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Abstract

Piloerection is an involuntary erection of body hairs that usually has physiological correlates such
as cold or a strong emotional experience. Piloerection may also be a rare manifestation of seizure.
Here, we report a case of 54-year-old man who experienced pilomotor seizures from temporal lobe
epilepsy. The patient presented with sudden piloerection and no loss of consciousness many times a
day. Magnetic resonance imaging of the brain showed three lesions in the right hemisphere, with the
largest lesion in the right temporal lobe. A video-EEG showed an ictal discharge in the delta range
with right temporal onset. Digital subtraction angiography excluded arteriovenous malformation. The
lesion in the right temporal lobe was resected. Immunohistochemistry confirmed a cerebral cavernous
malformation. There was no further seizure. A review of the published literature revealed that ictal
piloerection as a lone manifestation is rare. Most cases of pilomotor seizure originate in the temporal
lobe. Close to four fifth of the cases has a structural lesion. EEG was able to confirm the diagnosis
of ictal piloerection in the majority of cases.
Keywords: Piloerection, seizure, EEG
INTRODUCTION
Piloerection is a neurovegetative phenomenon
associated with fever, cold, and strong emotions,
such as fear. 1 Accordingly, piloerection is typically
accompanied by autonomic reactions including
tachycardia, tachypnea, vasoconstriction,
shivering, and heightened alertness.2 Piloerection
can also a rare manifestation of seizure.3-9 The
prevalence of pilomotor seizures in temporal lobe
epilepsy is estimated at 1.2%.10 Piloerection as
the lone symptom of seizure is said to be rare.3,5,11
We report here the case of a man that presented
with piloerection as the only symptom of seizure
from temporal lobe cavernoma. We also reviewed
published literature on pilomotor seizures.
CASE REPORT
A 54-year-old right-handed man was admitted
to our unit with a 2-year history of unexplained
recurrent bouts of visible piloerection involving
the whole body. The episodes were isolated
without other accompanied symptom. Initially,
the patient had 2-3 episodes per day of the said

piloerection; each episode lasting 10-20 seconds.
Subsequently, the condition worsened, with
the increased frequency of the attack up to 10
episodes per day, lasting up to 30-40 seconds
each time. During these episodes, the patient did
not experience other motor or sensory symptoms;
there was no confusion or loss of awareness. The
episodes usually occurred in the daytime, most
often when under stress.
The patient’s past medical and family history
was unremarkable. His gestational development
and birth history was also normal. He had no
past illness that may give rise to development
of epilepsy, such as head injury, febrile seizures,
encephalitis, meningitis, or cerebrovascular
disease.
The patient’s physical, mental, and
neurologic examinations, routine blood tests,
and electrocardiogram were normal. MRI of the
brain showed three lesions in the right hemisphere;
the largest lesion, with a volume of 3.4 cm × 4.6
cm × 3.7 cm, was in the right temporal lobe. The
other two lesions were in the right frontal lobe
and the right insular cortex (Figure 1a-d). The
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MRI brain was supportive of cavernous angioma.
Digital subtraction angiography was normal and
did not show any arteriovenous malformation
(Figure 1e,f).
As there has been previous reports of lesion
in the temporal lobe causing ictal piloerection12,
a diagnosis of epilepsy was suspected. A videoEEG was performed showing an ictal discharge
in the delta range with right temporal onset. This
event lasted 27s (Figure 2). Corresponding to the
rhythmic wave burst, the patient had piloerection
over his whole body. Thus, the EEG confirmed
that the events were focal seizures.
The patient was thus diagnosed to have temporal
lobe epilepsy from cavernous malformation. He
was treated with oral oxcarbazepine up to 600
mg/daily. This initially decreased the frequency

and severity of the seizures. After 3 months,
frequency and severity of the seizures increased
again and could not be controlled despite
the use of other antiepileptic drugs (AEDs)
(carbamazepine, benzodiazepines, phenytoin,
gabapentin, phenobarbital, levetiracetam, and
valproic acid alone and in combination). With only
mild reduction in the frequency of the seizures,
the patient was recommended to have surgery.
The lesion in the right temporal lobe was
resected (Figure 3, 4a). There was no neurological
deficits postsurgery. The patient was maintained
on oxcarbazepine 450mg/day, and has remained
seizure free for 4 months during the last follow
up. Histopathological examination of the resected
tissue confirmed the diagnosis of cerebral
cavernous malformation (Figure 4b).

