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- Inflammatory bowel disease (IBD) is a chronic intermittent disorder characterized by

intestinal inflammation.
- IBD patients have a higher risk of developing colorectal cancer (CRC).

- Intestinal microbiota is presumed to play a large role in IBD and CRC pathogenesis.
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- Intestinal microbiota could contribute IBD-related CRC.
Colorectal cancer

Objectives
The aim of this review is to describe the role of intestinal microbiota in IBD-related CRC Inflammatory bowel disease
and to present molecular mechanisms whereby microbiota could drive carcinogenesis. (IBD) (CRC)
k / Figure 1. Factors involved in IBD-related CRC progression.
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\Figure 2. On the left, most frequent variations in intestinal microbiota of IBD and CRC patients; on the right, shared microbial pattern between IBD and CRC. j \Figure 3. Increased/decreased bacterial species in IBD and their role in colitis and tumorigenesis T TTTTTTTTTTTTTomeees ' J
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\ Figure 4. ETBF induced mechanisms involved in colitis and tumorigenesis initiation Figure 5. F. nucleatum role in tumorigenesis. IkB: inhibitor of kB; IKK: IkB kinase. Adapted from Yang Y, et al. Figure 6. AIEC role in colitis chronification and its contribution to tumorigenesis initiation
i ) SPECTIVES \
- Monitoring IBD patients microbiota could help us understand the role of microbiota in IBD-related CRC,
- IBD patients have a protumoral microbial pattern that brings CRC susceptibility. especially in those patients who develop CRC.
: : ] : . ] - Pathobionts could be potential prognosis markers and therapeutic targets in both IBD and CRC.
- Microbiota seems to contribute IBD-derived CRC, but it may not play the main role. \_ P Pros P 5 W
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