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Atherosclerosis is a common cardiovascular metabolic disease, and its main complications, myocardial

infarction and ischemic stroke, have become the first cause of death in the world. The formation of foam cells plays a key

role in the development and progression of atherosclerosis.

The production of these cells is closely related to intracellular

lipid accumulation.  Adipose differentiation-related protein ( PLIN2) can promote intracellular lipid accumulation.  This

article mainly discusses the effect of PLIN2 on lipid accumulation in the formation of foam cells, providing new ideas for the

prevention and treatment of atherosclerosis.
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Fik, FATHIBTSE I, ox-LDL 40 B AY I 40 fifg v
PPARy LA J PLIN2 fi% 358 £ e [E) 0 i 4 185 o, 441 i
AU T & H BB ( extracellular regulated protein
kinase, ERK1/2) & & A BE R AL, i 4% 57 1 1Y
ERK1/2 1)1 71 b 38 40 Jfd J= 25 90 il ox-LDL 353 119
PPARy J PLIN2 [k, ERK1/2 155 i #% 2 3%
1% PPAR-y, fF 1M 384 im0 il JF R B o1 9 PLIN2 (1) 3%
B LA UR B AERSN i 1,25 (0H) , D,
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S RNIORE 9 Wi NS e e O W i T e e B 1 BN P S
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Figure 1. The role of PLIN2 in intracellular lipid accumulation
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