Serum microRNA Profiling Yields Mechanistic Insight into a Residential Cohort with
Environmental Liver Disease
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ABSTRACT

Table 2. Relationships between the differentially regulated highly-expressed serum miRNAs and liver disease categories (vs.
without liver disease) as well as serum keratin 18 in a residential cohort with elevated exposure to polychlorinated biphenyls
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Table 5. Associations between non-estrogenic polychlorinated biphenyls (whole weight) and differentially regulated and
highly-expressed microRNAs in ACHS-I| (n=738)
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Figure 3. IPA network analysis of the highly-expressed serum microRNAs associated with serum PCB congeners in ACHS-I.
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Discussion: The miR results broadly support the liver disease categorization procedures
using K18, which demonstrated an exceptionally high liver disease prevalence in ACHS-1
(60.2%, PMID:29684222), but lacked histologic confirmation. Necrotic and apoptotic liver

miR-199a-5p, miR-221-3p, miR-27b-3p, miR-
29a-3p, miR-30c-5p

miR-99a-5p, miR-130a-3p, miR-15b-5p, miR-
199a-5p, miR-221-3p, miR-27b-3p

P53 was central to the networks enriched by the miRs associated with the
necrotic liver disease category, continuous K 18 (not shown), and PCB
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