
Predictors of Adolescent
Eating Disorders

A B S T R A C T  &  C O M M E N T A R Y

Synopsis: A history of dieting is an important predictor of new eat-
ing disorders. Differences between the incidence of eating disorders

between the sexes are largely accounted for by the high rates of earli-
er dieting and psychiatric morbidity in adolescent girls.

Source: Patton GC, et al. Onset of adolescent eating disorders: Population
based cohort study over 3 years. BMJ 1999;318:765-768.

Patton and associates from the university of melbourne
in Australia designed a large prospective, population-based

cohort study that followed more than 1500 students initially aged
14-15 years from 44 secondary schools in the State of Victoria,
Australia, in an attempt to identify predictors of a new eating dis-
order in a cohort of adolescent children who were followed for
three years. The outcome measures used included weight and
height, a history of dieting (determined by an adolescent dieting
scale), psychiatric morbidity (determined by a clinical interview
schedule), and eating disorder (defined by a branched eating disor-
ders test). Eating disorder was defined when a subject met two cri-
teria for anorexia nervosa or bulimia nervosa according to the
Diagnostic and Statistical Manual, fourth edition (DSM-IV). At
the beginning of the study, 3.3% (29/888) of the female subjects
had partial syndromes of eating disorders as defined above. Only
0.3% (2/811) of males had partial syndromes of eating disorders.
The rate of development of new eating disorders per 1000 person-
years of observation was 21.8 in females and 6.0 in males. Female
subjects who dieted at a severe level were 18 times more likely to
develop an eating disorder than those who did not diet, and female
subjects who dieted at a moderate level were five times more likely
to develop an eating disorder than those who did not diet. Psychi-
atric morbidity predicted the onset of an eating disorder indepen-
dently of dieting status so that those subjects in the highest mor-
bidity category had an almost sevenfold increased risk of develop-
ing an eating disorder. After adjustment for earlier dieting and psy-
chiatric morbidity, body index, extent of exercise, and sex were not
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predictive of new eating disorders. Patton et al con-
clude that dieting is the most important predictor of a
new eating disorder in adolescent children. Differences
in the incidence of eating disorders between sexes were
largely accounted for by the high rates of earlier dieting
and psychiatric morbidity in females. In the adolescent,
controlling weight by exercise rather than diet restric-
tion seems to carry less risk of development of an eat-
ing disorder.

■ COMMENT BY WALTER R. ANYAN, Jr., MD, FAAP
Patton et al designed a large prospective, population-

based cohort study which, over three years, evaluated
1947 students initially 14-15 years of age from 44 sec-
ondary schools in Victoria. In an attempt to identify
predictors of a new eating disorder in these adoles-
cents, they measured height and weight, obtained a his-
tory of dieting (determined by an adolescent dieting
scale), evaluated psychiatric morbidity (determined by
a clinical interview schedule), and presence of an eat-
ing disorder (defined by a branched eating disorders
test). Partial eating disorder was defined when a subject
met two criteria for anorexia nervosa or bulimia ner-
vosa, according to the DSM-IV.

At the beginning of the study, 3.3% of the female sub-
jects and 0.3% of the male subjects had partial syndromes
of eating disorders. The subsequent rate of development of
new eating disorders per 1000 person-years of observation
was 21.8 times more likely, and those who dieted at a mod-
erate level were five times more likely to develop an eating
disorder within six months than those who did not diet.
Psychiatric morbidity also predicted the onset of an eating
disorder independently of dieting status, and those subjects
in the highest morbidity category had an almost sevenfold
increased risk of developing an eating disorder. Patton et al
conclude that dieting is the most important predictor of a
new eating disorder in adolescents. Differences in the inci-
dence of eating disorders between the sexes were largely
accounted for by the high rates of earlier dieting and psy-
chiatric morbidity in females. In the adolescent, controlling
weight by exercise rather than diet restriction seems to
carry less risk of development of an eating disorder.

