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[ ABSTRACT ]

of cholesterol in the body caused by metabolic disorder can lead to hepatic steatosis and hypercholesterolemia, which is

arteriosclerosis;  hypercholesterolemia; lipid metabolism; lipid homeostasis; secretion and efflux
Cholesterol homeostasis is critical for proper cellular function in the organism.  Abnormal accumulation
closely correlated to cardiac cerebrovascular disease such as arteriosclerosis.  The liver plays a key role in maintaining
cholesterol homeostasis through regulating its uptake, biosynthesis, conversion, and efflux. ~ This paper reviews the pro-

gress in the regulation of cholesterol metabolic homeostasis by the liver.
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Figure 1. Regulation of cholesterol metabolic

homeostasis by the liver
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Cl-like 1,NPCILL) , AT i34 MM JIE - rp W i i
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element-binding proteins, SREBP ) %) 3% P4 IR 25k 8 455
JHENEAT LDLR (5% sk 3635, bk, V5 iz i B2
AR B NG 2 1 A2 MR 5 B I i T BB B TR IDE X 22
TREE SO, T2 R AL LDLR i HoAE v g A rp 2
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Figure 2. SREBP pathway regulates hepatic

cholesterol synthesis
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4.2 BFRAERE E &2 S HE
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AN U AN ISR e @ S RO ENTA NP B W 7 € R34
B B9 2 i BFAE I 3 VLDL 324K 5% LDL =2 1A 4%
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