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[ Abstract)

ed with chronic low-grade inflammation that negatively impacts insulin sensitivity. High-fat diet can increase

Inflammation provides a link between obesity and insulin resistance. Obesity is associat-

the inflammation pathway nuclear factor-xB, which leads to a sustained elevation in level of the noncanonical
inhibitor of nuclear factor kB kinase (IKK) ¢ in liver and adipose tissues. Emerging evidence suggests that
IKKe plays a very important role in energy balance. IKKe knockout or the inhibitor of IKKge can elevate en-
ergy expenditure, lose weight, relieve the disorders of metabolism through different mechanisms. Thus,
IKKeg is a crucial kinase in metabolism and may represent an attractive therapeutic target for obesity and met-
abolic diseases.
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