
Amibegron hydrochloride

Cat. No.: HY-103207

CAS No.: 121524-09-2

Molecular Formula: C₂₂H₂₇Cl₂NO₄

Molecular Weight: 440.36

Target: Adrenergic Receptor

Pathway: GPCR/G Protein; Neuronal Signaling

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

SOLVENT & SOLUBILITY

In Vitro DMSO : 100 mg/mL (227.09 mM; Need ultrasonic)

Concentration

Solvent
Mass

1 mg 5 mg 10 mg

1 mM 2.2709 mL 11.3543 mL 22.7087 mL

5 mM 0.4542 mL 2.2709 mL 4.5417 mL

Preparing 
Stock Solutions

10 mM 0.2271 mL 1.1354 mL 2.2709 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 (5.68 mM); Clear solution

1. 

Add each solvent one by one:  10% DMSO  >>  90% (20% SBE-β-CD in saline)
Solubility: ≥ 2.5 mg/mL (5.68 mM); Clear solution

2. 

Add each solvent one by one:  10% DMSO  >>  90% corn oil
Solubility: ≥ 2.5 mg/mL (5.68 mM); Clear solution

3. 

BIOLOGICAL ACTIVITY

Description Amibegron hydrochloride is a selective β3-adrenoceptor agonist, with an EC50 of 3.5 nM for β-adrenoceptor in rat colon; 
Amibegron hydrochloride has anxiolytic and antidepressant activity.

IC₅₀ & Target EC50: 3.5 nM (β-adrenoceptor, from rat colon), 499 nM (β-adrenoceptor, from rat uterus)[1], 1.2 μM (β2-adrenoceptor, from 
cerebellum), 4.6 μM (β1-adrenoceptor1, from cortex)[2]

Amibegron hydrochloride (SR 58611A) is a selective β-adrenoceptor agonist, with an EC50 of 3.5 nM for β-adrenoceptor in rat 
colon, and 499 nM in rat uterus[1]. Amibegron hydrochloride (SR 58611A) shows little effect on β1- and β2-adrenoceptors, 5-
HT uptake, noradrenaline (NA) uptake, and dopamine (DA) uptake from rat brain tissue, with IC50s of 4.6 and 1.2, 0.58, 2.5 

In Vitro
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and 3.2 μM, respectively; exhibits no effect on 5-HT1A, 5-HT2, MAO-A and MAO-B (IC50 > 10 μM)[2].
MCE has not independently confirmed the accuracy of these methods. They are for reference only.

In Vivo Amibegron hydrochloride (SR 58611A, 0.1 to 0.3 mg/kg, i.p.) potentiates the toxicity produced by yohimbine in mice. 
Amibegron hydrochloride (0.6 and 2 mg/kg, i.p.) is also active in the learned helplessness model of antidepressant-like 
activity in rats. However, Amibegron hydrochloride exhibits no effect on the spontaneous locomotor activity of mice at up to 
10 mg/kg and of rats at up tp 30 mg/kg[2]. Amibegron hydrochloride (3 and 10 mg/kg, p.o.) increases the synthesis of 5-HT 
and tryptophan (Trp) levels in several rodent brain areas such as cortex, hippocampus, hypothalamus, striatum. In addition, 
Amibegron hydrochloride (10 mg/kg, p.o.) promotes the release of 5-HT in rat prefrontal cortex. Systemic (3 mg/kg, i.v.) or 
chronic administration of SR58611A (10 mg/kg, p.o.) does not affect the activity of serotonergic neurons in the rat dorsal 
raphe nucleus[3].
MCE has not independently confirmed the accuracy of these methods. They are for reference only.

PROTOCOL

Animal 
Administration [2]

Mice[2] 
This test is performed on groups of 10-20 mice. Amibegron hydrochloride (0.1 to 0.3 mg/kg) or vehicle are administered i.p. 
30 min before the administration of yohimbine. Yohimbine hydrochloride is administered s.c. at a dose of 30 mg/kg always 
at the same time of day, between 1.30 and 3.30 p.m. Lethality is recorded the next morning at 9 a.m[2]. 
Rats[2] 
The rats (n = 10 per group) are treated randomly according to one of the following protocols: the control sample, which 
receives no shock, is given vehicle; experimental animals with inescapable shock are treated daily with vehicle or 
Amibegron hydrochloride (up to 30 mg/kg). Animals are treated orally over 5 consecutive days, i.e. 6 h after shock 
pretreatment on day 1, and then twice per day, a half dose in the morning (30 min before shuttle-box session) and a half 
dose in the afternoon (except on the 5th day). Statistical analysis is performed on themean number of escape failures using 
a two-way analysis of variance followed by Dunnett's test[2]. 
MCE has not independently confirmed the accuracy of these methods. They are for reference only.
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Caution: Product has not been fully validated for medical applications. For research use only.
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