Interrogating the role of the gut microbiota in bortezomib-induced peripheral neuropathy through
9 human-to-mouse faecal microbiota transfer NRL
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- « The gut microbiota is increasingly recognised to modulate side effects of The gut microbiota of people with high-phenotypic bortezomib-induced Evidence of human to mouse transfer of symptoms associated with
O cancer treatment, including peripheral neuropathy'= and symptoms of peripheral neuropathy has reduced alpha diversity and functional capacity reduced animal well-being consistent with bortezomib effects
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