
Gisadenafil besylate

Cat. No.: HY-108619

CAS No.: 334827-98-4

Molecular Formula: C₂₉H₃₉N₇O₈S₂

Molecular Weight: 677.79

Target: Phosphodiesterase (PDE)

Pathway: Metabolic Enzyme/Protease

Storage: 4°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 (147.54 mM; Need ultrasonic)
H2O : 3.33 mg/mL (4.91 mM; ultrasonic and warming and heat to 60°C)

Concentration

Solvent
Mass

1 mg 5 mg 10 mg

1 mM 1.4754 mL 7.3769 mL 14.7538 mL

5 mM 0.2951 mL 1.4754 mL 2.9508 mL

Preparing 
Stock Solutions

10 mM 0.1475 mL 0.7377 mL 1.4754 mL

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

BIOLOGICAL ACTIVITY

Description Gisadenafil besylate (UK 369003-26) is a specific, orally active phosphodiesterase 5 (PDE5) inhibitor with an IC50 of 3.6 nM 
and prevents degradation of cyclic guanosine monophosphate (cGMP)[1].

IC₅₀ & Target PDE5A
3.6 nM (IC50)

PDE1A
9.1 μM (IC50)

In Vitro Since some PDE5 inhibitors can also interact with PDE1 isotypes found within the cerebral vasculature, the specificity of 
Gisadenafil for PDE5 is confirmed. This is directly tested with recombinant PDE5A and PDE1A overexpressed in COS-7 cells. 
The IC50 of Gisadenafil for PDE5A is 3.6 nM. In contrast, the IC50 of Gisadenafil for PDE1A is 9.1 μM, an approximately 2500-
fold difference in specificity[1].
MCE has not independently confirmed the accuracy of these methods. They are for reference only.

Gisadenafil (2 mg/kg; intraperitoneal injection; for 2 hours; male Tat-transgenic mice) treatment largely restores the normal 
increase in cortical flow following hypercapnia in Tat-tg mice (17.5% above baseline). Gisadenafil also restores the dilation 
of small (<25 μm) arterioles following hypercapnia, although it fails to restore full dilation of larger (>25 μm) vessels[1].
MCE has not independently confirmed the accuracy of these methods. They are for reference only.
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Animal Model: Male Tat-transgenic (Tat-tg) mice (8 weeks old) exposed to hypercapnia[1]

Dosage: 2 mg/kg

Administration: Intraperitoneal injection; for 2 hours

Result: Largely restored the normal increase in cortical flow following hypercapnia in Tat-tg mice 
(17.5% above baseline). Also restored the dilation of small (<25 μm) arterioles following 
hypercapnia.
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Caution: Product has not been fully validated for medical applications. For research use only.
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