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levels  of such  markers  of  inflammation  as  C-reactive  protein
or  erythrocyte  sedimentation  rate.

Although  the  pathophysiology  of  the  condition  is  not  well
understood,  several  trigger  factors  have  been  identified;
these  include  recent  trauma  or  a  history  of viral  respiratory
tract  infection.2—4

Neuroimaging  studies  are essential,  especially  neck  CT,
which  shows  calcific  deposits  in the  longus  colli  muscle,  typ-
ically  in  the  retropharyngeal  space  at the C1-C2  level,  and
prevertebral  oedema  of the  soft  tissues.5

It  is crucial  for  neurologists  and  otorhinolaryngologists
at  emergency  departments  to  be  aware  of  this  underdiag-
nosed  entity.  Differential  diagnosis  of longus  colli  tendinitis
includes  such  severe  neurological  diseases  as  meningitis,
spinal  disc  herniation,  vertebral  artery  dissection,  and
spondylodiscitis,  and  other  conditions  that  may  be  treated
surgically,  such  as  retropharyngeal  abscess.6

The  condition  follows  a  benign  clinical  course,  with  treat-
ment  based  on  relative  rest  and the  use  of  non-steroidal
anti-inflammatory  drugs,  combined  with  opioids  and  cor-
ticosteroids  in refractory  cases.  Symptoms  usually  resolve
within  1-3  weeks.
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Posterior reversible
encephalopathy syndrome: a
case  report�,��

Síndrome de encefalopatía posterior
reversible:  a propósito de  un caso clínico

Posterior  reversible  encephalopathy  syndrome  (PRES)  is
a  clinical  and radiological  entity  characterised  by  the  acute
or  subacute  onset  of headache,  altered  level of  conscious-
ness,  visual  alterations,  seizures,  nausea,  and  vomiting;  it
also  causes  neuroimaging  alterations,  which  are generalised,
reversible,  and  predominantly  posterior.1—3 It usually  mani-
fests  in  the  context  of systemic  diseases;  in  children,  it  has
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been  identified  in  the  context  of  kidney  failure,  immuno-
suppressant  treatment  and  chemotherapy,  such  autoimmune
diseases  as  systemic  lupus  erythematosus,  and  idiopathic
arterial  hypertension  (AHT),  among  others.1,4,5 Approxi-
mately  70%-80%  of  patients  present  moderate  to  severe
AHT.2,6,7 Brain  magnetic  resonance  imaging  (MRI)  is  essen-
tial  for  diagnosis  as  it identifies  the presence  of  oedema
surrounding  the  white  matter  bilaterally,  mainly  in  the
posterior  area  (parietal  and  occipital  lobes).2,3,8,9 The  patho-
physiology  of PRES  is  unknown;  several  mechanisms  have
been suggested,  and  probably  coexist  in some  cases:  loss
of autoregulatory  vascular  tone causing  hyperperfusion,
systemic  vasoconstriction  with  hypoperfusion,  and dysfunc-
tion  or  endothelial  injury  with  lesion  to  the blood-brain
barrier.9,10 Symptoms  fully  resolve  when  the  underlying
cause  is  corrected  early;  otherwise,  however,  the condi-
tion  may  result  in such  irreversible  damage  as  cortical
blindness  or  death.  MRI abnormalities  disappear  in follow-
up  examinations  performed  after  the  proper  treatment  is
administered.11—13

Our  patient  is  a  6-year-old  girl  with  no relevant  per-
sonal  history,  who  attended  the  emergency  department
due  to  a 4-day history  of headache,  vomiting,  abdominal
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Figure  1  Axial T2-weighted  FLAIR  MRI  sequence  showing

bilateral occipital  and  posterior  parietal  cortico-subcortical

hyperintensities,  which  are  nearly  symmetrical  (arrows).

