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General e
The term MOH first appeared in 2004.

Introduction

Most commonly self-used NSAID to treat headache globally: Ibuprophen,
Aspirin, Paracetamol (the most used in Europe).

of the risk of developing MOH

Objective: make a bibliography review in order to establish how
paracetamol overuse can cause MOH and to investigate the
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and pt

involved in MOH

Abbreviations used:

+ Central sensitisation (CS)

+ Central Nervous System (CNS)
+ Cyclooxygenase (COX)

« Cytoplasmic (CY)
Qong-term potentiation (LTP) .

development.

Methods: bibliographical search in PubMed and ScienceDirect, specially
scientific papers and reviews.
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Figure 1.

« Analgesic and antipyretic effects, not anti-inflammatory.
« Central effect (ability to penetrate into the brain), inhibition of COX-3.
« Mechanisms contributing to its antinociception effect:
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Klguve 2. Possible paracetamol action mechanisms

MOH Aeotiology

Repetitive activation of nociceptive pathways

Central Sensitisation

Nociceptors become more sensible

Response to non-noxious

stimuli

Increase in responsiveness

* Extracellular 5-HT levels
increase.

+ Maximal number of
cortical 5-HT,, receptors
decrease.

« Down-regulation of
postsynaptics 5-HT,,
receptors: |binding-sites. .

« Descending

« Extracellular 5-HT levels
decrease.
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is the reason why ph and

discovered.

There are two principal aetiological groups of MOH that are interconnected; they imply reiterated use of
paracetamol and repetitive activation of nociceptive pathways. This activation is basically due to treatment of the

phar

pain symptoms but not the real cause or origin of headache.

Conclusions

« In general, type headache diagnosis is difficult, especially with MOH, which is a recent-discovered pathology. That
i i ical mechanisms involved in MOH are little known.
However, this topic is under investigation and some important findings and interesting hypotheses have been

+ One of the principal mechanisms involved in MOH development lies in the integrity of serotonin system, either
with serotonin or its 5-HT,, receptor. It is curious how an acute intake of paracetamol can lead to analgesia
whereas a chronic intake leads to the opposite: pain.

« Another of the main mechanisms are central sensitisation and cellular changes that suffer nociceptive neurons,
either by repetitive activation of these pathways or the invol it

it of in central ion.




