
Product Name: Carboxy-PTIO, potassium salt
Cat. No.: GC16211

Chemical Properties

Cas. No. 148819-94-7

Chemical
Name

2-(4-carboxyphenyl)-4,5-dihydro-4,4,5,5-tetramethyl-1H-imidazolyl-1-oxy-3-oxide, mono
potassium salt

SMILES CC(C1(C)C)(N(=C(N1[O])C2=CC=C(C([O-])=O)C=C2)=O)C.[K+]

Formula C14H16KN2O4 M.Wt 315.38

Solubility >1.4 mg/ml in DMSO, >3.3 mg/ml in
DMF, >1.6mg/ml in Ethanol

Storage Desiccate at -20°C

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]:

Cell lines A375-S2 cells
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Preparation Method A375-S2 cells were pre-treated with 1400W (200µM) or Carboxy-PTIO
potassium salt (200µM) for 1 h prior to 15µM physalin A treatment for 24 h.

Reaction Conditions200µM; 1 h

Applications
The inhibitor of nitric oxide synthase 1400W and NO scavenger Carboxy-PTIO
potassium salt significantly suppressed the stimulation of NO expression induced
by physalin A treatment.

Animal experiment [2]:

Animal models C57BL/10J mice

Preparation Method

animals was assigned to receive Carboxy-PTIO potassium salt (0.3-1.2 mg/kg;
i.p.) or the same volume of saline at the time of MCA occlusion. The right femoral
artery was cannulated for measuring arterial blood gases,glucose, hematocrit,
and blood pressure before and 45 min after the induction of cerebral ischemia.

Dosage form 0.3-1.2 mg/kg；i.p.

Applications
Mice treated with Carboxy-PTIO potassium salt had dose-specifically reduced
brain infarction, significantly by 27-30%, even when therapy was delayed up to 4
h after the ischemic insult.
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Background

Carboxy-PTIO potassium salt is a nitric oxide (NO) scavenger[1]. Carboxy-PTIO potassium salt can
react stoichiometrically with NO and can be used for EPR detection of NO[2].

In vitro, pretreatment of A375-S2 cells with Carboxy-PTIO potassium salt (200µM) for 1h significantly
inhibited physalin A-stimulated NO expression, reduced procaspase-3 and PARP cleavage, reversed
the decrease in mTOR and p-mTOR levels, and also inhibited in the cells Conversion of LC3 I to LC3
II [3]. Pretreating HUVEC cells with Carboxy-PTIO potassium salt (100µM) for 6 hours significantly
enhanced the inhibitory effect of IL-1β on PGIS [4]. Carboxy-PTIO potassium salt (0.5µM, 1µM)
pretreated MDA-MB-231 cells for 1 hour, which significantly reduced the inhibitory activity of

compounds 3a-f on cells [5].

In vivo, intravenous injection of Carboxy-PTIO potassium salt (0.3-1.2 mg/kg) in mice with cerebral
ischemic injury resulted in a dose-dependent reduction in the incidence of cerebral infarction by 27%
even when treatment was delayed for up to 4 hours. -30%[6]. Carboxy-PTIO potassium salt (0.056-
1.70mg/kg/min) was injected intravenously for 60 minutes to treat endotoxic shock rats, which
significantly improved the symptoms of hypotension and renal insufficiency in rats and avoided the
shock state [7].
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