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MITOCHONDRIAL UNCOUPLING PROTEINS : RESPONSIBLE FOR HEAT PRODUCTION

Zhao Xingho™ Li Ning' Wu Changxin*
( * Department of Animal Science and technology , China Agricultural University , Beijing 100094 ;
+ National Laboratories for Agrobiotechnology , China Agricultural University , Beifing 100094)

Abstract Uncoupling proteins( UCPs) are mitochondrial membrane transporters involved in themogenesis. Metabolized
energy is converted into heat by uncoupling of the oxidation and phosphorylation on respiration chain from ATP synthesis.
UCPs affect body weight gain (obesity), resting metabolic rates and feed intake, which are all involved in energy bal-

ance. In this paper, the research development, structures and functions of UCPs are reviewed.
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