
The infant or child with a fever is a common occurrence in an
emergency department (ED). Unfortunately, the ED physician
or pediatrician is then faced
with the challenge of identify-
ing the individual risk of each
child for a serious bacterial ill-
ness (SBI). Advances in vacci-
nations add to the rapidly
evolving diagnostic evaluation
of an infant or child with a
fever. Fears regarding the emer-
gence of resistant bacteria fuel
the desire of the physician to
perform the minimum number
of tests to accurately identify
the child at risk for an SBI and
to only initiate antibiotic therapy when there is clearly a benefit
to the patient. The ED physician must maintain vigilance in this
rapidly evolving area of research and must understand the con-
troversies and risks associated with the various suggested strate-
gies for evaluation of an infant or child with fever.

— The Editor

Introduction
The febrile infant or child poses one of the most challenging

clinical situations for an ED
physician. Because fever is a
frequent reason for ED visits—
up to 20% of visits—it is a
dilemma confronted every day.1

Most parents have a ‘fever pho-
bia’, which is exacerbated by
the medical community and the
media. Many parents and some
health care providers believe
fever by itself can be harmful2

and that all fever must be treat-
ed. This belief may be due to

the association of fever with
seizures, although it is widely known that febrile seizures are
usually benign and cannot be prevented by antipyretic agents. A
recent study showed that parents seek evaluation of a child with a
fever because they are unable to control the fever, they fear that
the disease is progressing, or they fear the child has an underly-
ing SBI. In addition, response to antipyretic medicine, while
reassuring to parents, has no predictive value that the child does
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not have an SBI.3 Studies have shown that as many as 1 in 5 chil-
dren with fever will have no obvious source of infection after a
comprehensive history and physical examination.4 SBIs include
bacteremia, meningitis, urinary tract infection (UTI), pneumonia,
septic arthritis, and osteomyelitis. While the vast majority of
children presenting with fever will have self-limited viral illness-
es, a few will have an SBI. Differentiating the child with a viral
illness from an SBI may be difficult, especially early in the
course of the disease.

The significance of the fever must be addressed when advis-
ing parents, especially if the child is to be discharged home with
observation.2 Fever may have some beneficial aspects (including
regulation of the immune response), and fever treatment may
have some undesirable effects, but no conclusive data exist to
support either point.5 While the beneficial effects of fever are
debatable, fever from infectious disease in children is not harm-
ful. Neither parents nor the ED physician want to send a febrile
child home with a possible SBI; no approach has shown 100%
accuracy in identifying the child with an SBI from children with-
out. Even 99% accuracy means that a child may be discharged
home at risk for significant morbidity and mortality. 

From the ED physician’s perspective, several important issues
must be addressed. Soaring medical costs, patient safety, and a
desire to avoid unnecessary testing has resulted in an effort to
selectively test patients. Not all children with fever can be admit-

ted to the hospital; this action would be overly expensive and
possibly increase morbidity. Likewise, not all children should be
started on empiric antibiotics. This would contribute to the prob-
lem of resistant bacteria, already a major health concern. Also, in
the current litigious milieu, ED physicians are aware that any
missed diagnosis will most likely result in legal action. 

More than 300 articles have been written about the evaluation
and management of the febrile child. The busy ED physician
will be unable to read and analyze all of the articles, but recent
articles by the American College of Emergency Physician
(ACEP)3 and Avner and Baker6 provide excellent summaries of
the current state of practice. Various protocols and guidelines
have been suggested. These guidelines and protocols have
changed over the years as more research has been completed and
new vaccines have been widely used. The changing etiologies of
SBI in children continue the controversies over ideal manage-
ment. A variety of approaches have been suggested by different
studies including observation scores, laboratory studies, and use
of outpatient antibiotic agents. 

This article has several objectives. First is to review the
approaches that are the most frequently recommended for evalu-
ation of the child with fever without source (FWS) and clarify
frequent misunderstandings from review of the literature. It is
important to note the word current because the recommendations
are evolving as more research has been performed over the last
decade and will continue to evolve as the effect of widespread
vaccination is realized. Second is to summarize the management
strategies that 1) identify children at risk for an SBI, 2) provide a
management plan for children not admitted to the hospital or
started on empiric antibiotic medications, and 3) provide risk
management suggestions for the ED physician. Third is to dis-
cuss the effect of vaccinations on management strategies of chil-
dren with FWS.

