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Perinatal exposure to low-dose environmental chemicals, including dioxin,
bisphenol A, and inorganic arsenic, has been shown to induce abnormalities in higher brain function
(learning, memory, emotion, and sociality) in humans and laboratory animals.

In the present study, we showed that abnormalities in micro-morphology of neurons (dendrite length
and complexity, spine density and so on), as well as abnormal ?ene expression in some cases, were
present at the developing stage of exposed animals, and that ultrasonic vocalization behavior could
be a novel toxicity endpoint of brain function of mouse neonates.
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