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Genital sensory aura in migraine
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Migraine aura consists of reversible focal neuro-
logical symptoms that usually develop gradually
over 5 to 60 minutes and last less than 60 min-
utes. Aura symptoms normally occur just before
or at the onset of migraine headache. Less com-
monly, the subsequent headache lacks migrain-
ous features, or there is no headache at all. Typi-
cal aura symptoms are visual, sensory or lan-
guage disturbances, and may occur alone or in
succession [1].

Sensory aura is the second in frequency after
the visual aura (31% versus 99% in Russell and
Olesen’s series). It may appear in form of para-
esthesia, hypoaesthesia, or both. Sensory symp-
toms classically begin in one hand (96%),
spread to the arm (78%), and reach the perioral
region (67%), sometimes including the tongue.
Then they can extend to the ipsilateral foot and
leg in 24% of cases [2]. We have not found in
the available literature any description of sen-
sory aura involving the genital region. Here we
report two patients who experienced promi-
nent sensory symptoms in the genital region
during their migraine auras.

Patient 1. A 39-year-old woman had been suf-

fering migraine attacks for the last 7 years. She
had no other diseases. Headache frequency was
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variable, from 0 to 3 attacks per month, and
headache duration ranged from 1to 3 days. She
could identify some triggers, like eating choco-
late, sleeping more than usual, or weather
changes. Head pain was mainly unilateral, with
side-shift. She described it as a pulsating, severe
pain that increased with physical activity. There
were associated nausea, photophobia and pho-
nophobia. In the most severe episodes, the
headache was preceded by right hemianopia,
which was consistently followed by intense
paraesthesia in both the right half of her mouth
and the ipsilateral vulva. The paraesthetic sen-
sations appeared gradually in the right perioral
region and then extended to the right genital
area sparing other parts of the body. Genital
sensations were most disturbing for the patient.
The whole sensory aura usually lasted 15 to 20
minutes, but could persist up to 40 minutes.
The neurological exam was normal between at-
tacks. Periodic gynaecological exams were also
normal. The patient did not take any preven-
tives. She did not find any remedy for her auras,
but acute treatment with rizatriptan 10 mg was
always effective in terminating her headaches.

Patient 2. A 42-year-old man, with no relevant
medical history, began suffering migraine epi-
sodes 8 years before consulting. The episodes
usually started with photopsias dispersed through
the entire visual field, followed by paraesthesia
in the left arm, face and tongue during 20-40
minutes. Then he felt a severe pressing bilateral
parietal headache, with associated photopho-
bia, but no nausea or vomiting, which could
last from several hours to 3 days and interfered
with his daily activities. This happened approxi-
mately twice a month. In the last 2 years, those
episodes had persisted, but he also had a new
type of attack about once per month. It started
with distressing paraesthesia clearly localized in
his testicles, more evident on the left. After 8-10
minutes the sensory symptoms gradually pro-
gressed upwards to the left hand, arm and face,
where they were not as intense. The whole sen-
sory aura lasted 20 minutes and was followed
by a headache similar to his previous migrain-
ous headaches. Between attacks, both the neu-
rological and the urological exams were nor-
mal. Brain and lumbar magnetic resonance im-
aging (MRI) were performed, and did not show
any abnormalities. After initiating preventive
treatment with lamotrigine 100 mg per day,
headache frequency did not change, but both

the duration and the severity of his sensory au-
ras, including those with genital paraesthesia,
were reduced to the half.

Nowadays there is growing evidence that mi-
graine aura has not a vascular cause. Despite
some implications in cerebral perfusion, aura
symptoms are originated in the brain [3]. Corti-
cal spreading depression (CSD) is now accepted
as the mechanism underlying migraine aura.
CSD was first described by Ledo in 1944 [4],
who induced a slowly spreading depression of
electroencephalography (EEG) activity in rabbits
through local electrical stimuli. During migraine
aura, a pronounced depolarization of neurons
and glia initiates at the occipital pole, and then
propagates steadily across the cortex followed
by a period of depressed electrophysiological
activity [5]. As a result, there is an initial wave
of cortical hyperemia followed by prolonged oli-
goemia lasting more than 60 minutes [6].