There are three wrinkles in this study. 1) It is important
to note that the full syndrome of bulimia nervosa was
found in only two girls and the full syndrome of anorexia
nervosa was not found in anyone. 2) There is some discor-
dance between the finding that the incidence of new eating
disorders was 3.5 times greater in females and the observa-
tion that 8% of females vs. 0.5% of males dieted at severe
levels. It would seem that, in terms of subsequent develop-
ment of an eating disorder, severe dieting might be a more
significant act when found in a male. 3) The DSM-IV
diagnostic criteria for eating disorders were not created as
equals: two criteria for anorexia nervosa are objective and
two are subjective; two criteria for bulimia nervosa are
behavioral, one is subjective; and the other is simply the
absence of anorexia nervosa. Consequently, some combi-
nations of criteria might be more ominous than others.

However, the results fit clinical experience, as one of
the most characteristic events in the history of a patient
with anorexia nervosa is the decision to lose weight or
reshape one’s body. Often, the decision involves a
weight goal that seems reasonable, but once it is
achieved through the use of an increasingly stringent diet
and exercise, it is replaced by the pursuit of thinness and
the disorder becomes full-blown. In contrast, adolescents
who develop bulimia nervosa attempt to resolve their
dissatisfaction with body size and shape by inducing
vomiting, imposing severe diets, and taking laxatives
and other medications. While some lose weight, most
shuttle back and forth over a range of 7-10 pounds.

This study suggests that it’s worthwhile to ask adoles-
cents—and probably younger kids as well—whether
they’ve been dieting, even though some will assume that
you think they’ve lost weight, and others will think that
you are hinting that they should! A positive answer,
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however, can generate a careful assessment of the situa-
tion and a good discussion of whether weight loss makes
any sense. (Dr. Anyan is Professor of Pediatrics and
Chief of the Division of Adolescent Medicine at Yale
University School of Medicine.)   ❖

Does Early vs. Late Surgery
in Glue Ear Improve
Language Development?
A B S T R A C T  &  C O M M E N T A R Y

Synopsis: There is some, but marginal, benefit in
speech and language development from ventilation tube
insertion for children with persistent (> 3 months) otitis
media with effusion and hearing impairment. However,
the degree of improvement did not differ from children
who had surgery within six weeks or those who had
surgery after nine months of “watchful waiting.”

Source: Maw R, et al. Early surgery compared to watchful
waiting for glue ear on language development in preschool
children: A randomized trial. Lancet 1999;353:960-963.

Otitis media with effusion (ome) is the most
common cause of hearing loss in children and is

generally treated by elective surgery involving the inser-
tion of ventilation tubes. Maw and associates at the Bris-
tol Children’s Hospital in the United Kingdom per-
formed a randomized, controlled study of 186 children
born between April 1991 and January 1992 who were
diagnosed as having bilateral OME and hearing impair-
ment of 25-70 dB of at least three months’ duration.
Children were randomly assigned to have surgery within
six weeks (n = 92) or to a “watchful waiting” group (94)
who were followed for nine months, after which bilateral
tube replacement was done if still indicated. Hearing
loss, expressive language, and verbal comprehension
were measured at baseline, nine months, and 18 months.
At nine months, standardized scores for verbal compre-
hension and expressive language development were 3.24
months behind in the watchful waiting group compared
to the early surgery group. These differences, after
adjustment for baseline differences, were statistically
marginal (P = 0.04 and P = 0.028, respectively.) These
differences persisted at 18 months. By 18 months, 85%
of the watchful waiting group received surgery. Maw et
al conclude that there is a small benefit for ventilation
tube placement, but the time of surgery does not appear
to be critical.

■ COMMENT BY DAVID E. KARAS, MD
Maw et al randomly divided 186 children with persis-

tent, bilateral OME and hearing loss for more than three
months into two groups. One group that met their criteria
for tympanostomy tube placement (which, incidentally,
was never clearly spelled out in the paper) had tympanos-
tomy tubes placed within six weeks. The other group was
designated the “watchful waiting” group and was followed
for up to nine months after which they had tube placement
if still necessary.

It is a good idea to study whether the timing of surgery
is important in long-term outcome, but there are some real
problems of experimental design and interpretation in this
study that concern me. This paper indicates that ultimately
85% of the “watchful waiting” group still got tympanosto-
my tubes and still did more poorly than the surgical group.
Several questions arise from this study. When exactly did
the watchful waiting group get its tympanostomy tubes?
Did they get tubes one month into the study, 17 months
into the study, or at the completion of the nine-month study
period? Because 85% of the watchful waiting group ulti-
mately got tympanostomy tubes, they may not serve as real
controls for the early surgical group.