Figure 1. Preoperative neuroimaging: Axial (a), sagittal
(c), and coronal (d) magnetic resonance T2weighted images revealed a 3.4 cm × 4.6 cm ×
3.7 cm lesion in the right medial temporal lobe.
Axial T2- fluid attenuated inversion recovery
imaging revealed lesions in the right frontal
lobe and right insular cortex (b). The lesions
showed hypererintense center surrounded by
hypointense ring suggestive of cavernoma.
Digital subtraction angiography (e, f) excluded
arteriovenous malformation.

Figure 2. Ictal EEG at the onset of piloerection showing
irregular slow wave delta activity on the right
temporal region (a-c).
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Figure 3. Postoperative neuroimaging: CT scan following resection of the right temporal lobe (a, b).

DISCUSSION
Piloerection is usually characterized by
involuntary erection of body hairs in response
to psychophysiological triggers, including a strong
emotional experience or cold.13 As mentioned
above, piloerection can also rarely be a symptom
of seizure11, particularly from temporal lobe
epilepsy.14
A comprehensive literature search of the
PubMed and Web of Science databases from
inception to August 2017 using the key words
‘piloerection’, ‘goosebump’, ‘pilomotor’ and
‘seizure’ by two independent reviewers was also
performed. The searches identified 36 cases in
which piloerection was reported as a manifestation
of seizure (Table 1). Together with our own case,
26 patients were men, and 10 patients were women
(the gender of one patient was not mentioned),
with Male : Female ration of 2.6 : 1, suggesting a
male predominance. All the patients were adults,
age ranged from 23 to 75 years.
In three patients (cases 25, 34, 36)3,5,11,
piloerection was the lone seizure manifestation.
This suggests that piloerection as a lone ictal
manifestation is uncommon. In the majority
of patients (25 patients), consciousness was
preserved, implying that they were experiencing
focal-aware seizures.15
The precise localization of pilomotor seizure
is unknown. Animal studies and case reports

on humans implicate the hypothalamus, limbic
system, orbital cortex, and the premotor area of the
frontal lobe. In cats and/or monkeys, electrical or
pharmacological stimulation of the hypothalamus,
amygdaloid nuclei, and cingulated gyrus elicited
piloerection, bilateral hypothalectomy abolished
piloerection, and removal of the premotor area
exaggerated piloerection. In humans, piloerection
was also associated with changes in brain
potentials in the premotor area.7,16
Piloerection occurs as a sympathetic reflex
in response to cold, shock, stress, or fear. In
pilomotor seizures, piloerection may thus be
the initial symptom of a seizure or secondarily
induced during the seizure in response to psychic
symptoms such as fear. Ictal piloerection is often
associated with autonomic symptoms involving
the cardiovascular, cutaneous, gastrointestinal,
genital, pupillary, respiratory, and urinary systems,
implying the involvement of the autonomic and
limbic system.
As for the clinical pattern of spread of
the piloerection, 20/36 (56%) had a focal or
somatotopical pattern, whereas in 16/36 (44%)
cases, the piloerection was bilateral in distribution.
As physiological piloerection is usually bilateral
in distribution, a focal or somatotopical pattern
may thus help in the clinical diagnosis of ictal
piloerection.
Including the current case, based on CT/MRI,

Figure 4. Postoperative imaging showing the lesion (a) and cavernous malformation (Hemotoxylin and Eosin staining;
10×)(b).

165

166

29

25

43

53

Landau et al.
195332

Mulder et al.
195433

Mulder et al.
195433

Brody et al.
196024

Andermann
et al. 198425

1

2

3

4

5

61

Age

Author/year

Case

M

F

M

F

M

Sex

Rt arm

The limbs and
chest

Thighs

—

Rt side of the
face and neck→
Rt arm and
forearm→ Rt
leg→ trunk

Distribution of
piloerection

An unusual
chemical odor.
The feeling like
a vibration in the
abdomen rising
to the head

Abdominal
discomfort,
nausea

Warm, cold,
a chilly
feeling,
vibration, or
shivering in
the rt leg

Fairly rapid
and deep
breathing

—

Chilly

A sensation like
a “quivering”
in the heart;
swallowing
Tingling
paresthesia in the
abductor regions
of the thigh
( sometimes
involved the
scrotal area)

—

Symptoms

Feeling of
strangeness,
sadness, fear,
and unreality

Aura

Table 1: Review of previously reported cases of piloerection seizures.

