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Recearch progress on sterol regulatory element-binding proteins inhibitors
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Abstract: Sterol regulatory element-binding proteins (SREBP) is an important regulator of lipid biosynthesis, which participates in the
synthesis of fatty acids and cholesterol, and regulates the gene expression of several key lipid synthesis enzymes. SREBP inhibitors
inhibit the activity of SREBP by inhibiting the synthesis, shearing, and transport of SREBP, thus reducing the level of lipid synthesis to
prevent the growth of tumors. SREBP inhibitors mainly include synthetic drugs of small molecular structures (PF-429242, fatustatin,
etc.) and natural medicine of small molecular structures (betulinol, ganoderic acid, emodin, etc.), which inhibit SREBP by acting on
different targets and inhibit lipid synthesis.

Key words: sterol regulatory element-binding proteins; SREBP inhibitor; lipid metabolism; tumor

AR R 4R A BETE . b A7
FT R V535 IRy R 7 T84 e A 2,
W TR IR RR K 5 & 2 5 7 2 e 2k
W IR ZU AR . LB SR R AR
J&, PRI, BRAIE TR R B2 & s mT LA Rt ]
FRRAn s RGPS A 8 (SREBP)
FE MR ) EE B PR T, RS G 2 i A [
AR AR T IR 5 T T B 2 (], RENE R T 4k

i HER: 2019-03-27

AR g R S T 7 ik R Ak, kT R
K. WHESEBARAREH. Fitk, #f SREBP
(3 M RE R TE — e FEFE b5 g (1 26 K o

SREBP & R4 & B AURE - ¥ - 1RE -
AW (bHLH-Zip) JEFErEsH 7B, wals)
Yirh 3 M SREBP ZEH: SREBP-1 [P FhilAY
(SREBP-1a f1 SREBP-1¢) = Z i~ i R 1441«
SREBP-2 = %1 % i [ i 14 4%, SREBPs £

HEeWB: T RmRIEARNL S LIRS I (3332018117); o [ 22 2Rl 52 5 15 22 S5 {g B R 613 LF25 H (2016-12M-3-022 11

2017-12M-3-019)

TEEENY: £ 8 (1993, 4, Wid, FEGFFRITFNEYNTFER. E-mail: choihakl32@163.com
*BIEMEE e (1975—), #i%, LA, E-mail: liyiliang75@163.com



AR 3 4 5t A Drugs & Clinic

FE3UE £l 201948 H « 2561 «

ER L& Hijf5 SREBPs BIVI#IEE H (SCAP) 4§
FEMESE S AR AT /& SREBPs (preSREBPS);
preSREBPs 7 {1 I [&] i sl AT AR 7 R i3 T
WSS RIFESIEE (nsig) RIMTAIER, Wi
iZ BRI . 2 )5 preSREBPs 3@ £7 45 1 2K (1
(S1P) FIfi i 2 AW (S2P) & AUKME M
f O AR T R RE B, BT U0 B B B SREBPs
(MSREBPs), #%% iz % 4 fi i H i ¥ i s R 4% 4
FH . WA 338 2 T I SR £ B SR g 1) 22 PRl s T,
Y M A% N 1Y) SREBP 4 8% J5i & i B -3 (GSK-3)
Wil 1k, SREBP 71 LARSER AL A8 11 77 =\ FBW7
Peig AR, SREBP o4 B/E R W 1.

Nucleus

AEBFZ Sh __» Lipid genes
bHLH
\ SREBFL «— e ., Degradation

ER ___SREBP Golgi ___SREBF
scar@@leoon scapWBIReg) bhLk
(elle) -
Y S2P
insig Lumen s1p

Sterols

1 SREBP HYEIBIERRE
Fig. 1 Physiological pathways of SREBP
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Fig. 2 Chemical structure of PF-429242
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Fig. 4 Chemical structure of BF175
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Fig. 9 Chemical structure of emodin
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