CSD has been the target of important re-
search. Some studies in humans support the
hypothesis that CSD is the cause of migraine
aura. For instance, Hadjikhani et al used high
field functional MRI (fMRI) to prove that a wave
of transient hyperperfusion followed by sus-
tained hypoperfusion did spread through the
occipital cortex at a rate of 3.5 mm/min while
patients were experiencing a visual aura. More-
over, a correlation between these cortical phe-
nomena and the progression of aura symptoms
could be demonstrated [7]. On the other hand,
the studies performed by Bolay et al in experi-
mental models have revealed that CSD may ac-
tivate the trigeminal nucleus caudalis via trigemi-
novascular afferents. Therefore it is possible
that CSD could also lead to the development of
headache [8].

As stated above, sensory aura consisting of
tingling or numbness is the second in frequency
after the visual aura, and normally involves the
hand, the arm, the face and/or the leg [2,9].
We have not found in the literature any cases of
genital symptoms during the migraine aura.
Other non-aura sensory symptoms have been
linked to migraine. For example, cephalic and
extracephalic allodynia may occur as a sign of
sensory sensitization during migraine episodes
[10,11]. In addition, spontaneous body pain has
been described in a few cases as a consequence
of central sensitization [12,13]. However, the
genital sensations did not have a painful com-
ponent in our two patients. Besides, they were
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invariably connected to typical aura symptoms
in a marching pattern [1]. Accordingly, they
should be taken as true aura manifestations.

Vulvodynia and scrotodynia are well-known
syndromes producing persistent pain, soreness
or burning sensations within the genital region,
not attributable to local disease or to a specific
neurological disorder. These localized topographic
pain syndromes have been occasionally associ-
ated with glossodynia or stomatodynia [14-16],
suggesting a common pathologic substrate,
most probably central sensitization although a
coexisting small fibre neuropathy cannot be ex-
cluded. During her migraine auras, our first pa-
tient had transient paresthesia in the same
separate areas, i.e. the mouth and the genital
area. In this case the symptoms would also be a
consequence of central dysfunction, but they
should be attributed to CSD. Interestingly, fMRI
studies have shown that genital touch may acti-
vate the insular and frontal cortical regions just
close to the cortical sensory representation of
the perioral region [17].

The reasons for a low incidence of sensory
symptoms in the genital region during migraine
aura are difficult to explain. Perhaps, the corti-
cal neurons representing the genital area have
a higher threshold to be activated during the
CSD. Anyhow, the progression of sensory aura
symptoms does not necessarily follow the so-
matosensory homunculus, as classically described
by Penfield and Rasmussen [18]. Otherwise, cer-
tain feelings of embarrassment can preclude the
patients from confessing this sort of symptoms,
so they may have been under-recognized.

Genital disturbances have not been described
in migraine before, but other neurological disor-
ders are known to produce this kind of symp-
toms, with or without an emotional content.
Seizures are probably the neurological events in
which genital symptoms are best characterized.
Not only orgasms may trigger reflex epileptic
seizures [19], but genital symptoms may repre-
sent true epileptic manifestations. Genital au-
tomatisms or sensations may be part of complex
partial seizures [20]. Sexual auras presenting as
erotic pleasant feelings or thoughts with or with-
out sexual arousal and orgasm are associated
with temporal lobe epilepsy, occurring predomi-
nantly in women [21]. Genital sensations like
numbness, tingling, vaginal feeling with com-
pulsion to masturbate, and pain or unpleasant
sensation in the genitals may indicate the exis-
tence of an epileptic focus in the post-central
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gyrus, interhemispheric fissure, and perisylvian
region [22]. Neuronal hyperexcitability is a com-
mon pathophysiological mechanism shared by
seizures and migraine aura. Lamotrigine is an
antiepileptic drug with proven efficacy in mi-
graine auras [23,24]. In fact, our second patient
had a significant reduction of his aura symptoms
once lamotrigine was initiated.

In conclusion, genital symptoms during the mi-
graine aura have not been communicated in
the available scientific literature up to now.
Here we present two patients whose main com-
plaint was the occurrence of genital sensory
symptoms during their migraine auras. These
symptoms resemble the genital sensations that
have been related to seizure activity in some
epileptic patients. Like other migraine auras,
this type of auras should be taken as a conse-
quence of CSD.
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