systems will provide additional information
about the mode of action and clinical applicability of our compound.
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