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complex auditory hallucinations and CSE, which seems to
be an interesting option for further research in the basic
field.
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Autoimmune vestibulopathy associated
with autoreactive antibodies and parotid
involvement

Vestibulopatia autoinmunitaria asociada
con anticuerpos autorreactivos y afeccion
parotidea

Dear Editor:

Autoimmune vestibulopathy is a rare and treatable condition
characterised by recurrent episodes of vertigo or progressive
clinical signs of instability with clinical data of vestibular
hypofunction.™2? Its early recognition makes it possible to
introduce immunosuppressive treatment to stop its
progression.>2® We present a patient with autoimmune
vestibulopathy and radiological findings of parotid condition.

The patient was a 52-year-old male with no personal or
family history of interest, with a progressive condition of
tinnitus and hearing loss of 3 years’ evolution. For the past
year he had suffered unsteady gait sensation, with a
tendency to veer to the right. He did not report a sensation
of object rotation.

The neurological examination revealed nystagmus after
head shakes, corrective saccadic movements with head
turns and a decrease in dynamic visual acuity compared to
static.

The complementary tests were: normal Ss, normal
biochemical results, negative syphilis, normal thyroid
hormones, normal vitamin B12, positive ANA, fine structure
anti-Golgi, positive Ro/SSA  antibodies,  positive
transglutaminase antibodies; the rest of the results were
normal or negative. The coronal sections of cranial
magnetic resonance imaging showed enlarged parotid
glands with small millimetric hyperintense images that
could correspond to small cysts or acini, plus a more
prominent one with a lobular aspect in the right parotid
gland, with a size of 1.3 cm. This finding could be related
to an autoimmune disease (fig. 1).

Prednisone treatment was prescribed, yielding clinical
stabilisation and partial improvement of instability and
tinnitus. The treatment was suspended after 4 months due
to side effects, after which the patient suffered a clinical
exacerbation. Immunomodulatory  treatment was
reintroduced, resulting in clear clinical improvement.

Autoimmune vestibulopathy is a rare entity but it must
be recognised, due to the importance of early
immunosuppressive treatment.23 It may be the expression
of a uniquely vestibular condition or be part of the clinical
context of a systemic autoimmune disease (SLE, ulcerative
colitis, Cogan’s syndrome). Autoantibodies against the inner
ear have been described, but it was not possible to
determine them in our case.®* In our opinion, clinical
suspicion of autoimmune vestibulopathy condition should
lead to immunomodulatory treatment, possibly with
steroids, to prevent clinical progression and the disability
that it generates. The possibility of autoimmune
vestibulopathy should be considered in cases of instability
and recurrent vertigo. Early treatment is essential to
prevent irreversible vestibular hypofunction.
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Figure 1

T2-weighted coronal sections of MRl scan showing enlarged parotid glands with small millimetric hyperintense images

that may correspond to small cysts or acini, plus a more prominent one (1.3 cm) with a lobular aspect in the right parotid gland.
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Caudal nucleus haemorrhage due
to dental anaesthesia

Hemorragia de nucleo caudado por anestesia
dental

Dear Editor:

The most common causes of intraparenchymatous cerebral
haemorrhage are arterial hypertension (HT), coagulopathy,

amyloid angiopathy, cerebral malformations, tumours and
strokes with hemorrhagic transformation. However, there
are other less common aetiologies in which haemorrhage
has a specific trigger, such as substances with
sympathomimetic effects on the cardiovascular system;
consequently, there have been cases caused by diet pills
containing phenylpropanolamine,’ by amphetamines and
methylphenidate® for the treatment of attention deficit
disorder and by pseudoephedrine?® in  nasal
decongestants.

The purpose of our letter is to present the case of a
patient who suffered a cerebral haemorrhage, probably
related to dental anaesthesia.

The patient was a 41-year-old female, with no
cardiovascular risk factors. The only relevant personal
history was that she was in treatment with paroxetine for
depressive syndrome.

Two days before being seen by our department, she
underwent a dental intervention for the extraction of
several teeth, in which nerve block anaesthesia was applied
in both mental foramina using a solution of 90mg lidocaine
hydrochloride monohydrate and 18mg noradrenaline
tartrate. She immediately suffered sudden headache and
vomiting. Her arterial pressure at that time was
140/ 70mmHg. Due to the persistence of headache, she
decided to go to the emergency service. The only finding on
the neurological and physical examination was neck rigidity.
Neuroimaging studies were performed (computed
tomography scan and brain magnetic resonance) (figs. 1 and
2), revealing haemorrhage in the head of the left caudate
nucleus. This was open to the ventricles, with minimal
dilatation of the temporal horns. Laboratory analyses,
electrocardiogram and chest radiograph were normal.
Coagulopathy was ruled out by a normal coagulation study,
and angiography showed no vascular malformations that
would justify a cerebral haemorrhage.



