Outline of Lecture 31 (01-27 PP; Newman-Toker)

Migraine and Other Headache Syndromes
Differential diagnosis of headache…it’s common and usually benign, except in certain serious situations

2 types of benign HA syndromes



Tension type: bilateral, band-like, no other neuro Sx, Rx same as migraine



Analgesic rebound: setting of chronic round-the-clock analgesic use, Rx detox


Worrisome features



SNOOP:  Systemic dz, Neuro sx beyond HA, Onset sudden, Onset >50yo, Pattern change


4T’s:  conditions that are Threatening, Time-dependent, Treatable, Tricky


6 threatening disorders (DATA CAN save lives)



1.  Dissection of carotid or vertebral arteries




h/o trauma, Horner’s syndrome / CN9-12 palsy


2.  Arteritis (giant cell, aka temporal arteritis)




everyone >50 y/o needs an ESR, jaw claudication, can cause blindness



3.  Thrombosis of dural venous sinuses




onset gradual or abrupt, worse supine, check optic nerve for edema



4.  Aneurysm (sentinel bleed “leak” or expansion)




abrupt onset (usually < 5 min), “leak” rather than rupture



5.  Carbon monoxide (intermittent poisoning)




setting of old homes, old appliances, poor ventilation; morning HA



6.  ANgle closure glaucoma (intermittent)




evoked by darkness due to pupil dilation obstructing aqueous humor outflow



NONE OF THESE ARE EXCLUDED BY NORMAL CT OR UNENHANCED MR


Most important question to ask is speed of onset.  Also ask is it “the worst HA of your life.”

MIGRAINE


Epi: very common ~20%; female > male (reversed in children)

Classic migraine syndrome is more than a “severe pounding HA”



-1.  Trigger:


diet, hormonal, sensory, emotional, etc


0.  Prodrome:


irritability or dysphoria



1.  Pain:



hemicranial HA contralateral to aura



2.  Teichopsia:


fortification visual aura (absent in common migraine)


3.  Polysensory hypersensitivity:
photophobia, phonophobia



4.  Autonomic changes:

anorexia, nausea, vomiting



5.  Neuro dysfxn:


spreads over minutes (in contrast, TIAs don’t spread)



Also often there is personal and family Hx of recurrent, episodic, unilateral HA


The pain parallels the #3 and #4, but not #5

Pathophys: hypotheses abound


It isn’t the brain that hurts in the HA, it’s the meninges, blood vessels, bone, etc!


Vascular hypothesis: debunked



vasospasm & ischemia (aura) ( vasospasm release & vasodilation (HA)

Neural hypothesis

Cortex excited/irritated ( depolarizing wave (positive aura) ( hyperpolarizing wake (negative aura) ( ( metabolic demand ( ( vessel size (“spasm”) ( magic or separate process creates HA


Pain via trigeminovascular mechanism (neurogenic-induced vasodilation)




Initiation:  CN5 nucleus activates pain receptors in meningeal blood vessels



Escalation: via feedforward loop magically involving serotonin




Persistence: neurogenic inflam. & vasodilation insensitive to serotonin blockers


Possible role of Ca channelopathy in the pathophys of migraine