Determination of Fever
The definition of what constitutes a fever in a child has been

debated, but for the purposes of evaluating infants a rectal tem-
perature of 100.4° F is considered a fever. The temperature
should be taken rectally especially in infants younger than 6
months,6 or in any child when an accurate oral temperature can-
not be obtained. A true fever in children younger than 2 months
will guide the diagnostic evaluation. Although temperatures in
children older than 6 months may be taken by otic thermometers,
the results are very user dependent, and, therefore, not reliable
for determining the true presence of a fever.7 Axillary tempera-
tures are unreliable,8 but an elevated axillary temperature is
indicative of a fever, while a low or normal temperature is not
useful. Tactile fevers are very unreliable. Temple thermometers
also have been shown to be unreliable for infants.9 An infant
determined to be febrile at home by a reliable method must be
presumed to have been febrile even if the temperature later in the
ED is normal. Also, a child believed to be febrile and given
antipyretic agents at home must be considered to have been
febrile even if the temperature later is normal in the ED.
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Response to antipyretic agents is not useful in determining if the
child has an SBI.10 A child believed to be febrile at home, given
no antipyretic medication, and who is afebrile in the ED may be
presumed to be afebrile. Infants are susceptible to environmental
conditions that may influence their body temperature, but over-
bundling should not be considered the reason for an elevation of
temperature in an infant.

Studies have shown that the higher the temperature, the more
likely the child has a bacterial infection.1 However, especially for
the child who is to be managed as an outpatient, the height of the
fever should only be one aspect for the parents to monitor. The
overall condition of the child should be stressed as a reason to
call or seek medical attention. The child with a temperature of
38.5°C who is lethargic is more worrisome than the child with a
temperature of 39.0°C who is active and playful. Especially in
infants, a temperature below normal with a concerning clinical
history is very disturbing and requires immediate attention. ED
personnel as well as parents often overlook this situation.

Infants and children with FWS originally were divided into
three major categories: those younger than 1 month, children 1
to 3 months, and children 3 to 36 six months of age. A recent
publication by the ACEP Clinical Policies Committee continues
recommending these age category divisions for fever manage-
ment guidelines.3

Clarifications and Controversies
Some physicians have misinterpreted the recommendations

for children with FWS. This misunderstanding has led to some
physicians treating all young children with fever with intramus-
cular ceftriaxone.11 FWS is limited to children who have no his-
torical or physical evidence to explain the presence of an elevat-
ed temperature and have no significant past medical history that
puts them in a higher risk category.

Examples:
• A 12-month-old child with an upper respiratory infection or

otitis media has a fever with source. A child with a history
of vomiting and diarrhea and fever has a fever with source.
These children should be managed as their clinical presenta-
tion and diagnosis requires. 

• A child with a history of prematurity, sickle cell disease, or
VP shunt has a significant past medical history that puts the

child at higher risk for an SBI. A child with tachycardia or
tachypnea does not have a normal physical examination.
None of these children should be included in the recom-
mended evaluation for FWS, although some of the laborato-
ry studies may be recommended for both. 

The ED physician also should seriously consider parental
observations and concerns regarding their child not behaving
normally although on presentation the child may appear normal.
An unusual amount of crying, sleepiness, or poor feeding may
be subtle clues to an underlying SBI.

The age divisions also are debated. Some authors—in con-
trast to the categories of 0-30 days, 30-90 days, and 3 to 36
months—use 0 to 1 month, 1 to 2 months, and 2 to 24 months as
the age groups.12

A sepsis evaluation (See Table 1.) is the evaluation for a child
with known or suspected sepsis. As will be mentioned several
times, any child who appears septic (e.g., lethargic, hypotensive,
purpuric rash) requires immediate stabilization, evaluation, and
antibiotic therapy. These children should have a complete sepsis
workup as their clinical condition allows.

The child with FWS who appears nontoxic may have a labo-
ratory evaluation to determine if he/she is at higher risk for an
SBI (See Table 2.). Several studies have suggested low-risk crite-
ria for an SBI. Various studies have used the following criteria to
determine if a child is at low risk for an SBI:

• No clinical evidence of infection of the ear, skin, bone,
or joints.

