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Fatostatin (125B11), a specific inhibitor of SREBP activation, impairs the activation of SREBP-1 and

SREBP-2. Fatostatin binds to SCAP (SREBP cleavage-activating protein), and inhibits the ER-Golgi

Description
translocation of SREBPs. Fatostatin decreases the transcription of lipogenic genes in cells. Fatostatin
possesses antitumor properties, and lowers hyperglycemia in ob/ob mice[1][2].
Fatostatin (125B11) (0.1-1 pM; 3 days) inhibits the androgen-independent prostate cancer cell proliferation
(IC50=0.1 pM) in an independent of the known IGF1-signaling pathway. Fatostatin inhibits insulin-induced
adipogenesis of 3T3-L1 cells[1].
Fatostatin directly binds SCAP and blocks its ER-to-Golgi transport with IC50 of 2.5 and 10 uM in
In Vitro mammalian cells.
Cell Proliferation Assay[1]
Cell Line: DU-145 cells
Concentration: 0.1, 1 uM
Incubation Time: 3 days
Result: Impaired the IGF1-induced growth at an ICsy of 0.1 uM.
Fatostatin (125B11) (30 mg/kg; 150 mL; i.p. injection; daily for 28 days) reduces adiposity, ameliorated fatty
liver by reducing triglyceride (TG) storage, and lowered hyperglycemia in ob/ob mice[2].
In Vivo Animal Model: Four-to-five-week-old homozygous male obese (ob/ob) mice (C57BL/6J)1

Dosage: 30 mg/kg; 150 mL

Administration: i.p. injection; daily for 28 days

Result: Blocked increases in body weight, blood glucose, and hepatic fat accumulation in

obese ob/ob mice, even under uncontrolled food intake.

Solvent&Solubility

In Vitro:
DMSO : 2 27 mg/mL (91.71 mM)
H,0 : < 0.1 mg/mL (insoluble)

*">" means soluble, but saturation unknown.

Solvent Mass
1mg 5mg 10 mg
Concentration
Preparing 1 mM 3.3966 mL 16.9831 mL 33.9662 mL
Stock Solutions 5 mM 0.6793 mL 3.3966 mL 6.7932 mL
10 mM 0.3397 mL 1.6983 mL 3.3966 mL
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VIR I IR ): 10% DMSO—~40% PEG300 —5% Tween-80 — 45% saline

Solubility: =2.5 mg/mL (8.49 mM); Clear solution

M7 AR 2 2.5 mg/mL (8.49 mM, AN AAN) MIFESIHETR.

P mL AR, L 100 uL 25.0 mg/mL %54 DMSO fif4&-0n%] 400 uL PEG300 ', &5
FR R & mA 50 L Tween-80, JR&IIE]: SASG4EINA 450 pL AEEEER/KEA S 1 mL.

2RI IR 10% DMSO— 90% (20% SBE-B-CD in saline)

Solubility: 2.5 mg/mL (8.49 mM); Suspended solution; Need ultrasonic

W7 FEATERAG 2.5 mg/mL (8.49 mM)IF 50, Sl F T 1 TR s v 4

B mL TAERCAH], B 100 uL 25.0 mg/mL [f97%3% DMSO 4% 900 pL 20% (¥ SBE-B-CD “
HEERAHER T, IREIA .

A KIFI IR R: 10% DMSO  —90% corn oil

Solubility: 2.5 mg/mL (8.49 mM); Suspended solution; Need ultrasonic

W7 FATERAG 2.5 mg/mL (8.49 mM)IF 50, Sl T T I IR AR s 4

PL 1 mL TAER A, HL 100 pL 25.0 mg/mL ()% DMSO f#£&WnE] 900 uL K, WAL,
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