In reviewing the data for the early treatment compared
to the watchful waiting group, it is not clear to me why
63% of the early treatment group failed a seven-month
hearing screening test. This suggests to me that these chil-
dren either have persistent underlying hearing loss or that
their tympanostomy tubes are not working, and the chil-
dren have continuing effusions that are causing conduc-
tive hearing loss. This does not differ significantly from
66% in the watchful waiting group. This finding would be
significant in terms of whether the tubes were functioning,
resulting in a measurable difference in speech and lan-
guage skills. Maw et al conclude that there is some benefit
in speech and language with early placement of tympa-
nostomy tubes for persistent middle ear effusion because
children in the watchful waiting group were 3.24 months
behind the early surgery group. Once this was corrected
for baseline findings, the differences were still statistically
significant, although somewhat smaller than the 3.24
months would indicate. Maw et al conclude that there is a
small benefit from tube placement, but timing of surgery
is not a significant factor. Based on some of their data, I’m
not sure of this conclusion, based on the fact that 85% of
the children still got tympanostomy tubes despite observ-
ing them for nine months. This would, in fact, lead me to
come to an opposite conclusion. Since most of these
patients ultimately require tympanostomy tube placement
and since there was clearly a small but definite benefit
from early tube placement, I would argue for early surgi-
cal intervention in children with persistent OME associat-
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ed with hearing loss. (Dr. Karas is Head of Pediatric Oto-
laryngology at Yale University School of Medicine, New
Haven, CT.) ❖

Growth Hormone Treatment
for Down’s Syndrome?
A B S T R A C T  &  C O M M E N T A R Y

Synopsis: Growth hormone treatment of infants with
Down’s syndrome resulted in normal growth velocity
but did not affect head circumference or mental or
motor development. Growth velocity declined after treat-
ment was stopped.

Source: Anneren G, et al. Growth hormone treatment in
young children with Down’s syndrome: Effects on growth and
psychomotor development. Arch Dis Child 1999;80:334-338.

Fifteen infants, 6-9 months of age with down’s
syndrome, were treated with recombinant human

growth hormone (HGH) for three years. Linear growth,
psychomotor development, skeletal maturation, as well as
serum concentrations of insulin-like growth factor (IGF-I),
the binding protein for IGF-I (IGFBP-3), and cere-
brospinal levels of IGF-II were measured sequentially. The
mean height of the study group increased from -1.8 to -0.8
during HGH treatment, while a control group of Down’s
syndrome infants fell from -1.7 to -2.2 over the same peri-
od. Head growth did not accelerate during treatment. There
were no significant differences in mental or gross motor
development in the treated group. Low serum concentra-
tions of IGF-I and IGFBP-3 were found initially, and these
became normal during HGH therapy.

■ COMMENT BY MYRON GENEL, MD, FAAP
Down’s syndrome, the most common single specific

cause of mental retardation, is also characterized by short
stature, and reduced growth velocity is most pronounced
between 6 months and 3 years of age. In normal infants,
endogenous growth hormone has a major influence on
growth beginning at about 6-9 months of age by stimulat-
ing the production of IGF-I. Therefore, the growth retarda-
tion characteristic of Down’s syndrome is most pro-
nounced during the period when growth hormone normal-
ly starts to regulate growth.

The abundant availability of HGH produced by recombi-
nant DNA techniques has prompted many studies of its use
in a variety of disorders accompanied by short stature
(including short, normal children) but without a well-

defined disturbance of growth hormone production.
Among the most prominent of these conditions is Down’s
syndrome, perhaps because of its relatively high frequency,
as well as the natural desire of families to explore every
possible means to improve their status and development.
This study from the Uppsala University Children’s Hospital
in Sweden is notable because it was begun while the study
patients were very young—6-9 months of age (average, 7.4
months)—and compared not only the changes in growth
velocity but also head circumference and psychomotor
development with a control group of Down’s syndrome
subjects of a similar age.

