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and anti-DNA were normal. Blood renin,
angiotensin and aldosterone levels were elevated.
The renal ultrasonography revealed a mild degree
dilatation of the left renal calices. Intravenous

pyelography, renal angiography, renal scintigraphy .

with 99Tc-DTPA and 99Tc-DMSA, and voiding
cystourethrography were performed. Bilaterally
decreased renal vascularization, pyelonephritic
scars, and cortical deformation (more prominent
on the left than right), slow output function of the
left kidney, and bilateral grade-I reflux were
detected. Echocardiography showed left ventricular
hypertrophy and mild aortic insufficiency. Cerebral
angiogram revealed no pathology.

After admisison, she was treated with captopril,
prazosin, atenolol and nitroprusside. Satisfactory
and rapid control of her blood pressure was
obtained. Her neurologic deficits resolved
gradually. On the 18% day of admission, facial
palsy recovered completely. She was discharged
with 4 mg/kg captopril therapy after 33 days of
hospitalization.

Discussion

Secondary hypertension is more common than
essential hypertension in infants and children.
Approximately 75-80% of children with
secondary hypertension have a renal abnormality.
Chronic pyelonephritis or reflux nephropathy
with pyelonephritic scars, glomerulonephritis,
renal obstructive disease and polycystic kidney
disease are among the most common etiologiesZ2.
In our patient, pyelonephritic scars and activated
renin-angiotensin system were present.

There is no specific symptom of hypertension.
Headache is the most common complaint, and
nausea and vomiting are initial complaints in
many patients. Seizures occur more frequently
in children?3. Facial paralysis is a rare finding of
hypertension. The most common causes of facial
paralysis in children are otitis media and
idiopathic Bell's palsy®. In addition, it can be
secondary to trauma; skull diseases such as
osteomyelitis and osteopetrosis; toxins;
metabolic causes (hyperparathyroidism,
hypothyroidism); neck lesions; infections
(especially otitis media); intracranial space-
occupying lesions; genetic, autoimmune, and
muscular disorders and, rarely, hypertension>®.
The paralysis can be intermittent and
independent of blood pressure control!. In
10 patients described in the literature, the facial
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paralysis was intermittent in six, as it was in our
casel-7.8, Recurrent hemorrhage within the facial
canal could account for the intermittent naturel.

The cause of facial paralysis in the hypertensive
child is unclearb, but hemorrhage or edema in
the facial canal may be important factors. As in
our case, the prognosis in children is good!.3.6.9,
The duration of palsy varies from days to weeks.
Recovery begins when the pressure is reduced®.

" Our patient's paralysis resolved within 18 days

following antihypertensive therapy.

The therapeutic effect of corticosteroids in acute
idiopathic peripheral nerve paralysis is
controversial. Some authors support early steroid
treatment!®11, others suggest that steroid therapy
initiated at an early stage of childhood Bell's palsy
does not significantly improve the outcomel2. In
contrast to cases of Bell's palsy, in hypertensive
cases the use of glucocorticoids seems to be
steroids!. It appears that unawareness of the fact
that facial palsy can be the presenting sign of
severe hypertension is aggravated by the use of
steroids. In our case, failure to diagnose
hypertension resulted in pontine hemorrhage.

In children with facial paralysis, blood pressure
determination should be conducted repeatedly.
This is particularly important in patients
prescribed steroids. In patients who are
normotensive on first evaluation, a careful
history, and clinical and basic laboratory
examination for hypertension should be
performed. After the diagnosis of Bell's palsy
was established, the follow-up of blood pressure
should not have been ignored.
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