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Effects of copper on membrane per meabil ity and respiration of
mitochondria from broiler hepatocyte

CAO Huahin,SU Rongsheng,L | Heping,GUO Jiarrying,L | Chengme ,TAN G Zhao-xin
(Department of Clinical Veterinary Medicine, College of Veterinary Medicine, South China
Agricultural University , Guangzhou 510642, China)

Abdtract : To further understand the biologic functions of copper in animals, using copper () sulfate
anhydrous as the source of copper ,mitochondrial permeability and respiration were observed af ter incubar
ting the mitochondria which was freshly isolated from broiler hepatocyte with 5,10 and 20y mol/ L of final
concentration copper for 10 min, respectively. The effect of copper on the mitochondrial permeability tran-
sition pore was sgnificant , resulting in swelling of mitochondria to some degree which was manifested by
decrease of absorbance at 540 nm and the absorbance decreased dramatically with increase of copper concen-
tration. After incubating for 6 min, the percentage of absorbance decrease among the above 3 concentra
tionswas significant (P<0.05) . Smilarly, the respiration of mitochondria worn off with increase of copper
concentration, and the values of RCR,P/ O and OPR decreased significantly correspondingly ( P < 0. 05).
The results showed that these changes may represent one of the essential reasons of copper poison in
organi sms.
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