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Research progress on the influence of prenatal exposure to per- and polyfluoroalkyl substances
and offspring physical growth
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[Abstract] Exposure to per- and polyfuloroalkyl substances( PFASs) during pregnancy may pose hazards to fetuses at the sensitive
early stage of life, impacting intrauterine and postnatal growth and development. By reviewing existing domestic and international
studies, the article summarizes the internal exposure levels of PFASs in pregnant women from different countries and regions, and

clarifies the impact of prenatal PFASs exposure on the growth and development of offspring and potential biological mechanisms, so

as to provide a basis for subsequent cohort studies and the formulation of protective policies.
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