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Description

Triflusal irreversibly inhibits the production of thromboxane-B2 in platelets by acetylating cycloxygenase-1.
Target: COX Triflusal at 10 mM, 100 mM and 1 M decreases LDH efflux in rat brain slices after
anoxia/reoxygenation by 24%, 35% and 49% respectively. Triflusal also reduces inducible NO synthase
activity by 18%, 21% and 30% [1]. Triflusal (10 mg/kg i.v.) reduces platelet deposition on
subendothelium-induced primary thrombus by about 68% in rabbits. Triflusal (10 mg/kg i.v.) reduces
platelet deposition on a fresh thrombus formed over tunica media by about 48% in rabbits. Triflusal (40
mg/kg p.o.) reduces platelet deposition on a primary thrombus triggered by subendothelium and tunica
media by 53% in rabbits. Triflusal (40 mg/kg p.o.) significantly reduces Cox-2 mRNA levels and protein
levels without influence Cox-1 mRNA levels on the vascular wall in rabbits [2]. Triflusal (600 mg/day for 5
days) results in an increase in NO production by neutrophils and an increase in endothelial nitric oxide

synthase (eNOS) protein expression in neutrophils in healthy volunteers [3].

IC50 & Target

COX-2 COX-2

280 uM (ICso) 160 pM (ICs, in human blood)

Solvent&Solubility

In Vitro:

DMSO : 100 mg/mL (402.97 mM; Need ultrasonic)

Solvent Mass
1mg 5mg 10 mg
Concentration

Preparing 1mM 4.0297 mL 20.1483 mL 40.2966 mL
Stock Solutions 5mM 0.8059 mL 4.0297 mL 8.0593 mL
10 mM 0.4030 mL 2.0148 mL 4.0297 mL
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VAR F R M FAER:  10% DMSO—~40% PEG300 —~5% Tween-80 — 45% saline

Solubility: = 3 mg/mL (12.09 mM); Clear solution

W EAFRAG = 3 mg/mL (12.09 mM, YR AK) (1S

BL 1 mL TAECAE], B 100 pL 30.0 mg/mL HIiEi% DMSO fif #in%] 400 uL PEG300 1, &4k
A BRI 50 pL Tween-80, JR&I5); MRIR4REEINA 450 pL AEFHKEREE 1 mL.

2 KIS AR 7). 10% DMSO— 90% (20% SBE-B-CD in saline)
Solubility: = 3 mg/mL (12.09 mM); Clear solution
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3AB P ARINA R 10% DMSO  —~90% corn oil

Solubility: = 3 mg/mL (12.09 mM); Clear solution
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