Y

Y

N

N

Y

Conscious

CT: a
malignant
tumor in
the anterior
portion of
the temporal
lobe, insula,
and basal
ganglia

—

A focus of
irregular
rhythms in the
rt temporal
area

Oxyencephalo
gram: partial
filling of the
posteror
portion of the
rt lateral
ventricle of
the temporal
and occipital
horns

Glioblastoma

Glioblastoma
multiforme

—

—

Sharp waves
arising from
the lt sylvian
fissure (after
metrazol)
Slow waves
originating
from a focus
in the lt
temporal lobe

Focal cerebral
infection of
streptococcic
septicemia

Slow wave
burst

EEG

—

—

—

Imaging

Etiology or
associated
neurological
disease

An
extensive
anterior
temporal
lobectomy

Tumor
excision

—

—

—

Surgery

After surgery,
seizures
continued for
several weeks

Oral dilantin,
complete
cessation of
seizures

—

—

—

Outcome
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Age

44

58

56

35

29

Author/year

Green et al.
19848

Brogna et al.
198626

Tyndel et al.
198627

Ahern et al.
1988.17

Yu et al.
199815

Case

6

7

8

9

10

M

M

M

M

M

Sex

Vertex→lt
upper and lt
lower limbs

Bilateral side

Legs→ arms→
trunk→ head

Arms→ neck→
head

Rt side of the
face→ Rt arm
and leg

Distribution of
piloerection

Strange or fearful
sensations

Suddenly feel
depressed,
anxious, or
weak and head
“tightness”

an unusual smell

A generalized
feeling of
weightlessness,
then a warm,
rising visceral
sensation

Epigastric
sensation, an
unpleasant odor

Aura

Motionless
staring with
automatisms
of lipsmacking
and fumbling

Sweat and a
fearful facial
expression

Nausea

Epigastric
tingling; a
sour taste

A sensation
of chills

Symptoms

Y

Y

Y

Y

Y

Conscious

MRI: lt
mesial
temporal
abnormalities

CT: rt
temporal
hematoma
with
surrounding
edema

CT: a large lt
temporopariet
al, white
matter, ring
enhancing
lesion with
marked mass
effect

MRI: a
region of
increased
T1- and T2weighted
signals in
the lt mesial
temporal area
extending
into the
parietal lobe

CT: Rt
temporal
lobe lesion

Imaging

Interictal
spiking over
the lt temporal
region

normal

Normal

Sharp and
slow waves in
the rt frontal
and temporal
regions
Lt mesiobasal
temporal
rhythmic
sharp wave
discharges

EEG

h sclerosis

Traumatic
contusion in
the rt anterior
temporal lobe

Glioblastoma
multiforme

Grade II
fibrillary
astrocytoma

Glioblastoma
multiforme

Etiology or
associated
neurological
disease

Lt anterior
temporal
lobectomy

N

Lt pari
craniotomy

Biopsy

Biopsy

Surgery

Seizure free

Oral c,
seizure free

Died

—

Seizures
decreased,
then
increased

Outcome
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Age

37

66

49

26

Author/year

Yu et al.
199815

Roze et al.
20001

Cutts et al.
200228

Sa’adah et
al. 200218

Case

11

12

13

14

M

M

M

M

Sex

Lt leg and
foot→ lt thigh,
inguinoscrotal
area, lt
abdomen and
chest wall, lt
arm and face →
vertex

Entire body

Rt hemibody

Lt thigh,
inguinal and
scrotal areas→
lt abdomen, lt
chest wall, lt
arm, lt face →
vertex region.

Distribution of
piloerection

Epigastric
sensation
with a
feeling of
thoracic
oppressio
n② flushing
of face and
arms ③ a
sensation of
hot liquid
in the rt
hand→the
rt foot→
the whole
body

—

A metallic taste

①

—

Aura

Unexplained
bouts of
shivering
sensation,
palpitations,
sweating,
epigastric
discomfort,
and poorly
described
fearful and
strange
feelings

A hard
epigastric
sensation,
fatigue, a
sense of time
loss

Agitated and
disorientated
as to time
and place;
false
recognitions,
confabulations, and
delusion of
persecution

Chills,
palpitations
and poorly
described
fearful
feelings

Symptoms

Y

—

Y

Y

Conscious

CT: a
neoplastic
lesion in the
lt sphenoid
area

MRI: A
large rt
frontoparietal
mass with
extension
into the rt
temporal lobe

CT/MRI:
normal

CT: a mass
lesion in the
lt sphenoid
region

Imaging

Independent
frequent
sharp-wave
complexes and
slow-wave
discharges
with lt
temporal
dominance

