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In order to develop a method for early detection of colorectal cancer, we have compare the fecal
microbial profile between colorectal cancer patients and healthy adults. Using meta-sequencing
analysis of bacterial 16s rRNA gene prepared from stool samples of 512 colorectal cancer patients and
967 healthy adults, we discovered that there is a statistically significant difference in fecal microbiota
between colorectal cancer patients and healthy adults. Notably, statistical optimization of the
combination of fecal bacteria significantly improved the diagnostic efficiency and predictable value of
colorectal cancer. Interestingly moreover, the diagnostic efficiency is further improved if we
examined men and women separately. We found that some of this difference can be attributed to
sexual difference in gut microbiota.

Among these fecal bacteria, quite a few bacteria are uncultured bacterial strains. Thus, we need to
isolate and culture these uncultured bacteria. Toward this end, we have set up the system to be able
to isolate and culture these uncultured bacteria by using various different culture conditions, such as
different media, oxygen concentration, temperature, nutrition, bile acid concentration, and so on. We
also tried to establish the system to evaluate fecal bacteria which have the potential to promote
colorectal cancer development.  Using these systems, we will try to isolate and evaluate fecal bacteria

involved in colorectal tumorigenesis.
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