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Studies on the role and mechanism of intestinal damage by
bisphenol pollutants

WANG Ruirui YANG Meiting TANG Zhi ™
(School of Public Health, Key Laboratory of Environmental Medicine, Guangdong Medical University,
Dongguan, 523000, China)

Abstract Bisphenols, as common industrial raw materials, are widely used as additives in many
industries, especially in the production of a number of daily consumer products such as food
packaging, canned foods, toys, plastics, and dental sealants. However, the risk of oral exposure of
human beings to bisphenols is increasing. Since most of the current research on bisphenol pollutants
focuses on the endocrine, nervous, reproductive, and immune systems, there is still a lack of research
on their damaging effects on the digestive system. Therefore, studies on non-estrogen receptor-
mediated impairments of intestinal function are urgently needed to investigate the potential effects on
the pathogenesis of intestinal diseases. This work will critically address the mechanisms linking in
vivo metabolism of bisphenol pollutants to the impairment of intestinal epithelial barrier at
environmental exposure levels. And further focus was placed on elucidating whether bisphenol

pollutants affect the risk of intestinal diseases by perturbing adenosine metabolic signaling and
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triggering intestinal barrier dysfunction as an initiating critical step, which in turn affects the risk of
intestinal diseases.

Keywords bisphenols, adenosine metabolism, intestinal barrier, metabolomics.
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Fig.1 Previous study results of BPA exposure interfering with intestinal purine metabolism
(A) Pathway enrichment analysis of differential metabolites, (B) Microbial correlation analysis of colorectal contents with differential

metabolites
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Fig.4 Circulating metabolism and redistribution of bisphenols in the hepato-intestinal circuit (BPA as an example)
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Fig.6 Schematic diagram of bisphenols interference with A2AR-cAMP-PKA signaling
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