
pathways and influence vegetative functions, such as the
hypothalamus and brainstem

The trigeminovascular system innervates the large intracranial
vessels and dura mater via the trigeminal nerve. Cranial autonomic
symptoms, such as lacrimation, conjunctival injection, nasal
congestion, rhinorrhea, periorbital swelling, aural fullness, and
ptosis, are prominent in the trigeminal autonomic cephalalgias
(TACs), including cluster headache and paroxysmal hemicrania, and
may also be seen in migraine, even in children. These autonomic
symptoms reflect activation of cranial parasympathetic pathways,
and functional imaging studies indicate that vascular changes in
migraine and cluster headache, when present, are similarly driven by
these cranial autonomic systems. Thus, they are secondary, and not
causative, events in the headache cascade. Moreover, they can
often be mistaken for symptoms or signs of cranial sinus
inflammation, which is then overdiagnosed and inappropriately
managed. Migraine and other primary headache types are not
“vascular headaches”; these disorders do not reliably manifest
vascular changes, and treatment outcomes cannot be predicted by
vascular effects. Migraine is a brain disorder and is best understood
and managed as such.

■ CLINICAL EVALUATION OF ACUTE, NEW-ONSET HEADACHE
The patient who presents with a new, severe headache has a
differential diagnosis that is quite different from the patient with
recurrent headaches over many years. In new-onset and severe
headache, the probability of finding a potentially serious cause is
considerably greater than in recurrent headache. Patients with
recent onset of pain require prompt evaluation and appropriate
treatment. Serious causes to be considered include meningitis,
subarachnoid hemorrhage, epidural or subdural hematoma,
glaucoma, tumor, and purulent sinusitis. When worrisome symptoms
and signs are present (Table 16-2), rapid diagnosis and
management are critical.


