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Abstract. C e r e b r a l  i n fa rc t ion  is an  
u n c o m m o n  c o m p l i c a t i o n  of  A I D S  in 
p e d i a t r i c  pa t ien ts .  W e  have  seen  
t h r e e  H I V - i n f e c t e d  ch i ld r en  who  de-  
v e l o p e d  acu te  n e u r o l o g i c a l  def ic i ts  
due  to  s t roke .  C e r e b r a l  in fa rc t ion  
mus t  be  c o n s i d e r e d  in the  w o r k - u p  
o f  a chi ld  wi th  A I D S  who  p r e s e n t s  
wi th  foca l  n e u r o l o g i c a l  defici t ,  sei- 
zu re  or  m e n t a l  s ta tus  change .  
S t r o k e  is a c o m p l i c a t i o n  of  H I V  in- 
fec t ion  tha t  occurs  in a p p r o x i m a t e l y  
1 %  of  a f f ec t ed  ch i ld r en  [1]. A t  au-  
topsy,  e v i d e n c e  of  c e r e b r a l  infarc-  
t ion  was d o c u m e n t e d  in 10-30 % of  
ch i ld r en  wi th  H I V  in fec t ion  [2]. W e  
have  seen  t h r e e  ch i ld r en  wi th  focal  
i n fa rc t ion  who  a re  H I V  pos i t ive .  

Case reports 

Case 1 

An 8-year-old HIV-positive boy presented 
with sudden onset of right hemiparesis and 
a right facial palsy. 

Past medical history included multiple 
hospitalizations for recurrent oral and eso- 
phageal candidiasis. Laboratory work-up 
revealed spinal fluid which was negative 
for organisms or infection. Platelets, pro- 
thrombin, and partial thromboplastin time 
were normal. On physical examination, the 
patient was afebrile and alert with a right fa- 
cial palsy and a right hemiparesis. There 
were brisk deep tendon reflexes and an up- 
going right toe. 

Initial non-enhanced axial computed to- 
mography (CT) of the head revealed evolv- 
ing low-attenuation lesions of the left basal 
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Fig . la-c .  Case 1. a CT shows low-attenuation lesions in the left basal ganglia, b, c MRA 
demonstrates absence of signal within the branches of the left middle cerebral artery on 
both the source image and the coronal reconstructed image 

ganglia (Fig. I a). A magnetic resonance an- 
giogram (MRA) of the head revealed ab- 
sence of signal within the sylvian branches 
of the left middle cerebral artery on both 
the source images (Fig. lb)  and the coronal 
reconstructed images (Fig. 1 c). These find- 
ings correlated with the CT findings demon- 
strating an evolving left middle cerebral ar- 
tery stroke. 

Case 2 

A 14-year-old HIV-positive girl presented 
with progressive neurological signs and 
ataxia. 

Laboratory and clinical work-up re- 
vealed no evidence of acute infection. A 
magnetic resonance imaging (MRI) scan 
demonstrated a left cerebellar hemisphere 
high T2-weighted signal lesion in the distri- 
bution of the left posterior inferior cerebel- 
lar artery. These findings are consistent 
with a left cerebellar infarction (Fig. 2). 
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Fig.2. Case 2. MRI shows a left cerebellar 
hemispheral lesion with high T2-weighted 
signal intensity, consistent with an infarc- 
tion 
Fig.3. Post-contrast CT shows an area of 
patchy gyriform enhancement in the left pa- 
rietal lobe 

Case 3 

A 2-year-old HIV-positive boy presented 
with a right hemiparesis and lethargy. 

Past medical history included numerous 
hospital admissions for pneumocystis pneu- 
monia and otitis media. Laboratory work- 
up revealed spinal fluid which was negative 
for organisms, and toxoplasmosis titers 
were also negative. On physical examina- 

tion the patient was afebrile with a right 
hemiparesis and a right facial palsy. 

The post-contrast CT demonstrated a 
vague area of patchy gyriform enhance- 
ment in the left parietal lobe (Fig.3). A 
study 4 days prior to this, in retrospect, dem- 
onstrated a vague loss of gray/white dis- 
crimination in this region. These findings 
are most typical of an evolving cerebrovas- 
cular accident in the left parietal lobe. 

Discussion 

Patients with AIDS are at an in- 
creased risk of strokes [3]. The 
cause of these strokes is often un- 
known, however, vasculopathies of 
various etiologies have been impli- 
cated in many cases [2, 3]. Opportu-  
nistic infection may lead to vasculo- 
pa thy  and subsequent stroke in pa- 
tients with AIDS [1]. Pathogens 
such as Candida albicans and cyto- 
megalovirus are known to cause vas- 
cular invasion and secondary throm- 
bosis of cerebral vessels in the immu- 
nocompromised host. However,  in 
children, in contrast to adults, infec- 
tion of the CNS with opportunistic 
organisms is uncommon [4]. 

Lymphoma is a known neoplastic 
cause of vasculopathy in the immu- 
nocompromised host. This tumor  
can be focally invasive of blood ves- 
sel walls resulting in direct vascular 
injury, invasion of the lumen and fo- 
cal thrombosis [1]. 

The vasculopathy in patients with 
AIDS also may be due to primary in- 
fection by the human immunodefi-  
ciency virus itself. In addition, HIV  
may indirectly mediate vascular inju- 
ry by the reaction of elastases from 
repeated infections. This may injure 
the elastic lamina of vessels [5]. 
These strokes at the site of vasculo- 
pathy are thought to be thrombotic  
rather than embolic vascular occlu- 
sions [2]. 

Hemorrhagic  infarcts also have 
been repor ted in children with 
AIDS although these are repor ted 

to occur less frequently than non- 
hemorrhagic infarcts. In one report  
of four patients with hemorrhagic in- 
farcts, all had immune thrombocyto-  
penia. 

The three patients presented had 
clinical evidence of stroke with 
abrupt onset of neurological deficits. 
Imaging studies confirmed clinical 
suspicions revealing characteristic 
lesions that corresponded to the 
area of focal deficit. Clinically and 
radiologically there was no evidence 
of infection or lymphoma in these 
patients. CNS lymphoma and oppor- 
tunistic infections are distinctly un- 
usual in children with AIDS, in con- 
trast to adults. Therefore,  we believe 
that cerebral infarction in these pa- 
tients was due to primary infection 
by the HIV  virus itself. These chil- 
dren are alive and undergoing con- 
tinued medical therapy for AIDS at 
this time. Cerebral  infarction sec- 
ondary to HIV  vasculopathy should 
be a consideration in pediatric 
AIDS patients. 
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