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Abstract: Long chain fatty acids have a wide range of physiological functions in mammals, especially play-
ing an indispensable role in biofilm formation and maintenance of dynamic characteristics. Meanwhile, as
important raw material for producing energy, long chain fatty acids have an extremely important role in
maintaining normal functions of heart and skeletal muscle. Fatty acid transport proteins (FATPs) family is a
group of membrane proteins and expressed in many tissues and organs with active fatty acid metabolism, e. g.
heart, liver, muscle, and small intestine. It has been shown that FATPs play an important role in the uptake
and metabolism regulation of long chain fatty acid. The tissue distribution, structural features, function-ality,
and mechanism of action of FATPS and its relationship with the human disease, etc. are reviewed.
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Table 1 Tissue distribution of mammalian FATP 1~6

Protein Tissue distribution

FATP1 muscle, adipose tissue, heart, brain, pancreas, kidney, lung
FATP2 kidney, liver, small intestine

FATP3 lung, liver, pancreas

FATP4 small intestine, brain, kidney, liver, skin, lung, heart, muscle
FATPS liver

FATP6 heart
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Fig.1 Proposed topology model for FATP1"™
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Fig.2 Different hypotheses of FATPs-mediated free fatty acids uptake™
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Fig.3 A model for cellular fatty acid uptake®
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