Towards the human colorectal cancer microbiome
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Introduction
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become immortal and accumulate additional passenger mu- Radboud University Nijmegen Medical Centre
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for these mutations remain elusive.
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The CRC MleOblOme Streptococcus gallolyti- Cause of endocarditis, strong biomarker for adenomas or CRC
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ciﬁcally inhabit the tumor nichel while others are enriched in Clostridium septicum  Cause of bacteraemia associated with colorectal malignancies
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Growth of the tumor alters the niche (loss of colonic barrier
function, bleeding). This attracts passenger bacteria with a
competitive advantage in the changed microenvironment.
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(1) 16S rRNA amplicons, 6 Dutch patients (Marchesi et al. 2011)
(2) Metagenome, 9 Spanish, American and Viethamese pa- Driver bacteria C D

Passenger bacteria
tients (Kosticetal. 2011) g O

. . . . . Enterotoxigenic Bacteroides fragilis (ETBF) (Sears & Pardoll, 2011) Fusobacterium
CRC tumor inside the colon. (3) 165 rRNA ampllcops, 95 Spanish, American and Vietnam- Enterobacteria Streptococcus
ese patients (Kostic et al. 2011) toxin-producing bacteria, pathogens Coriobacteria
(4) Metatranscriptome, 9 American patients (Castellarin et al. Tumor-foraging commensals
2011) Opportunistic pathogens

Bacterial Drivers of CRC &=

Bacterial drivers of CRC are gut bacteria with pro-carcino-

accumulation

genic features that may contribute to CRC development. of mutations

Driver bacteria may be outcompeted by passenger bacteria
as the tumor progresses from an adenoma to a carcinoma.
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