• White blood cell (WBC) count between 5,000 and
15,000.

• Fewer than 1500 bands.
• Normal urinalysis.
• If diarrhea is present, fewer than 5 WBC per high

power field, and no blood in stool.
• No infiltrate on chest radiograph.

The usefulness of the complete blood count (CBC) recently
has been questioned, especially for determining the child at low
risk for an SBI.13 Other tests have been evaluated with FWS
including pneumococcal antigen assay14,15 and CRP,16,17 with
variable results. The latter study suggested that the CRP meas-
urement has a better predictive value than the WBC count. 

The Infant Younger Than One Month
There is consensus that any child younger than 1 month (30
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• Complete blood count with differential
• Blood culture
• Urinalysis and culture 
• Cerebrospinal fluid sent for:

- culture and Gram stain
- cell count and differential
- bacterial antigen assay
- glucose and protein

• Stool culture and fecal leukocyte count if diarrhea is present
• Chest radiograph for respiratory symptoms 

Table 1. Laboratory Evaluation of the Child
with Sepsis

• Complete blood count with differential
• Urinalysis and culture (boys younger than 6 months and

girls younger than 2 years)
• Stool for fecal leukocytes if diarrhea is present
• Chest radiograph if respiratory symptoms are present

Table 2. Laboratory Evaluation of the Child
with Fever without Source (FWS)



days) presenting with
fever as defined above,
with or without source
should 1) have a complete
sepsis evaluation (Table
1), 2) be started on appro-
priate antibiotic therapy
(Table 3), and 3) be admit-
ted to the hospital regard-
less of his/her clinical
presentation. Children in
this age range exhibit few
if any of the classic signs
of sepsis, and because
they have immature
immune systems they may
deteriorate rapidly. Chil-
dren younger than 1
month—especially if born
prematurely—are at
greater risk for bacterial
infection.18 Although this
recommendation is fairly
clear, a few important
points must be made. If the infant is hemodynamically unstable,
the infant should be aggressively stabilized and begun on antibi-
otic therapy even if the sepsis evaluation is not completed. Per-
forming a lumbar puncture on an unstable child can be perilous.
Likewise, if intravenous access is not obtained, antibiotic agents
can be given intramuscularly, although caution should be used
with this strategy in the patient with shock. If the child will be
transferred to a tertiary care center, stabilization and antibiotic
therapy should be started before transport.

As noted above, virtually everyone would agree that the
febrile infant who is 30 days of age or younger should have a
sepsis evaluation and be hospitalized for parenteral antimicrobial
therapy pending the results of the assessment. In the context of
treatment, the sepsis evaluation would include cultures of cere-
brospinal fluid, blood, and urine; a complete blood cell count
with differential; a cerebrospinal fluid examination that includes
gram stain, cell count, glucose and protein levels measurement;
and urinalysis. The reasons that these infants are at higher risk
include exposure to potential pathogens in the birth canal with-
out the benefit of passively transferred maternal antibodies and
the previously mentioned immature immune system, specifically,
the ability of neonatal neutrophils to migrate from the blood into
sites of infection and inflammation is reduced. As a conse-
quence, there is a greater risk that these infants will not be able
to localize and eradiate a pathogen leading to an increased risk
of an SBI. 

Group B streptococcus (GBS), Escherichia coli, and Listeria
monocytogenes are the typical pathogens in the first few weeks
of life; GBS and Listeria monocytogenes can cause late-onset

sepsis. Infants in the community are exposed to Streptococcus
pneumoniae, Haemophilus influenzae type b, and Neisseria
meningitidis, each of which can cause sepsis as maternally
derived immunity wanes. Staphylococcus aureus and Salmonella
species occasionally may also cause invasive disease in this age
group. Herpes simplex virus can manifest as sepsis in this age
group; however, the older the infant the more likely it is that
there will be concomitant skin or mucous membrane involve-
ment. Rarely, respiratory syncytial virus, enterovirus, and aden-
ovirus can present with clinical manifestations that are indistin-
guishable from an SBI.

