Harnessing innate anti-tumour immunity using a Klebsiella-derived therapeutic

to reduce tumour burden and improve outcomes in mouse models of lung cancer
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QBKPN efficacy required Klebsiella pre-exposure, but
was indepedent of the adaptive immune response

QBKPN stimulated an acute inflammatory response
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QBKPN efficacy was through an NKG2D and
NK cell dependent mechanism
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