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Atiology and Therapy Lipomobilisation Syndrome in Cows
Soon-Wuk Jeong
College of Veterinary Medicine, Seoul National University

Abstract
A brief description of the complex aetiopathogenesis of the lipomobilisation syndrome of cows is
followed by an account of currently known approaches available for treatment of this multifactorial
production disease. The principle of prophylaxis rather than curative treatment is absolutely valid
for cases of lipomobilisation syndrome, since the demand has to be stressed for avoidance of exces-
sive fat generation through feeding of high performance cows during dry periods and lactation, as
well as for prevention of all kinds of peripartal stressors.
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