Empiric antimicrobial therapy for the febrile infant younger
than 1 month is aimed at the most common pathogens (Table 3).
Ampicillin intravenously is used to cover for Listeria monocyto-
genes. Although gentamicin is used in the context of the neonatal
intensive care unit for coverage of gram-negative bacteria, once
the infant has been discharged home, community pathogens
(e.g., Streptococcus pneumoniae, Haemophilus influenzae type
b, and Neisseria meningitidis) can predominate; consequently, a
third-generation cephalosporin is used intravenously to complete
empiric coverage. Cefotaxime is preferred in this age group
because ceftriaxone can displace bilirubin from its albumin bind-
ing site, and it should be used with caution in this age group if
the infant is jaundiced. Acyclovir should be considered if herpes
simplex virus is suspected on clinical or epidemiological grounds.

The increasing number of premature infants surviving the
neonatal period has resulted in a greater number being seen in
the ED. A premature infant cannot be managed in the same man-
ner as a term newborn. It is prudent to consider the child’s age
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AGE PATHOGENS EMPIRIC THERAPY

< 30 days old Group B streptococcus
Escherichia coli
Listeria monocytogenes
Streptococcus pneumoniae
Haemophilus influenzae type b
Staphylococcus aureus
Neisseria meningitidis
Salmonella spp

Herpes simplex virus

ampicillin and 3rd-generation cephalosporin1

OR

ampicillin and gentamicin

acyclovir

30 days to 90 days Streptococcus pneumoniae
Group B streptococcus
Neisseria meningitidis
Salmonella spp
Haemophilus influenzae type b
Listeria monocytogenes

ampicillin and 3rd-generation cephalosporin1

OR
vancomycin2 and 3rd-generation cephalosporin1

3 months to 3 years Streptococcus pneumoniae
Neisseria meningitidis
Haemophilus influenzae type b

3rd-generation cephalosporin1

OR
vancomycin2 and 3rd-generation cephalosporin1

1. Cefotaxime, ceftriaxone
2. If gram stain of CSF suggests pneumonococcal etiology.

Table 3. Empiric Antibiotic Therapy



starting from his/her predicted birth date for this evaluation.

The Child from One to Three Months
This is the clinical population for which a significant amount

of research has been generated to identify patients who do not
require an extensive diagnostic evaluation and empiric antibiotic
therapy. While children in this age range may give more clinical
cues to their degree of wellness (e.g., interaction with environ-
ment, social smile), they still present significant challenges to
ED physicians. Clinical criteria alone will not provide adequate
accuracy to determine if a child with fever has an SBI similar to
the infant younger than 30 days. The ill-appearing child requires
the same immediate and aggressive treatment in this age range.
Several guidelines and criteria have been used to attempt to iden-
tify a child at low risk for an SBI. 

When the patient who has FWS is between 30 and 90 days of
age, the key to treatment involves the identification of the patient
as low risk for an SBI.19 This determination involves the use of
clinical and laboratory criteria. Clinical evaluation includes his-
tory, physical examination, and assessment of social situation.
Laboratory evaluation involves complete blood count with dif-
ferential, urinalysis, microscopic evaluation of stool when diar-
rhea is present, and chest radiograph if respiratory signs or
symptoms are discovered. A recommendation to include pulse
oximetry as part of routine vital signs on all febrile children will
help in deciding if a child should receive a chest radiograph as
part of the initial workup.20

The low-risk infant can be managed in one of two ways: 1) a
single dose of intramuscular ceftriaxone after blood, urine, and
cerebrospinal fluid cultures have been obtained and re-evaluation
within 24 hours has been arranged, or 2) urine culture obtained
but no antibiotic therapy started, along with careful observation.
Some authors do not recommend use of parenteral antibiotic
agents unless a lumbar puncture and CSF examination have been
performed.20 This approach eliminates the problem faced if the
child worsens and there is the possibility of a partially treated
meningitis. More recent studies21 have verified that the risk of  an
SBI is very low (0.4%) in a similar population of infants cared
for by experienced physicians using clinical judgment. The
authors suggest that well-appearing infants, aged 25 days or
older with a temperature less than 38.6°C can be managed as
low risk without antibiotic therapy but with close observation.
The children in the study underwent fewer invasive tests,
received fewer antibiotic medications, and were less likely to be
hospitalized. The suggestion was that experienced clinicians
using their clinical skills are just as accurate as clinical guide-
lines while reducing costs and preventing iatrogenic morbidity.
High-risk infants are admitted, cultures are obtained, and the
patient treated with intravenous antibiotic agents as indicated by
the clinical situation and the suspected pathogens (including late
onset GBS and Listeria monocytogenes); empiric therapy with
ampicillin plus a third-generation cephalosporin is standard. If
the gram stain of the CSF suggests a pneumococcal infection,