While there was some improvement in growth velocity
as well as increased elaboration of the growth hormone-
dependent peptides IGF-I and IGFBP-3, the increased
growth velocity was not sustained once treatment was dis-
continued. Most important, the small head circumference
and the customary decline in psychomotor development
characteristic of Down’s syndrome was no different in the
treated children compared to the controls. It should be noted
that the HGH dosage used in this study was 2-3 times larger
than ordinarily used to treat children with proven growth
hormone deficiency at this age. Anneren and colleagues
properly conclude that they do not recommend or endorse
HGH treatment of children with Down’s syndrome unless a
deficiency of growth hormone can be established, and I
would agree. Parenthetically, I should mention that the 15
children in the treatment arm of the study underwent four
lumbar punctures each for measurement of IGF-II in cere-
brospinal fluid. Although this was approved by the institu-
tional ethics committee, I feel that such approval would not
be forthcoming by most institutional review boards in the
United States.   ❖

Highchair Accidents
A B S T R A C T  &  C O M M E N T A R Y

Synopsis: Serious injuries associated with highchair
use may occur and in the past they accounted for as
many as 1-2% of young children seen at emergency
departments because of trauma. Preinstalled child
restraints, better manuals for users, and increased
highchair stability are possible accident prevention
strategies.

Source: Mayr JM, et al. Highchair accidents. Acta Paediatr
1999;88:319-322.

Mayr and associates from the department of
Pediatric Surgery at the University of Graz in Aus-
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tria retrospectively reviewed 103 children seen in their
accident and emergency department (ED) over a five-
year period for highchair-related injuries. There were a
number of serious injuries: 15.5% had skull fractures,
13.6% had brain concussions, 2.0% had limb fractures,
and 68.9% had a simple head contusion or lacerations of
the face or scalp. Questionnaires were sent to the fami-
lies asking about the kind of injury, the type of highchair
used, whether restraints were being used, the age when
the highchair was used and the age that the child walked,
and any sequelae of the accident. The questionnaire was
completed by 63 families. The mean age of the children
at the time of injury was 13 months (range, 7-30
months). A parallel survey concerning highchair use and
accidents was conducted in 163 families of children with
non-highchair-related injuries.

In the parallel survey it was found that 90% of girls
and 94% of boys had used highchairs. The average age of
first use of highchairs was 8 months (range, 5-12
months). Highchair use was continued to an average of
24 months (range, 12-48 months). Of the families who
had used highchairs, 18% had equipped their chairs with
child restraints, usually restraints that were taken from
strollers and attached to the highchairs to prevent the
child from standing up. An additional 7.3% of families
reported fixing the highchair to a table to prevent tipping.

The families of children who had sustained highchair-
associated injuries reported that 50.8% of the injured
children had tried to stand up in the chair shortly before
the injury. About 25% of the children fell forward, half
to the side, and 20% backward over the backrest. Only
two families of injured children (3.2%) had highchairs
equipped with child restraints of any sort. Nine children
(14.3% with a mean age of 16 months; range, 9-30
months) were injured when their highchair tipped over.

Highchairs are widely used and highchair injuries
mainly cause head injuries. Highchairs should be pre-
quipped by the manufacturer with effective infant
restraints such as adjustable safety belts in combination
with a crotch strap and a proper locking mechanism,
which are readily adjustable and easy to clean.

■ COMMENT BY DAVID T. BACHMAN, MD, FAAP
Use of highchairs is nearly universal in the United

States and Europe because they facilitate the feeding of an
infant and also permit the child to join the family and
socialize during meals (although I admit we usually fed
our infants before the family dinner to reduce noise and
chaos!). However, this is not without a potential risk. In
1989, highchairs accounted for 3700 reported accidents
and 1.1% of all injuries in children from 0-5 years of age
in the United States. Most of these injuries involved the

head and included skull fractures and cerebral concus-
sions. The study of Mayr et al is from Austria, where there
is apparently no governmental standard for highchair safe-
ty. They found a sizable number of infants and young chil-
dren who had sustained significant injuries from falls
from their highchairs. The bottom line is clear: highchairs
should be designed to be tip-proof, and effective child
restraint belts should be installed by the manufacturer.