—

Sharp wave
discharges
at theta
frequencies
in the left
frontotemporal
region→ both
hemispheres

Rhythmic
discharges
over the lt
temporal
region

EEG

Lt sphenoid
meningioma
or lt temporal
tip contusion

Astrocytoma

Hyperosmola,
non-ketotic
hyperglycaem
ia

Meningotheli
omatous
meningioma
or traumatic
subarachnoid
hemorrhage

Etiology or
associated
neurological
disease
Outcome

Tumor
resection

Biopsy
and
subtotal
excision
of the
tumor

N

C oral,
seizure free

Dexamethas
one and
phenytoin
oral, seizure
free

C oral,
seizure free

Craniotomy C oral,
with tumor seizure free
resection

Surgery
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Age

23

27

26

41

Author/year

Sa’adah et
al. 200218

Seo et al.
200331

Dove et al.
200419

Usui et al.
200520

Case

15

16

17

18

M

F

M

F

Sex

Lt arm

Whole body

Rt leg→ rt
arm→lt limbs

Lt lower
limb→the
trunk,lt upper
limb, lt side of
the face and
vertex

Distribution of
piloerection

A funny feeling
in the head

Fear and panic,
feelings of
warmth and
nausea

Behavioural
arrest, complex
motor activity
including pelvic
thrusting,
whole body
movements, and
rarely laughter

Strange feeling

Aura

Epigastric
sensation

Cold shivers

—

Motionless
staring with
automatisms
of lip
smacking,
sweating,
and fumbling

Symptoms

N

Y

N

Y

Conscious

MRI: normal;
PET-CT:
hypometabolism in the
lt frontotemporal regions

MRI: rt
mesial
temporal
sclerosis

Subtracted
ictal SPECT
coregistered
with MRI
showed
multifocal
hyperperfused
areas in the
anterior
medial
frontal area

CT/MRI:
normal

Imaging

Ictal EEG:
Rhythmic
spiking at the
lt sphenoidal
electrode.
Intracranial
EEG: ictal
discharges in
the lt mesial
temporal area

Discharge
beginning in
the rt anterior
temporal
lobe and
tachycardia

Subdural
electrode
arrays: the
seizures were
originating in
the anterior
medial frontal
region.

Slow-wave
activity
from both
sides, high
amplitude
sharpspike-wave
discharges
with rt
frontotemporal
dominance

EEG

Mesial
temporal
sclerosis

Rt medial
temporal
sclerosis

Mild cortical
dyslamination

Idiopathic

Etiology or
associated
neurological
disease

Lt
anteromesi
al temporal
lobectomy

N

Rt anterior
frontal
lobectomy

N

Surgery

Seizure free

Lorazepam
oral, seizure
free

O oral,
seizure free

C oral,
seizure free

Outcome
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Age

42

35

72

Author/year

Wieser et al.
200530

Masnou et
al. 200614

Lam et al.
20109

Case

19

20

21

M

F

M

Sex

Rt hemibody

Both arms and
legs

Lt arm and the
face

Distribution of
piloerection

Tachycardia,
hypertension,
warmth, facial
flushing

—

—

Aura

Palpitation,
anxiety,
occasional
headache

Bilateral
sensations of
chill, colored
phosphenes
in the rt
hemi-field,
nausea,
thoracic
compression

Fear,
olfactory,
hallucinations, and
arrest
reactions

Symptoms

Y

Y

Y

Conscious

MRI: rt
mesial
temporal
T2 signal
change,
enhancement,
and
subsequent
atrophy

MRI:
decrease
of signal
abnormality
in the lt h’,
atrophy of
the lt h’

MRI in
the acute
phase: nonparaneoplastic
limbic
encephalitis.
After 18
months, MRI:
h selerosis.