pain,  and  lack  of mobility.  During  the  examination,  the
patient  was  drowsy  but  easily  awakened,  with  the  neu-
rological  examination  detecting  no  other  alterations  (eye
fundus  with  no  papilloedema).  During  the  first  hour  after
admission,  she  presented  weak  mastication  and  empty  gaze,
and  blood  pressure  values  were  observed  to be  persistently
above  the  95th percentile.  A  head  computed  tomography
scan  revealed  cortico-subcortical  hypodensities  in the  left
anterior  parietal  and  parasagittal  regions,  and  an elec-
troencephalography  showed  a slow,  poorly  reactive,  and
ill-defined  rhythm,  suggesting  cortico-subcortical  involve-
ment.  A  brain  MRI scan  showed  multifocal,  T2-hyperintense
lesions  symmetrically  surrounding  the white  matter  of  the
temporo-parietal  and occipital  regions  and  the left frontal
lobe,  suggesting  PRES  (Figs.  1 and  2).  Other such  diagnostic
hypotheses  as  stroke,  cerebral  venous  thrombosis,  central
nervous  system  vasculitis,  and  encephalitis  were  ruled  out.
For  the  aetiological  diagnosis  of  AHT  and its  consequences,
we  requested  the following  studies:  urine  sediment  anal-
ysis,  kidney  function  test,  serum  electrolyte  study, lipid
profile,  immunology  study,  24-hour  urine  catecholamines,
renal  ultrasound,  an echo-Doppler  study  of the  renal  arter-
ies,  and  an echocardiogram;  all  tests  yielded  normal  results
without  identifying  any  secondary  cause  of  AHT.

Blood  pressure  was  controlled  on  day 9  of  hospitalisation
using  enalapril  and  hydrochlorothiazide  plus  amiloride;  sub-
sequent  clinical  progress  was  favourable  (with  no  de  novo
symptoms).  The  imaging study  performed  9  days  after  treat-
ment  onset  revealed  almost  complete  recovery  of  the lesions
diagnosed  by  MRI.  The  patient  was  discharged  on  day  12
and  referred  to  the  neuropaediatric  outpatient  consulta-
tion.  Antihypertensives  were  suspended  after  8 weeks  of
treatment;  12  weeks  after  the  initial  episode,  the patient
presented  normal blood  pressure,  with  a  brain  MRI  scan
showing  complete  resolution  of  the lesions.

PRES  is  a rare  syndrome  in  children;  however,  given
the  low  level  of  suspicion,  its  incidence  may  be

Figure  2 Sagittal  T2-weighted  brain  MRI  sequence  showing

temporo-parietal  cortico-subcortical  hyperintensities.

underestimated.13 This  case  presents  atypical  manifesta-
tions,  since  the  symptoms  appeared  in a previously  healthy
girl  in the  context  of  sudden-onset  AHT,  with  no  identified
aetiology  and with  symptoms  resolving  in 8 weeks.

Although  the majority  of  the cases described  in the
literature  are associated  with  systemic  diseases,6,14 this  syn-
drome  has  been  reported  in association  with  idiopathic  AHT.2

Favourable  clinical  progression  was  observed  after  blood
pressure  control,  with  complete  resolution  of  the  lesions
after  12  weeks.  Furthermore,  the  AHT  episode  resolved
without  aetiology  being  confirmed.

Most  authors  recommend  performing  a new  imaging
assessment  after  symptom  resolution,  although  there  is  no
consensus  on  the ideal  time  for  the study  since  resolution
is  observed  between  8 days  and 17  months  after  the initial
episode.1,14

The  progression  time  necessary  for  lesions  to  become
irreversible  is  not  well  determined.

