
 

 

 

MIGRAINE 

 

“Self Portrait”, Vincent Van Gogh, oil on canvas, 1889, Musee d’Orsay, Paris 

 



Living with lunatics, he wrote, paradoxically took his mind off his own state and the 

frightening unpredictability of the fits. “For although there are some who rave and howl 

a great deal, there is much true friendship here. They say we must tolerate each other so 

others may tolerate us…and we understand each other very well”. In between the attacks 

then van Gogh seemed possessed by clarity and strength. So the phenomenal sequence of 

paintings achieved in the Arles hospital, and especially at St Remy, with their convulsive 

bucklings and writhings, the cartwheeling stars, rocks heaving in sinuous arabesques, the 

cyclonic rush of brushstrokes through the quaking cypresses, should not be read as 

documents of a descent into lunacy. They are indeed landscapes of the embattled mind. 

But there really is a battle going on – not a frantic retreat with brushes lashing and 

flailing. Vincent’s art attacks the better to defend the beleaguered lines of his composure. 

It works. The “horror of life” receded, he told Theo, and with every stupendous picture 

he felt more, not less sane; energized, not depleted. Which is why when Paul Signac came 

to see him, he could report to Theo that he found Vincent in perfect physical and mental 

health. 

 

That perhaps, was an exaggeration, as was Vincent’s description of the last of his 38 self-

portraits (and surely the greatest) as a picture of calm. It invites the eye, after all into a 

whirlpool of coiling paint that not only snakes about his head like the graph of some 

migraine on the march, but continues through his clothes, wheels through his brow and 

temples, and rides through the sweeping waves of his red hair. But van Gogh is not 

helplessly dragged down. The cast of his face is resolute – it is the hard rock around 

which the swirling ocean crashes. And the (unreproducible) color, a steely blue-grey he’s 

chosen for the action painting, has the effect of making the onslaught less, rather than 

more, threatening. Contouring the jaw line, the red hair of his beard – the color of 

pugnacious strength – signals the watchful determination of the fighter. It’s this struggle 

between creative anchorage and being swept into the engulfing tide that colors all the 

masterpieces of his last phenomenal year. 

 

         Simon Schama, The Power of Art, 2006 

 

The magisterial art commentator Simon Schama doubts the popular view that Vincent 

van Gogh’s source of inspiration for his work lay in his alarming mental instability. It is 

true that most of his best works were done in his final troubled years, but these were done 

despite his epilepsy and manic-depression, not because of it. His great genius lay in his 

pioneering ability to depict on a canvas his own inner conflict; he could quite simply 

“paint from inside his head” as Schama has perceptively put it. 

 

In his self-portrait of 1889 he appears engulfed “within the graph” of some hideous 

“migraine on the march”, a migraine that seems to both surround him and consume him. 

Yet the “cast of his face”, as he stares out at us is resolute. He appears to radiate a calm 

inner strength that is waging the battle within; he appears as a “hard rock against which 

the ocean of his mind crashes” but cannot break. As Vincent suffers his migrainous 

attack we witness the “watchful determination of a fighter”, not the face of the defeated 

or the Munchian scream of the overwhelmed. 

 



As much as Schama’s view appears correct there where times when Vincent’s inner 

strength was not enough and he would desperately reach out for a numbing medication to 

halt a gathering mental Tsunami. In an age before psychoactive drugs, this took the form 

of a beverage that pushed the tolerance of human physiology to its limit, a concoction of 

up to seventy-five percent alcohol, known as absinthe. Even small amounts of this agent 

would guarantee mental oblivion. It was possibly whist under the influence of this that 

Vincent famously cut of part of his ear. 

 

Vincent’s self portrait of 1889 reminds us of the inner turmoil our patients are fighting 

when afflicted with migraine. Not many will have the inner resoluteness to cope with this, 

as will be obvious from the “cast of their face”. A medication will be required in these 

cases and 21st century medicine currently favours two principle agents to assist when this 

inner battle becomes severe, chlorpromazine and sumatriptan. Chlorpromazine however 

has more potential for adverse reactions. Like a 21st century absinthe it will numb 

virtually any inner turmoil if given in high enough doses. And as Vincent discovered with 

absinthe the medication on occasions will have its own price to pay. Time will be lost in 

oblivion and hypotension may occur as it did so with Vincent’s copious blood loss from 

his auricular wound. It is for these reasons some view chlorpromazine as relegated to an 

historical 20th Century medication just as absinthe has been relegated to the Nineteenth. 