then vancomycin should be substituted for ampicillin (Table 3).
The importance of follow-up for any child sent home, regard-

less of the management, cannot be overemphasized. A call back
in 12 hours and a follow-up visit in 24 hours are prudent. If the
ED physician is planning to have the patient seen by the patient’s
primary care physician, that person should be called before dis-
charge and should agree to the plan. This discussion should be
documented in the ED chart. The parents should be advised of
clinical signs and symptoms of a worsening condition. Monitor-
ing the temperature is important but should not be the only
symptom followed. A temperature more than 41°C requires
immediate attention.5 A below-normal temperature or any abnor-
mal behavior also requires prompt evaluation.

The Child from Three to Thirty-Six Months
Children in the age range of 3 to 36 months have been consid-

ered at risk for occult bacteremia. It is in this age range that
widespread vaccinations for Hemophilus influenza and Strepto-
coccus pneumoniae have had a great effect, and the effect will
continue to be tracked and monitored. Historically, the majority
of cases of occult bacteremia were due to Streptococcus (50%-
90%).22 A smaller amount were due to H. influenza and even less
due to Salmonella and Neisseria meningitidis. Most of the cases
due to Streptococcus were self-limited. Although bacteremia
caused by Hemophilus was less frequent, it was more frequently
associated with meningitis. Widespread use of the HiB vaccine
has drastically reduced the incidence of occult bacteremia due to
this bacterium.

For children with FWS between 3 months and 36 months of
age, substantial controversy exists. Any child in this age group
without a focus who appears toxic should receive appropriate
cultures and diagnostic tests, hospitalization, and parenteral
antibiotic therapy.23 If the child is well-appearing and has no
readily identified focus, diagnostic tests other than urinalysis are
not routinely indicated and no antibiotic treatment should be
given. Others argue that such a strategy for the well-appearing
child with FWS will fail to identify occult Streptococcus pneu-
moniae bacteremia, resulting in some of these individuals devel-
oping Streptococcus pneumoniae meningitis.24 This latter group
promotes the use of a complete blood count for patients with
FWS and a temperature of 39.0°C or higher. If the white blood
cell count is 15,000 or higher, they recommend a blood culture
and empiric ceftriaxone therapy.25 When pneumococcal meningi-
tis is considered, vancomycin should be added to cover for the
possibility of penicillin-resistant Streptococcus pneumoniae
(Table 2). Some suggest that such controversy will fade with the
advent of the heptavalent pneumococcal conjugate vaccine
(PCV7).22 However, we cannot be certain that PCV7 will have
the same dramatic effect as the conjugate Haemophilus influen-
zae type b vaccine, largely because of the many non-vaccine
pneumococcal serotypes; only time will tell. 

Any child discharged to home from the ED as noted above
should have follow-up arranged before discharge. General state-
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ments (e.g., Follow up with your primary care physician if the
patient worsens.) are unwise.

Management of Fever
While debate remains regarding the need to treat fever in chil-

dren, parents and professionals usually recommend some form
of therapy. Parents should be advised that treating their child’s
fever as outpatient management is for comfort and not for thera-
peutic reasons. Insistence on maintaining an afebrile state causes
unnecessary anxiety for parents and promotes fever phobia. The
two medications most commonly used are acetaminophen and
ibuprofen. Their mechanisms of action are different, and aceta-
minophen has no anti-inflammatory activity. While there is no
consensus favoring one for fever management, a recent meta-
analysis of the existing literature reported that single doses of
ibuprofen (e.g., 5 to 10 mg/kg) were superior to acetaminophen
(10 to 15 mg/kg) in fever reduction.26 The use of both medica-
tions at the same time is confusing and may lead to inappropriate
dosing.5 Because of the association with Reye’s syndrome,
aspirin is not recommended for use in children.

