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Significance levels are indicated as "FDR < 0.05, "FDR < 0.01, and *“FDR < 0.001.
Reference Method: A systematic literature search was conducted in Scopus, Web of Science, and PubMed to identify studies evaluating respiratory effects of C on clusion
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Result: The analysis revealed a shift in epithelial cell subtype signatures following PFAS exposure. In both PFOA- and GenX-treated tissues, basal
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