Imaging

Rt temporal
sharp waves
→alpha
frequency
discharges→
the entire rt
hemisphere
→ the
contralateral
temporal lobe

Interictal
EEG: normal.
Ictal EEG:
diffuse
flattening
of electrical
activity
followed by a
rhythmic slow
activity with
a maximum
amplitude on
the lt central
and temporal
area

Interical EEG:
slowing of the
background
activity with
mixed alpha
and theta
activity.
Ictal EEG:
theta pattern
alternating
between the
sides, mostly
on the lt, but
also on the rt
and frequently
with
contralateral
propagation

EEG

Limbic
encephalitis

—

Nonparaneoplastic
limbic
encephalitis

Etiology or
associated
neurological
disease

N

N

N

Surgery

Levetiracetam
and valproic
acid oral,
seizure free

C oral,
seizure free

Immunosuppressive
therapy,
seizure free

Outcome
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Age

57

54

65

30

68

Author/year

Mittal et al.
201021

Puligheddu
et al. 20102

Strzelczyk et
al. 201022

Yao et al.
201011

Fisch et al.
201229

Case

22

23

24

25

26

M

F

F

M

M

Sex

Diffuse

Lt leg

Ipsilateral

Both forearms

Both upper
extremities

Distribution of
piloerection

—

—

—

—

A strange smell
and sweaty
palms

Aura

Nonfluent
aphasia,
emotional
distress, focal
myoclonic
jerk

—

Paraphasia

Tachycardia,
anxiety

N

Symptoms

—

—

—

Y

Y

Conscious

MRI: a lt
temporal
mass extending from
the temporal
pole to the
pulvinar and
involving
amygdala
and h’

Epileptic
discharges
over lt
temporal
derivations

Ictal EEG:
focal slow
waves on the
rt parietal and
temporal lobes

Intermittent
slowing and
sharp waves
over the lt
temporal lobe

CT/MRI: An
intraventricular
calcified
meningioma
MRI: normal

Abruptly by 1
to 2 seconds,
general
voltage
decrease,
including
attenuation
of the β
activity in the
central leads,
with some
continuation
in the
posterior head
region

Rt temporal
region delta
slowing
intermixed
with sharp,
spike waves

EEG

—

MRI: a
nonenhancing
mass
involving
the rt medial
temporal lobe

Imaging

Anaplastic
astrocytoma

Viral
encephalitis

—

—

Astrocytoma
with an
oligodendroglial
component

Etiology or
associated
neurological
disease

Partial
lobectomy

N

Lesionectomy with
posterior
resection of
the h’

N

Removal
of lesion
and
surrounding
epileptogenic
zone

Surgery

—

C oral,
seizure free

—

Valproic
acid and
levetiracetam
oral, seizures
reduced

Seizure free

Outcome
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Age

75

38

66

40

Author/year

Haykal et
al. 23

Kurita et al.
20137

Asha et al.
20146

Rocamora et
al. 20145

Case

27

28

29

30

M

M

M

M

Sex

—

Rt arm→lt arm

Bilateral arms
and back

Bilateral lower
extremities

Distribution of
piloerection

—

Nauseous,
‘funny’ feeling
in the stomach,
tingling
sensation on the
rt arm

—

A hot flash
starting in the
head and running
down the body

Aura

Sweating on
hands

Visual
disturbances
and a
feeling of
‘detachment
from reality’;
post-ictal
dysphoria;
olfactory and
gustatory
hallucinations
of ‘burning
rubber’

Chills

Word finding
difficulties,
stuttering or
dysarthria,
and
occasionally
a jaw tremor

Symptoms

Y

—

Y

Y

Conscious

MRI: rt h
sclerosis

MRI: the
ill defined
enhancing
lesion in
the superior
medial
aspect of
the posterior
horn of the
right lateral
ventricle
extending to
the splenium.
The lesion
partially
extending
into the
temporal
horn of
right lateral
ventricle.

MRI: high
intensity
in the rt h’,
rt uncus, rt
amygdala,
and swollen
rt h’. Then rt
h atrophy

MRI: mild T2
hyperintensity
in the lt mesial
temporal lobe

Imaging

Rt anterior
temporal lobe
seizure onset

N

Rhythmic
waves in the rt
temporal area
and gradually
became slow
and irregular

An ictal
discharge
of theta
range with
consistent lt
inferomesialanterior
temporal onset

EEG

CSF analysis:
Ma2
antibodies
.

