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Diet has been shown to shape gut microbes which hold implications for human health, including cancer A rapid literature review was conducted in MEDLINE and grey literature (ex. Google Scholar) using subject Dietary intake plays a crucial role in metabolism, the gut microbiome and
prevention. Preliminary results from a feasibility trial found significant changes in the secondary bile acids, . " ) 10 ) 10 - ] ” " ” . ] - . : - . .
ursodeoxycholic acid (UDCA) and deoxycholic acid (DCA), and a branched-chain fatty acid, isovaleric acid headings and keywords such as, “UDCA,” “DCA,” “IVA,” “bile acids,” and “cancer.” Articles were included if resulting metabolites. For example, Trefflick et al. found a vegan diet with
(IVA), after intermittent fasting (IF) (limiting eating to an 8-hour window per day) for 3 months in a subset of . . . . . . . . . . . ..

patients with stage 0 chronic lymphocytic leukemia/ small lymphocytic lymphoma. It is unknown, however, relevant to the resefa\rch questhn, .avallable in English, orlglna.l research or a literatu re. review. Emphasis was. matching energy levels of an omnivore diet, containing one-quarter the fat
what role these metabolites may play in the cancer process. The aim of this study was to conduct a placed on human trials and no limiter was placed on publication dates. A data extraction sheet was created in content and nearly double the grams of fibre, resulted in notably lower levels
preliminary literature review to support the trial’s findings and answer, “What effect do IF-mediated changes . . . . ] ] ] ) ]

in the gut microbiota associated with the production of metabolites UDCA, DCA, and IVA have on cancer?” EXCG|, informed by the research question, and used to gU|de the data extraction. of total fecal bile acids and secondary bile acids!!. In part|cular, DCA, d cancer

MEDLINE and grey literature (ex. Google Scholar) were searched using a combination of subject headings - . g . .
and keywords such as, “UDCA”, “DCA”, “IVA”, “bile acids” and “cancer.” No literature was found directly Inducer’ was found at a Slgmflca ntly lower fecal concentration in vegan eaters

answering the research question; however, 31 articles were identified as relevant. Pertinent information was compada red to omnivores?!.
extracted using a data extraction form describing the metabolites’ origin, potential cancer crosstalk, and
associations with IF. Understanding the impact of IF on the gut microbiome and the resulting

metabolites may provide new insights into cancer treatment and/or prevention. To our knowledge, this Thirty-one articles were identified that met the inclusion criteria (Table 1). Key findings from the data Recent studies suggest that the effect of IF and feeding patterns on

is the first study to describe and investigate these metabolites together which, based on preliminary research . - ) i . ) .
findings, may be modified by IF and play a potential role in the cancer process. extraction sheet are shown in Table 2. metabolism can be cIoser associated with alterations in the gUt
microbiota'?!314 as observed in Stringer’s preliminary metabolomic findings

® Secondary bile acids (BAs) are products of the gut microbiota (Fig 4):
Background O can directly or indirectly regulate microbial composition®. (Fig. 1-3). Altering the metabolome can influence the cancer process through
a variety of mechanisms, shown in Fig. 5.

O can act as cancer activators or inhibitors, through various
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of all deaths in 2019". O Most are promoters of oxidative stress, inflammation and A — epianiagoiess
e Diet and eating patterns influence cancer incidence and survivorship?. DNA damage®, including DCA which is cancer inducing’. Qg“’e o el @] oo iiess pathwayy Metabolome
® The effectiveness of different dietary pattern depends on individual e Short and branch chain fatty acids are produced by bacterial fermentation?® motabosom ~_ 1 ZZZT;%?:
risk factors Cancer
O E.g. family history, sex, age, gut microbiota profiles and Table 2. Characteristics of ursodeoxycholic acid, deoxycholic acid, and isovaleric acid related to diet and cancer. Apoptosis P (- A Immunity
metabolites3.
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