Sumatriptan is probably the best choice for the 21st century. This agent is very specific 

for migraine and more effective with less likelihood of significant side effects. There will 

be no hypotension and the patient, rather than being sent to oblivion will “radiate a calm 

inner strength” of mental alertness following victory over their inner battle. 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

Absinthe, oil on canvas, Vincent van Gogh 



MIGRAINE 

 

Introduction 

 

Migraine headache is a common presentation to the ED. 

 

The diagnosis is a clinical one.  

 

The main challenge in the ED will be to differentiate migraine from other potentially 

more serious causes of headache. 

 

See also separate documents on: 

 

● Sumatriptan (in Drugs folder 

 

● Chlorpromazine (in Drugs folder) 

 

● Headache (in Clinical Presentations folder) 

 

● Vestibular Migraine (in Neurology folder) 

 

Pathophysiology 

 

The precise pathogenesis of migraine is unclear, but has traditionally been thought to be 

due vasoactive abnormalities within intra-cranial arteries with an initial vasospasm being 

the cause of symptoms related to “aura”, and the subsequent vasodilation being the cause 

of the headache.  

 

Calcitonin gene-related peptide (CGRP) is a neuropeptide.  It is a member of the 

calcitonin family of peptides, which in humans exists in two forms, α-CGRP and β-

CGRP. 

 

GCRP plays a key role migraine pathophysiology   

 

CGRP is: 

 

1. A potent dilator of cerebral blood vessels. 

 

2. Involved in the transmission of nociception 

 

In the trigemino-vascular system, cell bodies in the trigeminal nerve ganglia constitute 

the main source of CGRP.  

 

Activation of the trigeminal nerve causes CGRP to be released from perivascular nerve 

endings. 

 



CGRP acts on the CGRP receptor to cause vasodilation of cerebral blood vessels   

 

Classification  

 

Types include: 

 

1. Migraine without aura (common migraine): 

 

This is characterized by recurrent episodes of headache without focal neurological 

 symptoms (aura). 

 

The pain has at least two of the following features, (PUMA): 4 

 

●  Pulsatile, (or throbbing) 

 

● Unilateral 

 

●   Moderate to severe 

 

●   Aggravated by movement 

 

And there is at least one of the following associated symptoms: 

 

● Nausea 

 

●   Vomiting 

 

●   Photophobia 

 

● Phonophobia 

 

The headache typically lasts between 4 and 72 hours 

 

There is no evidence of any other pathology that may cause these symptoms. 

 

2. Migraine with aura (classic migraine): 

 

This is similar to common migraine but associated with reversible neurological 

symptoms that precede or accompany the headache.  

 

In some cases, the aura symptoms may predominate and the headache is mild or 

short-lived 

 

Auras usually last 10 - 30 minutes and recur in a stereotyped pattern. 

 

Common symptoms include:  



 

● Visual disturbances 

 

● Dizziness 

 

● Paraesthesiae 

 

● Transient unilateral limb weakness 

 

 ● Vertigo 

 

● Impaired speech.  

 

● Mood disturbances may also be present.  

 

Less common migraine variants include: 

 

3. Retinal/ opthalmoplegic migraine. 

 

4. Hemiplegic migraine. 

 

5. Aura without headache: 

 

● In migraine, an aura may occur without headache. 

 

Aura without headache can be difficult to distinguish from transient 

ischaemic attack (TIA) and workup for this may be required when the 

distinction os unclear. 

 

Aura symptoms can be disturbing to the patient but are generally harmless. 

Symptoms may be difficult to suppress and acute treatment is usually 

ineffective, as the aura usually resolves by the time medication has been 

absorbed. 

