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Abstract: Lipid droplet coated proteins (PLINs), also known as Periprotein / Perilipodropin, are a family of
lipid droplet-related proteins participate in the regulation of lipid metabolism with the most content on the surface of
lipid droplets (LDs). PLINs are participate in the biological processes of Lipid droplets formation, decomposition,
and metabolism. Different PLINs have their own specific functions on the surface of lipid droplets, such as tissue
distribution characteristics, subcellular location, and lipid binding characteristics. PLINS is highly expressed in
mitochondria-rich oxidized tissues such as myocardium, mediating the interaction of LDs with mitochondria,
endoplasmic reticulum and other organelles, and is closely related to the occurrence and development of multiple
cardiovascular diseases (CVD). This paper reviews the structure, function and lipid regulation of PLINS, CVD
research and provided references for further researches on PLINS.
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Wi H i = AR EE (adipose tiglyceride lipase, ATGL)
N B H b s B S . LDs fOAC IR — AN 52 2R Y
A, PLIN ZWEHE 5 LDs (O Th e DA C, i H:
S IR N 2 R BOY UG B AR

PLINS JZ 15 LDs A i) 8 2250+, 7E LDs 3R
T LA ORI 40 A, 38 3k 428 61 B 7 1 R i Ty Tk 2
B R 7 HE A B A7 A6 LDs N A JEE 9 I8 0/ 35 1% f .
PLINS 7E fg 1 H 875 B8 7 7K e 1) ik A2 WL I 1

& F PLINS 98795 g Bk i, WA DFI0 R
PLINS 1€ g BT Q3 b e & or & 7 lY; Z )5
BINDESBOLL %'t 5% B, PLINS 3 2 % 15 Jig i 7
R ARPT “BRFEPENII”, PLINS B9 R iA M FA 2 5%
TR0, T B8 2 38 I U A 4R Ak T A A
Z AR PPAR-o Fll/88 d T A6 5 T — S AR ) 24 5l
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il i J05 7K A T %) 35 L DT R T D K A e AR
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