Developmental exposure to the Parkinson’s disease-associated organochlorine pesticide
dieldrin alters dopamine neurotransmission in a-synuclein pre-formed fibril (PFF)-
e injected mice
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with significance set at p < 0.05. Control groups injected with a-synuclein monomers

_ , Figure 2: FSCV graphs DA concentration over time, with quantified metrics including peak dopamine and velocity.
were included for comparison.



