
Deferiprone

Cat. No.: HY-B0568

CAS No.: 30652-11-0

Molecular Formula: C7H9NO2

Molecular Weight: 139.15

Target: HCV; Ferroptosis; Apoptosis; COX

Pathway: Anti-infection; Apoptosis; Immunology/Inflammation

Storage: Powder -20°C 3 years
4°C 2 years

In solvent -80°C 6 months
-20°C 1 month

SOLVENT & SOLUBILITY

In Vitro DMSO : 7.14 mg/mL (51.31 mM; Need ultrasonic)
H2O : 3.33 mg/mL (23.93 mM; Need ultrasonic)

Concentration

Solvent
Mass

1 mg 5 mg 10 mg

1 mM 7.1865 mL 35.9324 mL 71.8649 mL

5 mM 1.4373 mL 7.1865 mL 14.3730 mL

Preparing 
Stock Solutions

10 mM 0.7186 mL 3.5932 mL 7.1865 mL

Please refer to the solubility information to select the appropriate solvent.

In Vivo Add each solvent one by one:  PBS
Solubility: 10 mg/mL (71.86 mM); Clear solution; Need ultrasonic

1. 

Add each solvent one by one:  10% DMSO  >>  40% PEG300  >>  5% Tween-80  >>  45% saline
Solubility: ≥ 0.71 mg/mL (5.10 mM); Clear solution

2. 

Add each solvent one by one:  10% DMSO  >>  90% (20% SBE-β-CD in saline)
Solubility: ≥ 0.71 mg/mL (5.10 mM); Clear solution

3. 

Add each solvent one by one:  10% DMSO  >>  90% corn oil
Solubility: ≥ 0.71 mg/mL (5.10 mM); Clear solution

4. 

BIOLOGICAL ACTIVITY

Description Deferiprone is a potent, orally active, brain-penetrant, cell-penetrant, skin-permeable, free iron chelating agent. Deferiprone 
inhibits the proliferation and migration, and stimulates apoptosis in tumor cell. Deferiprone has antianemic, 
neuroprotective, anti-inflammatory, antioxidant, and antidotal activity. Deferiprone can be used in cancer, cardiovascular 
disease, infection, inflammation, and neurological disease study[1][2][3][4][5][6][7][8].
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In Vitro Deferiprone (66-660 μM, 48-96 h) has a significant inhibitory effect on proliferation in TRAMP-C2, Myc-CaP, and 22rv1 cells[1]. 
Deferiprone (100 μM, up to 192 h) inhibits cell migration in TRAMP-C2, Myc-CaP, and 22rv1 cells[1]. 
Deferiprone (100 μM, 24 h) reduces the expression and activity of m-Acon in TRAMP-C2, Myc-CaP, and 22rv1 cells[1]. 
Deferiprone (up to 1μM, 0.5-24 h) decreases the free iron in thalassemic red blood cells[2]. 
Deferiprone (10 mins) inhibits human platelet aggregation stimulated by AA and ADP and epinephrine and collagen, with the 
IC50 values of 0.24, 0.25, 3.36 and 3.73 mM, respectively[3].  
Deferiprone (0.1-3.2 μM, 5 mins) inhibits COX-1 activity with the IC50 value of 0.33 μM[3].  
Deferiprone (4 mM, 5 mins) preventes ADP-induced formation of cAMP[3]. 
Deferiprone (156.25 μg/mL, 24 h) enhances survival rate and reduces LDH Levels and displays normal cell morphology in 
aged Fibroblasts[4]. 
Deferiprone (25μM, 6 h) amplifies the antibacterial activity of conventional antibiotics against S. epidermidis[5].
MCE has not independently confirmed the accuracy of these methods. They are for reference only.

Cell Viability Assay[1]

Cell Line: TRAMP-C2, Myc-CaP, and 22rv1 cells

Concentration: 0, 16, 30, 66, 100, 160, 300, 660 μM

Incubation Time: 48 h, 72 h

Result: Showed a cytostatic effect in three cell lines with an IC50 and IC90 values of about 50 and 
100 μM, respectively.

Cell Migration Assay [1]

Cell Line: TRAMP-C2, Myc-CaP, and 22rv1 cells

Concentration: 100 μM

Incubation Time: 0 to 30 h for TRAMP-C2, and Myc-CaP; 0 to 192 h for 22rv1

Result: Inhibited cell migration starting at different time points for each cell line, ranging from 12 
h in TRAMP-C2 cell to 48 h in 22rv1 cells, and 30 h in Myc-CaP cells.

Western Blot Analysis[1]

Cell Line: TRAMP-C2, Myc-CaP, and 22rv1 cells

Concentration: 100 μM

Incubation Time: 24 h

Result: Reduced the expression of m-Acon, by 2-fold in Myc-CaP and 22 rv1 cells and decreased by 
79% in TRAMP-C2 cells.

Deferiprone (100 mg/kg/daily for i.g., 4 weeks) has a neuroprotective effect in the rTg(tauP301L)4510 mouse model of 
tauopathy[6]. 
Deferiprone (50-200 mg/kg/daily for p.o., 5-10 day) reduces the nephrotoxicity in Cisplatin (HY-17394)-induced rat acute 
renal failure[7]. 
Deferiprone (13.82, 27.64 mg/kg/d for i.g., 4 weeks) exhibits anti- apoptosis and neuroprotective activity in rat Alzheimer’s 
disease model[8].
MCE has not independently confirmed the accuracy of these methods. They are for reference only.

Animal Model: The rTg(tauP301L)4510 mouse model of tauopathy[6].

Dosage: 100 mg/kg/daily, 4 weeks

In Vivo
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Administration: Intragastric administration (i.g.)

Result: Improved Y-maze and open field performance, and decreased 28% iron levels in brain, and 
reduced AT8-labeled p-tau within the hippocampus in transgenic tau mice.

Animal Model: Cisplatin(HY-17394)-induced rat acute renal failure model [7]

Dosage: 50, 100, 200 mg/kg, 5-10 day

Administration: Oral administration

Result: Reduced the creatinine, BUN, malondialdehyde, iron concentrations, and the amounts of 
TfR, and indreased the levels of HIF-1a and related anti-apoptotic genes expression in 
Cisplatin (HY-17394)-injected animals.

Animal Model: Aluminium-linked apoptosis in rat hippocampus model (Alzheimer’s disease model) [8]

Dosage: 13.82, 27.64 mg/kg/d, 4 week

Administration: Intragastric administration lasting 6 days with 1 day interval per week

Result: Decreased the apoptosis and the expression of Caspase-3 and Bax, and increased the 
expression of Bcl-2 in Aluminium-linked apoptosis in rat hippocampus.

CUSTOMER VALIDATION

See more customer validations on www.MedChemExpress.com
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Caution: Product has not been fully validated for medical applications. For research use only.
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