and

suspected Lyme borreliosis. Neurology Sept 1997;49:817-824). (Reprints: Dr
Nadal, University Children's Hospital, Infectious Diseases Unit, Steinwiesstr. 75,

David

CH-8032 Zurich, Switzerland).

COMMENT. Analysis of CSF for intrathecal specific antibodies to B.
burgdorferi in children presenting with acute peripheral facial palsy may
early diagnosis and prompt antibiotic treatment. In patients with
lymphocytic pleocytosis but no intrathecal antibodies, detection of

facilitate

seroconversion

by analysis of convalescent serum is important in diagnosis.
Neurologic signs and syndromes associated with Lyme disease in
are reviewed in three reports and commentaries in Progress
in
Pediatric Neurology III. PNB Publishers, 1997;pp484-5. In one series of 96
patients, facial palsy occurred in 14%. Pseudotumor, reviewed in the following
report, was diagnosed in 6% of cases of Lyme disease.

children

PSEUDOTUMOR CEREBRI
INCIDENCE RATES OF PEDIATRIC PSEUDOTUMOR CEREBRI

Twenty nine cases of pseudotumor cerebri were identified in a
retrospective study of records of 205,765 children aged 2-15 years presenting
between 1979 and 1994 at the IWK Grace Health Centre, Dalhousie University,
Halifax, Canada. The annual incidence of pseudotumor for the total group was
0.9 per 100,000 children; in age group 2-11 years, the incidence was 0.7, and
for 12-15 years, 1.5. Females were affected
than males. The adolescent age group was

nearly 3 times more frequently
affected twice as frequently as
children. (Gordon N. Pediatric pseudotumor cerebri: descriptive
epidemiology. Can T Neurol Sci Aug 1997;24:219-221). (Reprints: Dr Kevin Gordon,

younger

IWK-Grace Health

Centre, 5850 University Ave, Box 3070, Halifax, Nova Scotia, Canada

B3J 3G9).
COMMENT. The increasing incidence of pseudotumor cerebri in later
childhood and adolescence (1.5 per 100,000), noted in this study of patients
admitted after 1978, was also noteworthy in earlier reports. A review of the
literature before 1960 showed that 84 (37%) of 224 patients of all ages were in
children and of these 75 (90%) were between 5 and 15 years of age. (Millichap

JG. Pediatrics Feb 1959;23:257). Antecendent otitis media was reported in 29%,
and mild head injury or infection other than otitis occurred in an equal
proportion of the cases. The advent of antibiotics virtually abolished the cases
of "otitic hydrocephalus," and
later reports. (See Progress in

433, for articles on
pseudotumor cerebri).

explained the increase in "idiopathic" cases in
Pediatric Neurology III. PNB Publ, 1997;pp431signs and symptoms, the MRI, and treatment of
TRAUMATIC

DISORDERS

OLFACTORY DYSFUNCTION
degree of olfactory function and damage to olfactory bulbs and
tracts were quantitatively determined in 268 patients with head trauma (HT)
presenting with complaints of olfactory disturbance at the University of
Pennsylvania Smell and Taste Center, Philadelphia, PA. Anosmia occurred in
179 patients (67%), microsmia (lessened sense of smell) in 20%, and 12% had
normal sense of smell. Olfactory test scores after head trauma were not related
POST-TRAUMATIC
The

77

age or sex. Occipital or temporo-parietal impacts caused more cases of
olfactory dysfunction than frontal impacts. Of 66 retested after periods
ranging from 1 month to 13 years, 24 (36%) showed slight improvement, 45%
were unchanged, and 18% were worse. Parosmia, or perversion of smell,
occurring in 40% of patients immediately after the trauma, decreased to 15%
during an 8 year follow-up. Volumes of olfactory bulbs and tracts measured by
MRI were smaller than controls in male, but not female, patients. (Doty RL,
Yousem DM, Pham LT et al. Olfactory dysfunction in patients with head trauma.
Arch Neurol Sept 1997;54:1131-1140). (Reprints: Richard L Doty PhD, Smell and Taste
Center, University of Pennsylvania Medical Center, 5 Ravdin Pavilion, 3400 Spruce St,

to

Philadelphia, PA 19104).
COMMENT. Patients with head trauma who lose their sense of smell

rarely regain normal olfactory function, whereas those who complain of
distortions of smell usually recover over time. Head trauma male patients with
olfactory dysfunction have MRI evidence of greatly reduced olfactory bulb
and tract volumes. The apparent selective sparing of female olfactory
structures may be explained by lesser severity of trauma or a protective effect
of estrogens.

SEIZURE

X-LINKED

INFANTILE

DISORDERS

SPASMS

Two unrelated families with X-linked infantile spasm
studied genetically by two-point and multipoint linkage

syndrome

were

analyses at the
University Hospital Gasthuisberg, and Center for Human Genetics, University
of Leuven, and University of Antwerp, Belgium. The disease gene was located
to the distal part of the short arm of the X chromosome, between Xpter and
Xpll.4. (Claes S, Devriendt K Lagae L et al. The X-linked infantile spasms
syndrome (MIM 308350) maps to Xpll.4-Xpter in two pedigrees. Ann Neurol
Sept 1997;42:360-364). (Respond: Dr JJ Cassiman, Center for Human Genetics, University
of Leuven, Campus Gasthuisberg, Herestraat 49, B-3000 Leuven, Belgium).
COMMENT. West
inherited disorder.

syndrome

may

rarely

occur

in families as an X-linked

Zonisamide (ZNS) for infantile spasms. ZNS
monotherapy was
effective in the control of spasms in 4 of 11 patients treated at 11 centers in

Japan. (Suzuki Y, Nagai T, Ono J et al. Epilepsia Sept 1997;38:1035-1038).
AUTOMATIC NEONATAL SEIZURE DETECTION BY EEG
EEGs obtained from 55 newborns, recorded at the Montreal, Sydney, and
Texas Children's Hospitals, were reviewed by 3 types of automatic analysis of
sequential epochs aimed at detecting rhythmic paroxysmal discharges,
repetitive spike patterns, arrhythmic runs of spikes, and low frequency

discharges, and the methods

are reported from the Montreal Neurological
Institute, and the Montreal Children's Hospital, Canada. Initial evaluation

detected 71% of seizures and 78% of seizure clusters, and the false detection
rate was 1.7/hour of recording. (Gotman J, Flanagan D, Zhang J, Rosenblatt B.
Automatic seizure detection in the newborn: methods and initial evaluation.
Electroenceph clin Neurophvsiol Sept 1997;103:356-362). (Respond: Dr J Gotman,
Montreal

Neurological Institute and Hospital, 3801 University St, Montreal, PQ, H3A 2B4

Canada).
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