With  this case  report,  we  hope  to  raise  awareness  of  a
reversible  clinical  and radiological  entity  and  to  highlight  the
importance  of  timely  diagnosis  and  early  treatment  of the
underlying  cause  to  prevent  permanent  neurological  seque-
lae.
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Orthostatic tremor as  the  only
manifestation of thyrotoxicosis
following cerebral angiography�

Temblor  ortostático como manifestación
aislada  de  tirotoxicosis tras arteriografía
cerebral

Dear Editor:

The  use  of  iodinated  contrasts  in diagnostic  and  therapeu-
tic  techniques  has  become  increasingly  frequent  over  the
past  20  years.  These  techniques  consist  in  the  adminis-
tration of  iodine  doses  between  90  and  several  hundred
times  greater  than  the  recommended  daily  intake.  Iodine-
induced  thyrotoxicosis  (IIT) presents  a  prevalence  rate  of
0.05%  to  5%,  mainly affecting  patients  with  history  of thyroid
disease;  most cases  are caused  by  CT  scans with  con-
trast  or  cardiac  catheterisation.1,2 While  such  symptoms
as  cardiac  arrhythmia,  hyperthermia,  tremor,  or  diarrhoea
are  frequent  in  thyrotoxicosis,  orthostatic  tremor  (OT) is
exceptional.

We  describe  an atypical case  of  acute-onset  OT  associ-
ated  with  hyperthyroidism  secondary  to  a  brain  angiography
study in  a patient  with  no  history  of  thyroid  disease.

Our  patient  was  an  81-year-old  male  former  smoker  with
a  history  of  hypertension,  chronic  obstructive  pulmonary
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Neurología. 2019;34:137—138.

disease,  and  atherosclerotic  ischaemic  stroke  of  the
middle  cerebral  artery  secondary  to  stenosis  of the ipsi-
lateral  internal  carotid  artery.  He was  being  treated  with
acetylsalicylic  acid, clopidogrel,  omeprazole,  atorvastatin,
and  amlodipine/hydrochlorothiazide/olmesartan.  He  was
admitted  to  undergo  a  cerebral  angiography,  angioplasty,
and  stenting  of  the left  internal  carotid  artery;  no  immedi-
ate  complications  were  observed.  Between  48  and  72  hours
after  the procedure,  the patient  reported  a feeling  of
instability  and presented  tremor  in  all  4 limbs,  triggered  in
the  lower  limbs  by  standing.  The  neurological  examination
revealed  symmetrical  postural  tremor  in the upper  limbs,
palpable  tremor  of  the  lower  limbs during  standing,  and
no  other  abnormalities;  these  findings  are  compatible  with
OT.  Results  from  a systemic  examination  were normal  and
palpation  of the thyroid  revealed  no  nodules.  No  alterations
were  detected  in  heart  rate  or  temperature,  and  the  patient
did  not  present  diarrhoea  or  any  other  new  symptoms.
An  analysis  of  thyroid  hormone  levels  at symptom  onset
revealed  primary  hypothyroidism  (TSH:  0.04  mU/L;  free  T4:
2.1  ng/dL;  negative  antithyroid  antibodies).  In  the absence
of  other  symptoms,  the  patient  continued  under  clinical
follow-up  without  treatment.  A week  later,  he  showed  a
progressive  clinical  improvement,  with  symptoms  resolving
spontaneously  10  days  after  onset.  A  follow-up  laboratory
test  revealed  normalised  thyroid  hormone  levels  (TSH:
0.30  mU/L;  free  T4:  1.61  ng/dL).

A  typical  contrast  dose  contains  approximately  13 500  �g
of iodide,  which  may  be released  as  free  iodine  in the
body.  Under  normal  circumstances,  iodine  overload  causes
the  Wolff-Chaikoff  effect,  a self-regulatory  mechanism  that
inhibits  iodine  organification  and  thyroid  hormone  synthesis.
Subsequently,  at 7  to  10  days, an  escape  phenomenon  occurs
and  hormone  synthesis  resumes.  Sometimes,  iodine  over-
load  saturates  the  self-regulatory  mechanism  and causes  the
Jod-Basedow  effect,  resulting  in uncontrolled  production
of  thyroid  hormones  and  IIT.  Iodine-induced  thyrotoxicosis
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