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[ABSTRACT] Aim Iltwas presumed that Chronic orally organophosphomus msecticide may consume PON1 and re-
sult in development of atherosclerosis ~ The am of the present study was to explore whether chronic orally organophospho-
rus insecticide trichlorfon has a sin ilar or aggravating atherogen ic effect of hyperlipidic diet and analyze the possible m echa-
nism s M ethods 32 healthy male Newv Zealand rabbits were divided randan ly mto 4 groups w ith 8 rabbits n each
group  They were fed a standard nom al chow, nomal chow plus trichlorfon 18 mg/( kg® d)., the hyperlpidic (50 g/d)
chow which containing 1% cholesterol and 7 5% yok powder and 8% lard and trichlorfon plus hyperlipidic chow respec-
tively A fter 70 days rabbites were sacrificed the function parameters of both biochem istry and pathohistology in isola-
ted vesseles and blood were analyzed Results The tream ent of trichlorfon and hyperlpidic diet resulted m a signifr
cant mhbition of the ACh-induced endothelim -dependent relaxation responseg but did not m sod im nitroprusside mduced
endothelum - independent relaxation in isolated aortic rings fran rabbits a significant decrease of activity of both paraoxo-
nase and superoxide dismutase and a significant ncrease of concentration ofm alondialdehvde n sera ~ An activity of cho-
Inesterase wasm arked ly decreased n the alone trichlorfon treated group butwas sign ificantly mcreased i hyperlipidic diet
group  Hyperlpidic diet resulted i pathologic changes of atherosclerosis exan ned by lightm icroscopy including that the
vascu lar intina becan emore rough and thicker than nomal a lot of lipid foan cellsm igrated to regions under intina inter
val and smooth muscle cells were arranged i more disorder than nom al group trichlorfon alone did not but aggravated
significantly those changes nduced by hyperlipidic diet Conclusion A long tme orally trichlorfon could result n n-
juries of vascular endothelial function and accelerate atherogenic effects of hyperlipidic diet Them echanisn may be related

to the decrease of PON1 activity in sera and oxidative stress reaction induced by trichlorfon
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