Unfortunately, we still see highchair-related injuries
in our EDs in the United States. These accidents are
almost always a result of not using the child restraints or
involve somewhat older, more active children who learn
to manipulate the child restraint mechanisms and who
are left unattended in their highchairs. This is just one
more feature of anticipatory guidance in accident pre-
vention that should be included by pediatricians in their
discussions with parents of infants.   ❖

Brief Reports
Acute GI Illness from
Eating Burritos in
School Lunches
Sources: Holcomb G, et al. Outbreaks of gastrointestinal ill-
ness of unknown etiology associated with eating burritos-
United States, October 1997-October 1998. MMWR Morb
Mortal Wkly Rep 1999;48:2210-2213; JAMA 1999;281:
1263-1264.

Anumber of outbreaks of acute gastrointesti-
nal illness that were associated with eating burritos in

school lunches over a one-year period were investigated by
the CDC and local health authorities. Symptoms including
nausea, headache, abdominal cramps, vomiting, and diar-
rhea began within one hour of eating burritos and lasted
less than 24 hours. In a Florida outbreak, the burrito fillings
were made locally, suggesting that the offending agent was
in the tortilla itself. All of the suspected tortillas were made
in two food companies. When the possible relationship
was noted, a national recall was instituted. The cause of the
acute food poisoning was not identified, but the short incu-
bation time suggested a preformed toxin in the tortillas was
responsible. Possible causative agents considered included
bacterial toxins, mycotoxins, trace metals, plant toxoids,
alkaloids, pesticides, food additives, detergents, fat-soluble
vitamins, spoilage factors, or an unknown toxin. The short-
ness of the observed incubation period and the prominence
of headaches as well as bacteriologic studies in five out-
breaks excluded usual bacterial toxins such as Bacillus
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cereus and Staphylococcus aureus and analyses also
excluded alkaloids, biogenic amines, heavy metals, and
pesticides as the causative agents. Mycotoxins including
so-called vomitotoxin remain a possible cause. The CDC’s
Foodborne and Diarrheal Division continues to investigate
this characteristic GI syndrome, which occurred in at least
16 outbreaks throughout the United States in 1997-1998.
(This Brief Report was written by Robert S. Baltimore,
MD, a Professor of Pediatrics and Epidemiology and Pub-
lic Health, Yale University School of Medicine.)

Necrotizing Fasciitis After
Varicella: An Association
with Ibuprofen Use?
Source: Zer DM, et al. A case-control study of necrotizing
fasciitis during primary varicella. Pediatrics 1999;
103:783-790.

Zer and associates at the children’s hospital
in Seattle were impressed with what appeared to be

an increase in the number of invasive Group A strepto-
coccal infections (GAS), including cases of necrotizing
fasciitis (NF) complicating varicella that were seen in
their institution in 1993-1995. Previous reports had
shown an eight times increased frequency of the use of
ibuprofen in children who developed invasive GAS
infections compared to controls; however, this increase
was not statistically significant.1

Nineteen children were admitted to their hospital with
NF complicating primary varicella. Demographic data,
clinical parameters, and possible risk factors in these 19
children were compared to a control group of 29 children
hospitalized with soft tissue infections other than NF
within three weeks of varicella. There was no difference
between the groups in clinical manifestations such as
fever, pain, swelling, and erythema; use of acetaminophen
and antibiotics was also similar. However, 9/19 cases with
NF had used ibuprofen prior to hospitalization compared
to 4/29 controls. The association was even stronger in
only those NF cases with documented GAS infections,
where 8/16 cases used ibuprofen compared with 0/8 con-
trols (P = 0.02).

Several reasons for this apparent association have been
suggested. These include a masking of local symptoms
that might delay diagnosis as well as effects of ibuprofen
on suppressing neutrophil function and augmentation of
inflammatory cytokine production.

Although proof of an association of ibuprofen use and
invasive GAS infections including NF would require a

large-scale study—similar to the ones that showed a causal
link with aspirin use and Reye’s syndrome2—pediatricians
should discourage the use of ibuprofen in children with
varicella until more information is available. Aceta-
minophen is the best alternative. This serious syndrome is
also further ammunition for advocating routine varicella
immunization. —lmb

References
1. Peterson CL, et al. Risk factors for invasive group A

streptococcal infections in children with varicella: A case
control study. Pediatr Infect Dis J 1996;15:151-156.