 

6. Vestibular Migraine 

 

7. Persistent migraine (or status migrainosus): 

 

● This is a term sometimes applied to a migraine attacks that fail to resolve 

 after 72 hours. 

 

Clinical Assessment 

 

The diagnosis of migraine is a clinical one as described above. 

 



An important part of assessment will be the exclusion of other possible serious causes of 

headache. 

 

Beware of the first episode of migraine, (the threshold for investigation for alternative 

diagnoses needs to be lower). 

 

Beware the patient requesting narcotic and/or is “allergic” to all other migraine 

treatments. Migraine, (along with renal colic and back pain) are well documented 

presentations used by drug seeking patients. 

 

Episodes generally last several hours, but can last up to 72 hours.  

 

Attacks lasting beyond this time are classed as “status migrainosus”. 

  

Important points of history: 

 

1. If the patient has suffered migraine previously, is the current episode typical or is 

it different?  

 

 Beware of “migraine” which is different from the patient’s usual symptoms, it 

may be something else. 

 

2. Was the headache of very acute onset, (the possibility of SAH needs to be kept in 

mind) 

 

3. Is the patient on warfarin or a NOAC, (the possibility of intracranial hemorrhage 

needs to be kept in mind) 

 

Important points of examination: 

 

Exclude any atypical signs that may indicate a serious alternative diagnosis 

 

1. Fever. 

 

 ● Consider an infectious cause   

 

2. Altered conscious state/ confusion. 

 

 ● Considerer a more serious diagnosis, such as encephalitis 

 

3. Neck stiffness: 

 

 ● Consider SAH/ meningitis  

 

4. Purpuric skin rashes, (suggestive of meningococcus in particular)  

 



5. Focal neurological signs, (the possibility of a space occupying lesion or stroke 

 syndrome) 

 

Complications: 

 

These can include: 

 

1. Status migrainosus can result in significant dehydration / electrolyte disturbances 

 from lack of oral intake and from recurrent vomiting. 

 

2. Hemiplegia  

 

3. Visual field defects 

 

Precipitating factors: 

 

There are many that have been documented, however the best recognized include: 

 

1. Emotional stress, (most common) 

 

2. Hormonal influences in women. 

 

3. Sleep deprivation 

 

4. Alcohol 

 

Investigations 

 

As migraine is a clinical diagnosis there are no routine investigations required. 

 

Investigations may need to be considered when secondary complications are suspected 

(hypokalemia from protracted vomiting for example) or alternative diagnoses need to be 

ruled out. 

 

CT scan/ CT angiogram of the brain should be considered in the following situations: 

 

1. First ever episode of “migraine”. 

 

2. Headache that is different from the patient’s usual pattern. 

 

3. Atypical story for migraine. 

 

4. Associated neurological findings including altered conscious state or hemiplegia. 

 

5. Headache that is of very acute onset, (SAH) 

 



6. Any patient who is taking warfarin or a DOAC 

 

7. Migraine not responding to adequate treatment. 

 

Management 

   

Mild Symptoms: 

 

A simple analgesic: 

 

1. Soluble aspirin 600 - 900 mg orally every 4 hours.  

 

Soluble formulations are preferred because patients with migraine have impaired 

drug absorption. 

 

Nonsteroidal anti-inflammatory drugs (NSAIDs) can also be effective, but 

have not been shown to be consistently superior to aspirin. 

 

Although combination analgesics with codeine or oxycodone are widely used, 

they may not be more effective than simple analgesics and may have more 

adverse effects. 

 

And an anti-emetic: 

 

2. Intravenous administration of prochlorperazine or metoclopramide reduces 

 pain as well as relieving nausea, whereas intramuscular administration has no 

 effect on pain.  

 

Give: 

 

● Metoclopramide 10 mg IV 

 

Or: 

 

● Prochlorperazine, 12.5 mg slow IV. 

 

 Prochlorperazine may be more effective than metoclopramide, and is more 

sedating. 

 

 Or: 

 

 ● Ondansetron 4 mg IV: 

 

On theoretical grounds it may be expected that ondansetron (or similar) as 

a serotonin antagonist could reduce the effects of sumatriptan, a 

serotonin agonist.  



