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Description

Proglumide is a nonpeptide and orally active cholecystokinin (CCK)-A/B receptors antagonist. Proglumide
selective blocks CCK’s effects in the central nervous system (CNS). Proglumide has ability to inhibit gastric
secretion and to protect the gastroduodenal mucosa. Proglumide also has antiepileptic and antioxidant

activities[1][2][3][4][5].

IC50 & Target

Cholecystokinin (CCK)-A/B receptors[1][2]

In Vitro

In an in vitro study, Proglumide at concentrations between 0.3-10 mM inhibits CCK-stimulated amylase
release dose-dependently, while Proglumide does not influence the basal amylase release at
concentrations between 0-3 mM. Dose-response curves to CCK for amylase release shifted to the right
with increase in Proglumide concentration. This inhibition by Proglumide is reversible. In addition, the effect
of Proglumide is selective for CCK and its related peptide[2].

The incubation of HT29 cells with Proglumide significantly reduces the [*H]-thymidine incorporation to
HT29 cells in a dose-dependent manner, with an IC50 of 6.5 mM. Proglumide reduces in a dose-dependent

manner the percentage of necrosis with a parallel increase of apoptosis up to 70%[3].

In Vivo

Proglumide (250-750 mg/kg; intraperitoneal injection; adult male Sprague Dawley rats) treatment is
significantly effective in ameliorating the seizure activities, cognitive dysfunctions, and cerebral oxidative

stress[1].

Animal Model: Adult male Sprague Dawley rats (200-250 g; 2 months old) are induced status

epilepticus (SE)[1]

Dosage: 250 mg/kg, 500 mg/kg, and 750 mg/kg

Administration: Intraperitoneal injection

Dose-dependently and significantly increased the latencies to seizure and SE.
Result: Significantly and dose-dependently attenuated Li-PC (SE) induced increase in
thiobarbituric acid (TBARS) and catalase (CAT), attenuated Li-Pc induced decrease
in SOD, and attenuated depletion of GSH and glutathione-S transferase (GST) in

the hippocampus and striatum.

In Vitro:
DMSO : 2 65 mg/mL (194.37 mM)

*">" means soluble, but saturation unknown.

Solvent Mass
1mg 5mg 10 mg
Concentration

Preparing 1mM 2.9903 mL 14.9517 mL 29.9034 mL
Stock Solutions 5mM 0.5981 mL 2.9903 mL 5.9807 mL
10 mM 0.2990 mL 1.4952 mL 2.9903 mL
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Solvent&Solubility

In Vivo:
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VISR I IR 7]: 10% DMSO—~40% PEG300 —5% Tween-80 — 45% saline

Solubility: = 2.17 mg/mL (6.49 mM); Clear solution

WeTTEN RS 2 2.17 mg/mL (6.49 mM, AR AN (IS TA IR .

LL 1 mL TAERCAHE], B 100 pL 21.7 mg/mL [197%7% DMSO fif#ik %l 400 yL PEG300 1, WA 55m
FiR A N 50 L Tween-80, A5 ASE4SEINN 450 pL AEFEER /K EHE 1 mL.

25K P I IR . 10% DMSO— 90% (20% SBE-B-CD in saline)

Solubility: = 2.17 mg/mL (6.49 mM); Clear solution

M7 RA 3RS 2 2.17 mg/mL (6.49 mM, AEFIREAAN) VB TE .

PL A mL TAEBCAH], B 100 pL 21.7 mg/mL %5 DMSO fif&#n#) 900 uL 20% ¥ SBE-B-CD ‘£
WA, IREIA .

AR IR % 10% DMSO  —~90% corn oil
Solubility: = 2.17 mg/mL (6.49 mM); Clear solution
BET7RAERAT 2 2,17 mg/mL (6.49 mM, HIAIFEEA) [RE IR, BT RANGE T SER A HTE AN A DAL

B4 mL TR, B 100 ul 21.7 mg/mL (955 DMSO &N # 900 pL Fokulidr, RA#A.
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