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[Abstract] Cholesterol is an important lipid in the body of mammals and an essential
component of membrane structures. Cholesterol homeostasis is critical for the
maintenance of cellular and body activities, and is mainly regulated by the balance of
de novo cholesterol biosynthesis and the exogenous cholesterol uptake. Aberrantly
regulated cholesterol metabolism promotes tumor cell proliferation ,survival ,invasion and
metastasis,and their adaptability into the tumor microenvironment. Therefore ,targeting

cholesterol biosynthesis and reduction of plasma cholesterol levels and cholesterol
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esterification will provide new strategies for cancer treatment. This review summarizes the
current understanding in cholesterol homeostasis regulation and its function in the occurence

and development of cancer,as well as current metabolism-targeted cancer treatments.
[ Key words ] Cholesterol; Metabolism; Tumor; Therapy; Review
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[FERGIE | 3-7AA-3-F A X =B L BEAH B A i€ R 55 (3-hydroxy-3-methylglutaryl coen-
zyme A reductase, HMGCR); C1 & R Z-IE % 4% & 1(Niemann-Pick type C1 like 1,
NPCIL1); 4&%8 5% @ (low-density lipoprotein, LDL); f&%5 B A5 & & -2 [E] 8% (LDL-
cholesterol,LDL-C) ; % % & B5 % & (high-density lipoprotein, HDL); &% E g% & -2
) 8% (HDL-cholesterol ,HDL-C) ; B % T A% i8 X %4k (scavenger receptor class B type
1,SR-B1); B &A% T4 4% 4 2(sterol-regulatory element binding protein 2,
SREBP2); #% SREBP2(nuclear SREBP2,nSREBP2) ; Bt Ak #585 A . A2 [2) B e Ak 545 B 1
(acyl-coenzyme A :cholesterolacyltransferase 1,ACAT-1); & & & ¥ B F %4k (epidermal
growth factor receptor, EGFR) ; % g Bt WUEZ 3-8 B4 (phosphoinositide 3-kinase , PI3K) ; &
& % B(protein kinase B, Akt) ; At X 24K (liver X receptor, LXR) ; 7] % & #:1LEE4E
AT & G B /kexin 9 2 (proprotein convertase subtilisin/kexin type 9, PCSK9) ; A2 E] B2
fig 34312 %% & (cholesteryl ester transfer protein, CETP);CCAAT/¥§ 2T 4 &% AR kR%&
& (CCAAT/enhancer-binding protein homologous protein, CHOP) ; £ 5L R &AL & & % b

(mitogen-activated protein kinase , MAPK)
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Figure 1 Cholesterol biosynthesis
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Figure 2 Receptor-mediated cholesterol uptake
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