
Product Name: Hemin chloride
Cat. No.: GC14591

Chemical Properties

Cas. No. 16009-13-5

Chemical
Name

(SP-5-13)-chloro[7,12-diethenyl-3,8,13,17-tetramethyl-21H,23H-porphine-2,8-dipropano
ato(4-)-κN21, κN22, κN23, κN24]-ferrate(2-), dihydrogen

SMILES [O-]C(CCC1=C(C=C2[N]3=C4C(C)=C2CCC([O-])=O)[N-]([Fe+3]35([Cl-])[N]6=C7C=C(C
(C=C)=C8C)[N-]5C8=C4)C(C=C6C(C=C)=C7C)=C1C)=O.[H+].[H+]

Formula C34H30ClFeN4O4 • 2H M.Wt 652

Solubility 17.33 mg/mL in DMSO,2.5 mg/mL in
NH4OH,0.1 mg/mL in Water

Storage 4°C, protect from light, stored under
nitrogen

General
tips

For obtaining a higher solubility , please warm the tube at 37 ℃ and shake it in the
ultrasonic bath for a while.Stock solution can be stored below -20℃ for several months.

Shipping
Condition

Evaluation sample solution : ship with blue ice All other available size: ship with RT , or
blue ice upon request.

Structure

Protocol

Cell experiment [1]:
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Cell lines Bovine aortic endothelial cells (BAECs)

Preparation
Method

BAECs were cultured in DMEM medium, supplemented with 10% fetal bovine
serum (FBS), 4mM L-glutamine, and 1% penicillin/streptomycin at 37°C in an
incubator with 5% CO2. Cells were seeded in a 96-well plate at a density of

1×104 cells/well overnight. Cells were treated with different concentrations of
Hemin chloride (10, 20, 30, 40, and 50μM) for 24h, and the cell viability was
measured.

Reaction
Conditions

10, 20, 30, 40, and 50μM; 24h

Applications
Hemin chloride treatment reduced the cell viability of BAECs in a dose-
dependent manner.

Animal experiment [2]:

Animal models Male CD-1 mice

Preparation
Method

Male CD-1 mice (6 weeks old; 30-40g) were housed at 18°C-23°C of
temperature and 40%-60% of humidity, with a controlled 12 hours light/dark
cycle, and fed standard laboratory mouse chow. Mice received 100µl of 2.5%
TNBS in 50% ethanol intrarectal, and were treated daily with 10mg/kg (i.p.) of
Hemin chloride for 4 days. The mice received only ethanol was used as a
reference. The colon samples of mice were collected for analysis.

Dosage form 10mg/kg/day; 4 days; i.p.
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Applications
Hemin chloride treatment alleviated the TNBS-induced colitis, and mitigated
tissue inflammation in mice.
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Background

Hemin chloride, a substrate of heme oxygenase (HO)-1, induces HO-1 expression on a variety of
cells to exert anti-oxidant and anti-inflammatory roles.

A dramatic reduction of cell-associated M. hyorhinis DNA in a dose-dependent manner, with > 90%
inhibition at 100 µm Hemin chloride. Hemin chloride treatment profoundly inhibited intracellular M.

hyorhinis DNA levels within 10 h to nearly undetectable levels after 48 h[1]. Macrophage exposed to
Hemin chloride exhibits modulation of non-opsonic phagocytosis of aged RBCs, ability to kill bacteria
and secretion of cytokines.Translocation and sequestration of CD36 within the intracellular storage in
the Hemin chloride treated macrophages. It in-turn modulates the global cytokine secretion from
macrophages. CD36 has strong affinity for Hemin chloride with a dissociation constant of 1.26 ±0.24

µM[3]. Hemin chloride treatment decreased cell proliferation to 62.5 %, 51.3 %, and 38.8 % in PA-
TU-8902, BxPC-3 and MiaPaCa-2 cancer cells, respectively. Enhancement of anti-proliferative
effects of statins by Hemin chloride, documented as decreased cell proliferation after 48 h of co-

treatment[5]. The presence of Hemin chloride in irradiated lung cancer cells enhanced the

productivity of initial ROS, resulting in lipid peroxidation and subsequent ferroptosis[6].

In HDM-induced asthmatic mouse model, Hemin chloride-DCEVs inhalation reduced eosinophils
infiltration and mucus secretion in the airway, decreased the levels of IL-4, IL-5, and IL-13 in the lung
and the number of Th2 cells in mediastinal lymph nodes (MLNs), and increased the number of Treg
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cells in MLNs[2]. Hemin chloride-preconditioned mice exhibited preserved renal cell function, and the

tubular injury score at 72h indicated that tubular damage was prevented[4]. When compared with
wild-type littermates, the mortality for SS Cttn+/- mice trended to be lower after Hemin chloride

infusion and these mice exhibited less severe lung injury and less necroptotic cell death[7].
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