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[Abstract] Objective To explore and compare the effects of fenpropathrin intraperitoneal injection or
combined with DA stereotacical injection on dopamine system of mice. Methods Fenpropathrin was injected in-
traperitoneally or combined with the DA stereotactically injected at the striatum of the mouse brain. The behav-
iors features of animals were investigated using pole jumping test and head up test. HLPC was used to detect
the fenpropathrin in the mice brain after fenpropathrin intraperitoneal injection. The immunoreactivity of tyro-
sine hydroxylase in the brains were observed by immunohistochemistry. Results Behavior investigation indica-
ted that both fenpropathrin intraperitoneal injection or combined with the DA stereotactically injection could
decrease the mices activity. Fenpropathrin was dectected in the brain by HPLC. Immunohistochemistry study
suggested that the tyrosine hydroxylase immunoreactivity were decreased in striatum of fenpropathrin com-
bined with the DA group. DAT immunoreactivity were increased in the striatum after fenpropathrin exposure.
Conclusion Fenpropathrin could cross the blood brain barrier, enhanced the toxicity of DA on dopamine sys-
tem.
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