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conditions4. Our patient was not evaluated
before, so he and his family did not know
whether he had hypertension or not. He was
overweight and had serious hypertension when
he was referred to the hospital. Sudden
hypertensive attack might have occurred at the
time of trauma during his sudden fall. Incidence
of hypertension in acute dissections is about
75%2. The presence of hypertension is more
common among patients with type 3
dissections2. Vogt et al.5 reported four patients
aged 14 to 21 years who developed acute aortic
dissection. All four patients had systemic
hypertension related to chronic renal
insufficiency. The role of heredity in aortic
dissections in the general population is poorly
defined except for patients with connective
tissue disorders like Ehlers-Danlos syndrome
and Marfan’s syndrome. Familial occurrence of
dissections and annuloaortic ectasia in
association with a mutation in the gene for type
III procollagen has been reportedS. Aorta-related
complications, especially acute dissections, are
the leading cause of death in Marfan’s
syndrome. Dilatation of the ascending aorta and
a family history of acute dissection are
associated with an increased risk of dissection
in this syndrome’:8, There was no history of
aortic dissection or sudden death in our
patent’s family. Aortic stenosis and coarctation,
which are other etiologies of aortic dissection,
were not determined during operation in our
case. A review of the literature revealed many
reported many of aortic aneurysms in childhood
but very few of cases with aortic dissection.
Dissection of aorta was reported in two cases
with Turner’s syndrome. They were 10- and 9-
year-old girls and both had aorta coarctation
repaired previouslyd. Teien et al.10 reported a
case of spontaneous dissection in a 12-year-old
boy whose half brother had an idiopathic dilated
aorta and whose mother had also required
surgery for dissection of a dilated aorta. No
features of connective tissue disorder were
presented in any family member. Panja et al.l!
presented a nine-year-old girl with chest pain
and dyspnea of sudden onset. She also did not
have Marfanoid features and had normal aortic
valve on echocardiography. The diagnosis of
dissecting aneurysm of ascending aorta was
established with the help of aortagraphy.
Nitsuya et al.!2 reported that aortic wall
dissection in young patients might be
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etiologically associated with increased acid
mucopolysaccharide accumulation in the aortic
media. Clinical features of aorta dissection
change due to the type of dissection. Sudden
or accelerated death may be the presentation
and the diagnosis can be made only at autopsy.
Pain is the most dramatic symptom. Back pain
started in our case in the follow-up period.
Neurologic manifestation such as temporary
blindness, degrees of hemi- or paraparesis or
plegia, or deep coma may be seen on
presentationl. Our case presented with
paraparesis and lower extremity ischemia. The
blood pressure on admission is normal or high
in over 80% of the patients. The blood pressure
was difficult to control in our case. The severe
hypertensive response may have been related
to renal ischemia primary hypertension may
have been present have in our case. Limb
ischemia signs are present in about 40%
patients at admission2. Hematuria and oliguria
are signs of renal involvement. Hematuria
started at the sixth hour in our case but urine
volume as adequate (3 ml/kg/h). Abnormalities
seen in the serum chemistries are related to
severity of the accompanying organ dysfunction.
Chest X-rays show widening of the
mediastinum and blurring of the aortic knob in
over 80% of the patients. Because diagnosis can
be made only with computed tomography,
magnetic resonance imaging or aortography!l,
pediatric cases may be undiagnosed. Suspicion
is essential to diagnose the disorder. We must
consider dissection in children, especially with
predisposing risk factors, in the presence of
sudden onset of pain, dyspnea, syncope,
hypertension, limb ischemia symptoms and
hemiparesis.
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