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immune profiles suggested the underlying mechanisms to involve alterations
in the circulating cytokine profiles and an increase in anti-tumor T cell activity.
Conclusion: Our clinical studies suggest the association of distinct microbial
communities with brain metastasis. Our pre-clinical findings demonstrate that
the absence of gut microbiota can modulate the regulation of T cell activity to
iInduce an anti-tumor response in the brain. Further studies, currently in
progress, will determine the individual and collective role of different microbial
communities in the development of brain metastasis.
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CONCLUSIONS

* We identified distinct gut, oral, and tumor bacterial signatures that were
enriched in brain metastasis patients compared to primary tumors.

* Qur findings suggest a direct contribution of the oral microbiome and the
potential indirect contribution of the gut microbiome to the development of
brain metastasis.

* Our pre-clinical findings demonstrate that the absence of gut microbiota

Figure 2. Distinct microbial signatures in the gut, oral, and tumor

microbiome are enriched in brain metastasis compared to primary brain
tumors. Analysis of Compositions of Microbiomes with Bias Correction

(ANCOM-BC) demonstrating enrichment of taxa in samples from brain
metastasis patients (blue) and primary brain tumors (orange).
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