Management of FWS in the Age of
Vaccines

The advent of widespread use of vaccines
for Haemophilus influenzae type b has virtually
eliminated disease from this pathogen. PCV7
has led to dramatic reductions in invasive pneu-
mococcal disease. However, not all children
have been immunized, especially those of lower
socioeconomic position;27 a group served by
inner-city EDs. Consequently, it is imperative
that an accurate immunization history be
included in the management of the febrile child.
Table 4 summarizes the relationship between
age at onset of immunization and the minimum
number of doses required to confer protection.
All four Haemophilus influenzae type b vac-
cines conjugate polyribosylribotol phosphate
(PRP) to various carrier proteins: tetanus toxoid
(PRP-T), mutant diphtheria toxin protein conju-
gate (HbOC), outer-membrane protein (OMP)
of Neisseria meningitidis (PRP-OMP), and
diphtheria toxoid (PRP-D). PRP-OMP induces
substantial immunity after a single dose, while
PRP-T and HbOC require one to three doses
for an optimal response28 depending upon the
age at which immunization is started. A recent
case-controlled study of PCV7 revealed 88%
vaccine effectiveness after one dose.29 Another
study described a low rate of occult bacteremia
due to Streptococcus pneumoniae despite the
fact that few infants in the community had
received three doses of PCV7.22 At this time, it

appears that a single dose of PCV7 significantly lowers the inci-
dence of pneumococcal bacteremia. A history of immunization
to Haemophilus influenzae type b and Streptococcus pneumoni-
ae, even partial completion of an immunization schedule, may
reduce the risk of SBI from these pathogens and should be incor-
porated into management strategies. The practice of obtaining
complete blood counts and blood cultures may diminish if stud-
ies continue to show the reduced likelihood of occult bacteremia
from S. pneumonia.22

Neisseria meningitidis is now the most frequent cause of bac-
terial meningitis in children and adolescents 2 to 18 years old in
the United States. A quadrivalent meningococcal conjugate vac-
cine (MCV4, Menactra) was approved by the FDA in 2004 for
use in those individuals from 11 to 55 years old. The vaccine
confers protection against meningococcal A, C, Y and W-135
sero-groups. Similar vaccines in the United Kingdom have suc-
cessfully reduced endemic meningococcal disease30 and have
been used safely in infants.31 Trials are currently underway in
infants with conjugate meningococcal vaccines in the United
States. 
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Table 4. Minimum Number of Vaccine Doses Necessary 
to Confer Protection

AGE OF PATIENT AT ONSET VACCINE MINIMUM # OF DOSES 

< 6 months old

6 to 15 months old

15 to 24 months old

1. See text.

Haemophilus influenzae type b
• PRP-OMP (Pedvax HIB)
• HbOC (HibTITER)
• PRP-T (ActHIB)

(OmniHIB)

Streptococcus pneumoniae
• PCV7 (Prevnar)

Haemophilus influenzae type b
• PRP-OMP (PedvaxHIB)
• HbOC (HibTITER)
• PRP-T (ActHIB)

(IOmniHIB)
• PRP-D (ProHIBiT)

Streptococcus pneumoniae
• PCV7 (Prevnar)

Haemophilus influenzae type b
• PRP-OMP (Pedvax HIB)
• HbOC (HibTITER)
• PRP-T (ActHIB)

(OmniHIB)
• PRP-D (ProHIBiT)

Streptococcus pneumoniae
• PCV7 (Prevnar)

1
3
3

1

1
2
2

1

1

1
1
1

1

1



Conclusion
The ED physician currently faces  significant clinical chal-

lenges. First is not to miss any child who might have a serious
disease. The second is to avoid contributing to the prevalence of
resistant Pneumococcus by treating every febrile child with
antibiotic agents. The problem will be more difficult as occult
bacteremia lessens, but the number of febrile children remains
virtually unchanged. In a cost-effective analysis, the empiric use
of antibiotic agents may be difficult to justify,32 but this fact will
be a small comfort to the parents of child who develops an SBI
after an ED visit. Parental education, the involvement of the pri-
mary care physician, and close observation remain key in man-
agement of the febrile child.33

Acknowledgment: The author wishes to acknowledge the
assistance of John Venglarcik, MD.
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CME Questions

61. Which of the following organisms is not a pathogen typically associ-

ated with a child 3 to 36 months of age?

