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Abstract

tion. LDs (lipid droplets) are the main neutral lipid storage organelles, but their functions are far more than that.

Organelles contact and collaborate to accomplish the material transfer and signal communica-

LDs can interact with various organelles including the endoplasmic reticulum, mitochondria, peroxisomes, lyso-
somes/vacuoles, and nucleus, to jointly achieve functions such as lipid metabolism, membrane transport, and signal
transduction. In this review, the latest research progress on the contacts and dynamic interactions between LDs and
other intracellular organelles was summarized. The study of interaction mechanism and function between LDs and
intracellular organelles can not only broaden the knowledge of lipid droplet biology, but also can further the under-
standing of the pathogenesis of metabolic diseases.
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Fig.1 Simplified schematic representation of key lipid metabolic intermediates and proteins in yeast S. cerevisiae
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Fig.2 Diagram for organellar interactions between lipid droplets and other organelles
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Fig.3 Schematic diagram of the interaction between lipid droplets and intracellular organelles
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