Primary
glioblastoma
multiforme

—

Herpes zoster
encephalitis

Etiology or
associated
neurological
disease

N

Debulking
of the
lesion

N

N

Surgery

Seizures
continue

Anti-epileptic
medication,
seizure free

C oral,
seizure free

Lamotrigine
oral, seizure
free

Outcome
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39

35

32

52

64

—

Rocamora et
al. 20145

Rocamora et
al. 20145

Rocamora et
al. 20145

Rocamora et
al. 20145

Symvoulakis
et al. 20164

Whatley et
al. 20173

31

32

33

34

35

36

—

M

M

F

F

M

Sex

Lt hemibody

Bilateral

Generalized

Rt arm

Wide spread

Lt side

—

—

—

—

Speech arrest

—

Aura

—

Feeling of
anxiety,
nausea, a
sensation of
impending
loss of
consciousness

—

Epigastric
sensation

Oral
automatisms

Body
paresthesias

Symptoms

Y

Y

—

N

Y

Y

Conscious

MRI:
cavernous
angiomas
in the lt
temporal pole
and lt gyrus
rectus

MRI:
increased
signal
intensity in
the inferior
temporal
gyrus and the
h’ bilaterally,
with
additional
small nodular
gadolinium
enhancement
in both
temporal
lobes

MRI: both
temporal
lobes
hyperintersity

MRI: lt h
sclerosis

MRI: lt
amygdala and
h’ swelling

MRI: rt h
sclerosis

Imaging

—

No
paroxysmal
activity

Rt temporal
lobe with
theta-delta
rhythmic
activity

Lt anterior
temporal lobe
seizure onset

Lt anterior
temporal lobe
seizure onset

Rt posterior
temporal lobe
seizure onset

EEG

Cavernous
angiomas

Limbic
encephalitis

Serum
analysis:
LGI1
antibodies.

CSF analysis:
anti-Hu
antibodies

Serum
analysis:
LGI1
antibodies.

Serum and
CSF analysis:
LGI1
antibodies.

Etiology or
associated
neurological
disease

—

N

N

N

N

N

Surgery

—

—

Seizure
continue

Seizure
continue

Intravenous
c’, seizure
free

Intravenous
c’, seizure
free

Outcome

C=carbamazepine; C’=corticosteroids; CT=computed tomography; EEG=electroencephalogram; F = female; Fron=frontal; h=hippocampal; h’=hippocampus; Lt= left; M = male;
MRI=magnetic resonance imaging; N=no; O=oxcarbazepine; PET=positron emission tomography; Pari=parietal; Rt= right; Y=yes; — = not available

Age

Author/year

Case

Distribution of
piloerection

Neurology Asia

EEG and response to surgery, we estimated that the
pilomotor seizures originated from the temporal
lobe in 21/37 (57%, cases 6, 9, 10, 11, 14, 17, 18,
20, 21, 22, 24, 27, 28, 30, 31, 32, 33, 34, 35, 36,
current case) cases3,5,7-9,14,15,17-23 and another 7/37
(20%, 4, 5, 7, 8, 13, 26, 29) had temporal lobe
plus origin of the seizure.6,24-29 The discharges from
the temporal lobe may spread to affect the central
autonomic network resulting in in the pilomotor
seizures and other autonomic manifestations.
Based on CT/MRI including our case, there
were 12 pilomotor seizures with pathology on
the right side, and 11 cases with pathology on the
left. There is thus no hemispheric predominance
of pilomotor seizure. It has been said that when
the epileptogenic zone is in the left hemisphere,
ictal piloerection is often accompanied by ictal
cold shiver.10
It is also noteworthy that structural lesion was
found in the CT/MRI in 29/37 (78%) of the cases,
including the present case. Multiple etiologies
were identified, including glioma6,8,21,24-29, limbic
encephalitis4,9,30, and as in our patient, cavernous
malformation. Thus, in close to four fifth of the
cases, the pilomotor seizure is associated with a
structural lesion demonstrable by CT/MRI.
Carbamazepine and oxcarbazepine are
commonly used to treat pilomotor seizures.7,11,14-18,31
Resection of the lesion in the right temportal
lobe was performed in the current case, and the
patient was seizure free after surgery. Similar
findings were reported in other published
literature.6,15,18,20,21,24,28,31 This support that resection
is an effective treatment for pilomotor seizures
associated with cavernoma.
In 29/33 (88%) of the cases, EEG abnormalities
could be demonstrable in the ictal or interictal
EEG recordings. EEG is thus a sensitive tool for
the diagnosis of ictal piloerection.
In conclusion, we report a man that presented
with piloerection as the only symptom of seizure,
confirmed by ictal EEG. The seizures from
temporal lobe cavernoma was not responsive to
AED, but was responsive to surgical resection.
Clinicians should have increased awareness of
pilomotor seizures.
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