A. Streptococcus pneumoniae

B. Neisseria meningitides

C. Group B streptococcus

D. Haemophilus influenzae type B

62. Which of the following temperature readings is considered a fever in

a child younger than 30 days?

A. An otic temperature of 98.6° F

B. An axillary temperature of 98.8° F

C. A rectal temperature of 101° F

D. An otic temperature of 99° F

63. Which of the following medications may be safely used to treat the

fever of a child in the emergency department?

A. Acetaminophen 15 mg/kg

B. Ibuprofen 10 mg/kg

C. Aspirin 10 mg/kg

D. A and B only

64. Which one of the following statements regarding fever in an infant or

child is true?

A. Axillary temperatures are very reliable.

B. An infant determined to be febrile at home by a reliable method

must be presumed to be febrile.

C. Overbundling may be assumed to be the cause of a fever in a

child younger than 30 days.

D. Response to antipyretic agents is useful for determining if the

child has a serious bacterial infection.

65. A 12-month old child with an upper respiratory infection and an otitis

media has a fever with a source.

A. True

B. False

66. A child with vomiting, non-bloody diarrhea, and a fever has a fever

with a source.

A. True

B. False

67. Which of the following statements regarding an infant younger than

30 days with a fever is true?

A. All children require a complete sepsis evaluation and a lumbar

puncture. 

B. All patients should be admitted to the hospital.

C. Ampicillin and gentamicin would be an appropriate antibiotic

combination for this age group.

D. All of the above

68. Ampicillin is used intravenously to cover for:

A. Streptococcus aureus.

B. Haemophilus influenzae.

C. Pseudomonas.

D. Listeria monocytogenes.

69. Which of the following factors is used to identify low risk infants

between 30-90 days of age for serious bacterial infection?

A. Normal urinalysis

B. Fewer than 1500 bands

C. WBC count between 5,000 and 15,000

D. All of the above

70. Neisseria meningitides is the most frequent cause of meningitis in

children and adolescents 2 to 18 years of age in the United States.

A. True

B. False

Answers: 61. C; 62. C; 63. D ; 64. B ; 65. A; 66. A; 67. D ; 68.
D ; 69. D; 70. A
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In Future Issues: Pediatric noninvasive
ventilation

CME Objectives

The CME objectives for Pediatric Emergency Medicine Reports
are to help physicians:
a.) Quickly recognize or increase index of suspicion for specific

conditions;
b.) Understand the epidemiology, etiology, pathophysiology,

historical and physical examination findings associated with
the entity discussed;

c.) Correctly formulate a differential diagnosis and perform
necessary diagnostic tests;

d.) Apply state-of-the-art therapeutic techniques (including the
implications of pharmacologic therapy discussed) to patients
with the particular medical problems discussed;

e.) Provide patients with any necessary discharge instructions.

CME Instructions
Physicians participate in this continuing medical education pro-

gram by reading the article, using the provided references for fur-
ther research, and studying the questions at the end of the article.
Participants should select what they believe to be the correct
answers, then refer to the list of correct answers to test their
knowledge. 

To clarify confusion surrounding any questions answered incor-
rectly, please consult the source material. After completing this
activity, you must complete the evaluation form that will be pro-
vided at the end of the semester and return it in the reply envelope
provided to receive a certificate of completion. When your evalua-
tion is received, a certificate will be mailed to you.



The Febrile Child

RAPID ACCESS MANAGEMENT GUIDELINESExclusive to our subscribers

Laboratory Evaluation of the Child 
with Sepsis

• Complete blood count with differential
• Blood culture
• Urinalysis and culture 
• Cerebrospinal fluid sent for:

- culture and Gram stain
- cell count and differential
- bacterial antigen assay
- glucose and protein

• Stool culture and fecal leukocyte count if diarrhea is present
• Chest radiograph for respiratory symptoms 

Laboratory Evaluation of the Child 
with Fever without Source

• Complete blood count with differential
• Urinalysis and culture (boys younger than 6 months and

girls younger than 2 years)
• Stool for fecal leukocytes if diarrhea is present
• Chest radiograph if respiratory symptoms are present