 

While  - strictly speaking - they act on different serotonin receptors; 

ondansetron being a highly selective 5-HT3 serotonin receptor 

antagonist, whilst sumatriptan is a highly specific 5-HT1 receptor 

agonist, receptor specificity is probably not completely exclusive to these 

receptors groups.   

 

In any case, anecdotally, they have often been used together with 

apparently good effects of both agents, (personal communication Dr Doug 

Crompton 25/8/2016). 

 

See Neurology Therapeutic Guidelines for full prescribing details. 

 

Moderate to Severe Symptoms: 

 

1. Opioid analgesics should be avoided. 

 

● Migraine is often a recurrent presentation and so it is best to avoid 

repeated administration of opioids. 

 

2. Triptans: 

 

The best and most specific treatment for true migraine is a triptan.  

 

They do not cause significant sedation or hypotension. 

 

Although the efficacies of different triptans appear similar in clinical trials, 

individuals may prefer a particular triptan. 

 

Gastric stasis often occurs during a migraine, so early treatment of each 

attack is more effective. As a result, drugs taken by mouth later in an attack may 

be erratically absorbed or vomited. Delay in taking medication may be a 

correctable reason for treatment failure. 

 

Sumatriptan: 

 

Sumatriptan is the only currently available parenteral triptan  

 

 Options for sumatriptan include: 

 

● Sumatriptan 50 - 100 mg orally, up to 300 mg in any 24 hour period  

 

● Sumatriptan 10 - 20 mg intranasally, up to 40 mg in any 24 hour 

 period   

 



● Sumatriptan 6 mg SC, providing there are no significant contra-

 indications. 

 

♥ If the headache responds but then recurs, a second S.C dose may 

 be given within 24 hours and with a minimum of one hour between 

 injections. 

 

Note that sumatriptan should not be used if: 

 

● An ergotamine preparation has been taken within the in previous 24 hours.  

 

● The patient has significant coronary artery disease. 

 

 Rizatriptan: 

 

Rizatriptan wafers may be preferred by patients who have difficulty swallowing 

a tablet during an attack (e.g. because of nausea). 

 

● Rizatriptan 10 mg wafer dissolved on the tongue, up to 30 mg in any 24 

 hour period. 

 

3. Chlorpromazine: 

 

As an alternative to sumatriptan, or if sumatriptan is ineffective, is 

chlorpromazine, however this agent may cause significant hypotension and 

significant sedation.  

 

● 25 mg in 1000 mls of normal saline or Hartman’s solution IV over 60 

 minutes (to help avoid hypotension). 3 

 

 This can be repeated once if necessary. 

 

 IM administration is thought to be less effective. 

 

Note that chlorpromazine can prolong QTc interval; it should be avoided in 

patients with cardiac disease, family history of sudden death, or potassium or 

magnesium deficiency (eg after persistent vomiting). An ECG should be taken 

prior to administration. 1 

 

Adjunctive measures 

 

4. IV fluids may be necessary, especially in cases of persistent vomiting. 

 

5. Nursing: 

 

Nursing considerations include:  



 

● Quite environment. 

  

● Darkened environment. 

 

● Avoiding any excitatory movements or any activities (including reading or 

 watching television). 

 

Migraine prophylaxis: 

  

For decades migraine prophylaxis has been attempted with a vast multitude of drugs - 

each of totally different class, suggesting a lack of real efficacy of any one of them. 

 

More recently erenumab, an antibody based immunotherapy has become available. 

Being a calcitonin gene-related peptide receptor (CGRPR) antagonist, it is very 

specifically based on the actual pathophysiological mechanism of migraine.        

 

Erenumab can significantly reduce the average number of migraine days over a month in 

some migraine sufferers.  

 

Many patients experience a reduction of monthly migraine days to least a 50%. 

 

It can also be effective in more difficult to treat populations.  

 

The long-term safety and durability of the effect of erenumab however will require 

further study, (see also separate document on erenumab in the drugs folder).   

 

 

 

 

 

 

 



 

“Road with Cypresses” oil on canvas, 1890,  Vincent van Gogh 
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