2. Surgeon General’s advisory on the use of salicylates
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Special Feature
New Therapy is Warranted
for Bell’s Palsy
By David J. Karras, MD, FACEP

The sudden appearance of facial weakness is,
understandably, exceptionally disturbing to a

patient. After performing a history and examination, the
physician often makes a diagnosis of Bell’s palsy with-
out performing any tests. The physician then may try to
put a favorable “spin” on the diagnosis for the distraught
patient. The good news, we tell the patient, is that you’re
not having a stroke and your symptoms will probably
improve with time. The bad news, we go on to say, is
that we don’t know what caused it, we don’t have an
effective treatment, and it may recur.

Fortunately, the bad news is getting better. There is
new strong evidence that the etiologic agent for Bell’s
palsy has been identified as the herpes simplex virus.
Furthermore, specific antiviral therapy appears to be of
benefit. A brief review of Bell’s palsy is indicated before
further discussion of recent advances in its management.

Presentation of Bell’s Palsy
Bell’s palsy is acute paralysis of the peripheral por-

tion of the seventh cranial nerve, which, until recently,
was considered idiopathic. Twenty people per 100,000
are affected each year, with neither gender being pref-
erentially involved. Pregnant women have more than
three times the risk of the general population, diabetics
have greater than a fourfold risk, and the incidence
increases steadily with age. The greatest risk factor for
Bell’s palsy is a history of the disease: 10% of affected
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patients will develop a recurrence, which occurs equal-
ly on either side.1

Symptoms of Bell’s palsy are ipsilateral and
involve structures innervated by the seventh nerve,
including the muscles of facial expression, the
lacrimal gland, and taste in the anterior two-thirds of
the tongue. A viral syndrome precedes the illness in

the majority of patients and may be associated with
transient, mild ipsilateral facial numbness. Facial
motor deficits are the hallmark of Bell’s palsy and
may present with anything from mild facial asymme-
try to profound facial weakness with drooling and
inability to fully close the eyelid. Because this is a
peripheral nerve lesion, the patient loses the ability to
wrinkle the forehead on the affected side. Hyperacu-
sis results from paralysis of the stapedius muscle. The
majority of patients experience dysgeusia and either
hyperlacrimation or decreased tearing.

More than 90 diseases are listed in the differential
diagnosis of facial paralysis.2 The potential etiologies
of acute facial paralysis are a bit more limited and are
listed in the Table. The most common causes of acute
facial paralysis are Bell’s palsy, trauma, and herpes
zoster oticus (Ramsay Hunt’s syndrome). Lyme dis-
ease also should be considered if the patient has been
in areas where the disease is endemic; Lyme titers are
then indicated, although empiric therapy is not. Bell’s
palsy can usually be diagnosed without special testing.
The presence of characteristic signs and symptoms
and the absence of any other neurologic deficit or evi-
dence of other acute illness are sufficient to make a
diagnosis. Eighty-five percent of patients will have
complete recovery within six months, and most of the
remainder will have minor residual deficits.3 Treat-
ment is supportive, with artificial tears if needed. Cor-
ticosteroid therapy has been both widely advocated
and widely disparaged but is considered by some to be
a standard of care.

Insights into Disease Etiology and Treatment
In the 1970s, the hypothesis first appeared that Bell’s

palsy might be related to herpes simplex virus (HSV).
Patients with Bell’s palsy were found to have higher
HSV titers than matched controls.4 More weight was
given to this conjecture when it was demonstrated that
HSV can reside in latent form in nerve ganglia.5 Strong,
direct evidence linking HSV and Bell’s palsy has been
published in this decade. Facial paralysis has been
induced in an animal model by inoculating HSV into
mouse ears; in the same experiment, HSV was recovered
from mice that developed paralysis, but not from those
that did not develop paralysis.6

In 1996, Murakami and colleagues reported a four-
year study of patients who had undergone nerve-
decompression surgery for facial palsy. Fourteen
patients had been diagnosed with Bell’s palsy and nine
with Ramsay Hunt’s syndrome. Twelve controls
undergoing surgery for trauma or bacterial otitis media
were also included. Using polymerase chain reaction
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Table

