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Metamizole: new possibility in the inhibition of platelet aggregation?
Introduction: Acetylsalicylic acid (ASA) plays an important role in the treatment and prevention of acute cardiovascular events. Metamizole (MET) is an effective analgesic and antipyretic, but it is not used as an antiplatelet drug. We aimed to examine the antiplatelet effect of MET, and the possible interactions between the drugs.
Methods: In our in vitro examinations different concentrations of ASA and MET solutions (6, 12, 25 μg/ml) were added to blood samples obtained from 10 healthy subjects. To examine the possible interactions, MET (1 μg/ml) and 15 minutes later ASA (2 μg/ml) were added together to blood samples. In our in vivo crossover study 20 healthy males were divided into 3 groups that received: 250 mg ASA orally, 1 g/2 ml MET i.v. or both drugs at the same time. Blood was taken at baseline, 7, 15, 30 minutes, 1, 4, 24 and 72 hours. Epinephrine and adenosine-diphosphate induced platelet aggregation was determined by optical aggregometry.
Results: Epinephrine-induced aggregation was completely inhibited in all examined ASA and MET concentrations (cc) in vitro. Lower, ineffective cc of MET inhibited the antiplatelet effect of ASA. The inhibition was completely restored when higher cc of ASA was used or if ASA was added first. Our in vivo study showed that in the MET group rapid onset of inhibition was already developed in the 7 minute samples, then aggregation slightly increased, and there was no inhibition after one day. In the ASA group platelet aggregation decreased slowly, reached its minimum at 4 hours and still had significant inhibitory effect after 72 hours. Combined therapy inhibited platelet aggregation rapidly, but after 24 hours no antiplatelet effect was observed.
Conclusion: Antiplatelet effect of MET and ASA did not differ significantly in vitro. Lower cc of MET interferes with the antiplatelet effect of ASA which is possibly a competitive interaction. Our in vivo experiments showed that i.v. administered MET is an effective antiplatelet drug and can be considered as a therapeutic alternative, when ASA cannot be used in oral form.
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