INFECTIOUS DISORDERS

STRCKE AND AIDS

The occurrence and causes of stroke in children with acquired
immmnodeficiency syndrome are reported from the Albert Einstein College
of Medicine, Bronx, and the State University of New York at Stony
Brook, NY. The report includes seven children with HIV infection
who had clinical evidence, pathological evidence or both of stroke.
An estimate of the clinical incidence of stroke based on four of 68
cases followed in a longitudinal study for 4} years was 1.3% per year.
Of the seven children with stroke, four had hemorrhage in the ONS and
six had non-hemorrhagic infarcts. The prevalence of cerebrovascular
disease in a consecutive autopsy series was higher than the clinical
incidence and was documented in six (24%) of 25 children with HIV
infection, including those children who had clinical evidence of
stroke. In four children with inmune thrombocytopenia, hemorrhage was
catastrophic in one and clinically silent in three. Arteriopathy of
meningocerebral arteries and aneurysmal dilatation of the circle of
Willis were found in two patients, and two had co-existing
cardiomyopathy and subacute necrotizing encephalomyopathy. (Park YD et
al. Stroke in pediatric acquired immmnodeficiency syndrame. Ann
Neurol Sept 1990; 28:303-311).

QOVMENT In children with AIDS who develop focal
neurological signs, cerebrovascular disease and stroke are likely
explanations. The most frequent CNS complications of HIV-1
infection in children are developmental delays, cognitive
impairment, acquired microcephaly, and bilateral corticospinal
tract signs. Movement disorders and cerebellar signs are less
frequent and seizures are unconmon. (Belman AL. Am J Dis Child
1988; 142:29-35; Neurologic Clinics, W.B. Saunders, Philadelphia,
August™1990; 8:571-603).

NHONATAL HERPES SIMPLEX ENCEPHALITIS

The sequential EEGs of 15 neonates with herpes simplex virus
meningoencephalitis were correlated with clinical and laboratory
findings at the Children's Hospital, Harvard Medical School, and
Massachusetts General Hospital, Boston, MA. EBEGs were abnormal in
seven (88%) of eight neonates examined during days one to four of the
illness and three (38%) showed a multifocal periodic pattern. In
three patients with an early abnormal EEG the CT and ultrasound were
normal. All patients examined during days five to 11 of the illness
had abnormal EEGs and three had multifocal periodic patterns. Nine
patients with severe neurologic sequelae and vegetative state examined
after day 11 of the illness showed markedly abnormal EEGs with very
low voltage or electrocerebral silence. The authors concluded that the
EEG is a sensitive test that may be superior to radiologic procedures
in the early diagnosis of neonatal herpes simplex encephalitis. The
multifocal periodic pattern in the presence of CSF pleocytosis is
highly suggestive of the diagnosis. (Mikati MA et al. Neonatal herpes
simplex meningoencephalitis: EEG investigations and clinical
correlates. Neurology Sept 1990; 40:1433-1437).
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