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Roles of arachidonic acid, docosahexaenoic acid and eicosapentaenoic acid
in inflammation

LIU Ze-Shen', JIANG Yue'", CHEN Feng’

(1. Runke Bioengineering (Fujian) Co., Ltd., Zhangzhou 363500, China; 2. College of Engineering,
Peking University, Beijing 100871, China)

ABSTRACT: Cardiovascular disease, cancer, diabetes, neurological diseases and autoimmune disease are major
threat to human health and long life, and a large amount of medical resources are consumed on the treatment of these
diseases. In fact, the progression of these diseases is pointed out to be accompanied by inflammatory response, and
inflammation is regarded as pathological basis of many diseases. Normally inflammation itself is a defensive reaction
of body, but excessive inflammatory response and chronic inflammation can damage organ homeostasis. On the other
side, regulation and control of inflammation can be mediated by inflammatory mediators. It is indicated that
derivatives of long-chain polyunsaturated fatty acids (LC-PUFAs), such as arachidonic acid (AA), docosahexaenoic
acid (DHA) and eicosapentaenoic acid (EPA), are important regulatory mediators. The results show that eicosanoids
synthesised from AA play both effects of pro-inflammatory and anti-inflammatory, while resolvins and protectins

synthesized from DHA and EPA can inhibit inflammatory response through interfering with certain signaling pathway
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in inflammatory cells. This article summarized the roles of AA, DHA and EPA in inflammatory reactions from the
relationship between inflammation and disease, the derivatives of LC-PUFAs and pro-inflammatory and
anti-inflammatory mechanism, etc.
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