
Amiodarone hydrochloride

Cat. No.: HY-14188

CAS No.: 19774-82-4

Molecular Formula: C₂₅H₃₀ClI₂NO₃

Molecular Weight: 681.77

Target: Potassium Channel; Autophagy

Pathway: Membrane Transporter/Ion Channel; Autophagy

Storage: 4°C, sealed storage, away from moisture and light
* In solvent : -80°C, 6 months; -20°C, 1 month (sealed storage, away from moisture 
and light)

SOLVENT & SOLUBILITY

In Vitro DMSO : 24.5 mg/mL (35.94 mM; Need ultrasonic and warming)

Concentration

Solvent
Mass

1 mg 5 mg 10 mg

1 mM 1.4668 mL 7.3339 mL 14.6677 mL

5 mM 0.2934 mL 1.4668 mL 2.9335 mL

Preparing 
Stock Solutions

10 mM 0.1467 mL 0.7334 mL 1.4668 mL

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

In Vivo Add each solvent one by one:  10% DMSO  >>  40% PEG300  >>  5% Tween-80  >>  45% saline
Solubility: ≥ 2.5 mg/mL (3.67 mM); Clear solution

1. 

Add each solvent one by one:  10% DMSO  >>  90% (20% SBE-β-CD in saline)
Solubility: ≥ 2.5 mg/mL (3.67 mM); Clear solution

2. 

Add each solvent one by one:  10% DMSO  >>  90% corn oil
Solubility: ≥ 2.5 mg/mL (3.67 mM); Clear solution

3. 

BIOLOGICAL ACTIVITY

Description Amiodarone hydrochloride, a benzofuran-based Class III antiarrhythmic agent, inhibits WT outwardIhERG tails with an IC50 
of -45 nM[1]. Amiodarone hydrochloride induces cell proliferation and myofibroblast differentiation via ERK1/2 and p38 
MAPK signaling in fibroblasts[2]. Amiodarone hydrochloride can be used in the research of both supraventricular and 
ventricular arrhythmias[1].

Amiodarone blocks inward IhERG tails in a high K+ external solution ([K+]e) of 94 mM with an IC50 of 117.8 nM[1].  
?Amiodarone (1 μM) blocks inwardIhERG by 68.8±6.1%, with concentration response data yielding IC50 and h values of 
765.5±287.8 nM and 0.9±0.4 for T623A hERG[1].  

In Vitro
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?Amiodarone (1 μM) blocks inward IhERG with an IC50 and h values of 979.2±84.3 nM and 1.1±0.1 for S624A hERG[1].  
?Amiodarone (1-6?μg/mL) induces human embryonic lung fibroblasts (HELFs) cell proliferation and PD98059 or SB203580 
suppresses this effect[2]. 
?Amiodarone (1-6?ug/mL) does not induces HELFs cell apoptosis. Amiodarone (over 15?ug/mL) induces cell apoptosis[2]. 
?Amiodarone (1, 3 and 6?μg/mL;24?hours) induces α-SMA and vimentin mRNA and protein expression accompanied by 
increased phosphorylation of ERK1/2 and p38 MAPK[2].
MCE has not independently confirmed the accuracy of these methods. They are for reference only.

Cell Proliferation Assay[2]

Cell Line: HELFs

Concentration: 1, 3 and 6 μg/mL

Incubation Time: 24 hours

Result: Increased HELFs proliferation compared with the control group.

Western Blot Analysis[2]

Cell Line: HELFs

Concentration: 1, 3 and 6 μg/mL

Incubation Time: 24 hours

Result: α-SMA and vimentin were increased significantly in a dose-dependent manner.

RT-PCR[2]

Cell Line: HELFs

Concentration: 1, 3 and 6 μg/mL

Incubation Time: 24 hours

Result: Induced an increase of α-SMA and vimentin mRNA expression.

In Vivo Amiodarone hydrochloride can be used in animal modeling to construct animal models of pulmonary fibrosis. 
 
Long-term Amiodarone (90, and 180 mg/kg/day) treatment induces a dose-dependent remodeling of ion-channel expression 
that is correlated with the cardiac electrophysiologic effects of Amiodarone[3].
MCE has not independently confirmed the accuracy of these methods. They are for reference only.

Animal Model: Ten-week-old male C57BL/6 mice[3]

Dosage: 30, 90, and 180 mg/kg/day

Administration: Treated orally; for 6 weeks

Result: Mice treated with 90 and 180 mg/kg/day had decreased body and heart weights, although 
their heart weight-to-body weight ratios were not significantly different from sham.  
6-week treatment induced a decrease in plasma triiodothyronine and an increase in 
reverse triiodothyronine. This effect reached significance for the 90 and 180 but not for the 
30 mg/kg/day dose groups.
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CUSTOMER VALIDATION

See more customer validations on www.MedChemExpress.com
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