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Research progress of free fatty acid receptor 4 as a potential therapeutic

target for respiratory system diseases”
HU Yunran,ZHOU Lin ,YANG Hui ,GE Weihong*”
(Department of Pharmacy,Nanjing Gulou Hospital ,China Pharmaceutical University/Nanjing
Clinical Medical Center s Nanjing »Jiangsu 210008 ,China)

[Abstract] Free fatty acid receptor 4 (FFAR4),as a member of G protein-coupled receptor family, is
combined with long-chain fatty acids to regulate a variety of pathophysiological processes such as glucose and
lipid metabolism, hormone secretion and inflammation reaction,and is a hot target for the treatment of glucose
and lipid metabolism disorders and immune-mediated diseases. In recent years,a number of domestic and for-
eign researches find that activated FFAR4 regulates a variety of downstream signal pathways to inhibit in-
flammation by recruiting p-arrestin2, mediate the receptor conversion to FFAR4/B-arrestin2 signaling complex
and inhibit the pro-inflammatory signal induced by TILR4 recombinant protein and TNF-a to play the role of
anti-inflammation, which is expected to become a potential research target for the prevention and treatment of
chronic inflammatory diseases of the respiratory system. This review summarizes the structure, function and
signal transduction of FFAR4 and its research status quo in asthma and chronic obstructive pulmonary disease
(COPD) ,in order to reveal the molecular mechanism of FFAR4 regulating airway inflammation and expand a
new field of vision for the treatment of chronic inflammatory diseases of respiratory system.
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