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Microplastics are of particular interest in ecotoxicology because they can interfere with organic substances like pesticides or pharmaceuticals, modulate their toxicity and in addition,
mechanically affect exposed organisms. Whereas in the past, most of the studies on microplastics have focused on the marine environment, there is still little knowledge about

possible impacts on freshwater ecosystems.

The aim of this study is to examine whether polystyrene (PS) microparticles (cryogenically milled granules, fractionated to < 100 ym) in combination with different organic pesticides
(methiocarb, thiacloprid) influence health parameters in the giant ramshorn snail (Marisa cornuarietis) and larvae of the midge Chironomus riparius. As endpoints of toxicity, oxidative
stress (lipid peroxides, superoxide dismutase), proteotoxicity (stress protein level hsp70), neurotoxicity (inhibition of acetylcholinesterase), tissue integrity and mortality rates were

studied.
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» Methiocarb (> 1 mg/L) inhibits carboxylesterases » Thiacloprid increases mortality of C. riparius

» Methiocarb causes effects on hepatopancreatic tissue
m) PS particles (150,000 P./L) reduce the toxicity of thiacloprid v/
» PS particles do not modulate the toxicity of methiocarb x

Lipid peroxidation No effect Acetylcholinesterase No effect
Superoxide dismutase No effect Carboxylesterase No effect
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