Some Causes of Acute Facial Palsy

Neurological

cortical CVA

Infectious

otitis externa and media

mastoiditis

chickenpox

herpes zoster

encephalitis

meningitis

poliomyelitis

mumps

mononucleosis

leprosy

Coxsackie virus

malaria

tuberculosis

Lyme disease

botulism

mucormycosis

cat scratch disease

HIV neuropathy

Neoplastic

cerebellopontine angle tumor

temporal bone tumor

acoustic neuromas

Trauma

skull fracture

facial and middle ear injury

Toxic

ethylene glycol

tetanus

diphtheria

carbon monoxide

Iatrogenic

Idiopathic

temporal arteritis

multiple sclerosis

myasthenia gravis

sarcoidosis

Bell’s palsy
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techniques, HSV was detected in the affected facial
nerve of 70% of patients with Bell’s palsy. Strikingly,
HSV was detected in none of the patients with Ramsay
Hunt’s syndrome and none of the control patients.

Adding stronger evidence to the role of HSV in Bel-
l’s palsy, Adour and colleagues published a placebo-
controlled, double-blind study of acyclovir for patients
with Bell’s palsy of less than three days’ duration.7

Ninety-nine patients were randomized to receive either
acyclovir (400 mg 5 times a day) or placebo; all sub-
jects were also treated with prednisone 1 mg/kg divid-
ed in two daily doses for five days and then in tapering
doses over five more days. Patients receiving acyclovir
and prednisone demonstrated better recovery in mus-
cle function and less nerve degeneration than those
receiving prednisone alone. The rate of recovery
appeared better in the acyclovir-treated group, though
incomplete follow-up information precluded formal
testing of this difference. Adour et al conclude that
HSV is the likely etiologic agent of Bell’s palsy and
that acyclovir is indicated in the management of the
disease.

While a causal relationship between HSV and Bell’s
palsy has not been definitely established, the evidence
to date is extremely compelling. Acyclovir therapy car-
ries minimal risk. Most authorities, therefore, now rec-
ommend both prednisone and antiviral therapy for
patients presenting with Bell’s palsy of recent onset.8

(Dr. Karras is Director of Emergency Medicine
Research, Temple University School of Medicine,
Philadelphia, PA.)   ❖
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CME Questions
27. In patients with Bell’s palsy, acyclovir therapy:

a. often has severe side effects.
b. does not appear to speed the rate of initial recovery.
c. is not associated with better muscle function.
d. should be combined with corticosteroid therapy.

28. Highchair-related injuries:
a. most frequently result in fractures of the long bones.
b. can be reduced by proper child restraints.
c. are rarely serious.
d. are due to tipping of the chair in most instances.

29.Treatment of infants with Down’s syndrome with
recombinant HGH:
a. has no short-term effect on growth velocity.
b. significantly increases head circumference and psychological

development.
c. may be effective if used in greater doses than that used in estab-

lished growth hormone deficiency.
d. is not recommended unless a diagnosis of growth hormone defi-

ciency can be established.

30. In reports of widespread outbreaks of a characteristic acute GI
illness associated with eating burritos described by the CDC in
1997-1998:
a. the incubation period was 12-24 hours.
b. the duration of the illness was more than 48 hours.
c. the etiologic agent has been identified.
d. the etiologic agent is probably in the tortilla filling rather than in

the tortilla.

31. In children with primary varicella, all of the following are cor-
rect except:
a. There may be a causal relationship between the use of ibuprofen

and invasive GAS including NF.
b. Acetaminophen is the preferred analgesic/antipyretic.
c. Ibuprofen’s anti-inflammatory actions may delay diagnosis.
d. Children who have NF have more severe local manifestations

than children with other soft tissue infections.

32. True statements concerning persistent (> 3 months) bilateral
otitis media with effusion include all of the following except:
a. It may result in conductive hearing loss.
b. Hearing loss may continue after tympanostomy tube placement

because of tube dysfunction.
c. It ultimately regresses without surgery.
d. It is a common cause of hearing loss.

In Future Issues:
Normal Bruising in Normal Infants

Survival and Childbearing Outcome of
Women with Birth Defects


