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[ Abstract] Obesity is characterized by high blood free fatty acid hyperlipidemia, chronic inflammation and
insulin resistance, chronic inflammatory response of the body, which is induced by FFAs, is an important reason
for insulin resistance in obese state. The critical media is TLR4, by which FFAs influence inflammation and
metabolic pathway.The possible mechanisms of free fatty acids-induced EC insulin resistance include promoting
the transcription of TLR4 gene, inhibiting TLR4 mRNA degradation and inducing TLR4 recruitment into lipid
rafts. It indicates a new research direction by controlling the adverse inflammatory in obese state, which is in order
to the prevention of obesity related inflammatory diseases such as diabetes and ischemic cardiovascular and
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cerebrovascular diseases.
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