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There is growing recognition of the importance of inflammation in initiating the sequence of
events leading to liver injury. Following an insult of any etiology, the liver develops a localized
inflammatory response, which serves to destroy, dilute or wall off the injurious agent and the
injured tissue. If the insult persists or the inflammatory response remains uncontrolled or is not
properly resolved, this response becomes chronic and ultimately leads to the formation of tissue
scar, fibrosis and eventually cirrhosis. Among the different mediators involved in inflammation
and liver injury, those derived from the omega-6-polyunsaturated fatty acid arachidonic acid are
the best characterized. This family of pro-inflammatory lipid mediators include classical
eicosanoids such as prostaglandins and leukotrienes, as well as other more recently described
molecules. On the other hand, a novel family of lipid mediators derived from the omega-3 fatty
acids docosahexanoic and eicosapentaenoic acids has been recently identified and characterized.
These lipid mediators are designated resolvins, protectins and maresins, carry potent anti-
inflammatory and pro-resolving properties, work as endogenous “stop signals” and promote the
resolution of inflammation. This seminar will review the most relevant findings on the role of
bioactive lipid mediators in the pathogenesis of hepatic inflammation and fibrosis and will also
uncover novel functions of these mediators in the regulation of hepatic steatosis. The seminar will
also provide new views on the role of endogenously-generated omega-3 fatty acid-derived lipid
mediators in nonalcoholic fatty liver disease (NAFLD) and in controlling obesity-related
unremitting inflammation in the visceral adipose tissue, which has a direct impact on insulin-
sensitive tissues such as the liver.
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