Empiric Antibiotic Therapy

AGE PATHOGENS EMPIRIC THERAPY

< 30 days old Group B streptococcus
Escherichia coli
Listeria monocytogenes
Streptococcus pneumoniae
Haemophilus influenzae type b
Staphylococcus aureus
Neisseria meningitidis
Salmonella spp

Herpes simplex virus

ampicillin and 3rd-generation cephalosporin1

OR

ampicillin and gentamicin

acyclovir

30 days to 90 days Streptococcus pneumoniae
Group B streptococcus
Neisseria meningitidis
Salmonella spp
Haemophilus influenzae type b
Listeria monocytogenes

ampicillin and 3rd-generation cephalosporin1

OR
vancomycin2 and 3rd-generation
cephalosporin1

3 months to 3 years Streptococcus pneumoniae
Neisseria meningitidis
Haemophilus influenzae type b

3rd-generation cephalosporin1

OR
vancomycin2 and 3rd-generation

1. Cefotaxime, ceftriaxone
2. If gram stain of CSF suggests pneumonococcal etiology.
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AGE OF PATIENT AT ONSET VACCINE MINIMUM # OF DOSES 

< 6 months old

6 to 15 months old

15 to 24 months old

1. See text.

Haemophilus influenzae type b
• PRP-OMP (Pedvax HIB)
• HbOC (HibTITER)
• PRP-T (ActHIB)

(OmniHIB)

Streptococcus pneumoniae
• PCV7 (Prevnar)

Haemophilus influenzae type b
• PRP-OMP (PedvaxHIB)
• HbOC (HibTITER)
• PRP-T (ActHIB)

(IOmniHIB)
• PRP-D (ProHIBiT)

Streptococcus pneumoniae
• PCV7 (Prevnar)

Haemophilus influenzae type b
• PRP-OMP (Pedvax HIB)
• HbOC (HibTITER)
• PRP-T (ActHIB)

(OmniHIB)
• PRP-D (ProHIBiT)

Streptococcus pneumoniae
• PCV7 (Prevnar)

1
3
3

1

1
2
2

1

1

1
1
1

1

1

Minimum Number of Vaccine Doses Necessary to Confer Protection
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Between 800,000 and 1,000,000 annual emergency depart-
ment (ED) visits are for patients with head injury; 80% of these
involve minor head injuries;
35% to 61% of patients seen in
the ED undergo some form of
radiographic evaluation.1-4

The use of computed tomog-
raphy (CT) imaging specifically
has seen exponential growth in
the ED during the last 30 years.
The first unit was installed at
the Mayo Clinic in 1973; within
only a few years, CT had virtu-
ally eliminated the use of pneu-
moencephalography and arteri-
ography in head trauma. 

In addition, the advent of CT
scanning resulted in a reduction in the morbidity and mortality of
head-injured patients when compared to historical controls stud-
ied by other methods.5 This study also demonstrated a reduction
in the number of skull radiographs, cerebral angiograms, and
unnecessary surgical exploration. Early surgical intervention in
head-injured patients with extra-axial hematomas was made pos-
sible with the advent of CT and was shown to improve morbidity
and mortality in this population.6,7

As with all radiographic studies, an organized approach to
interpretation of head CT imaging, as well as other cranial radi-

ographic studies, is imperative.
Missed radiographic findings
account for 12% to 15% of all
malpractice settlements.8,9 Some
studies have demonstrated that
missed CT scan interpretations
are significant among those
without specific training in CT
interpretation.10,11 Fortunately,
physicians with proper training
have a high degree of accuracy
in interpretation of radiographs
when compared with that of
radiologists.12-18 The authors
review indications for radi-

ographic imaging, interpreting images, and specific injuries.
— The Editor

Basics Principles of Radiology
Traditional radiographs record images on film or computer,

which convey information about the size, shape, and distribution
of tissues within a patient. Radiographs are a two-dimensional
representation of a series of x-ray beams projected through a
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three-dimensional object. The image represents a combination of
black, gray, and white shades that are determined by the absorp-
tion and scattering of x-rays by each tissue through which the
beam is projected. Tissues that possess little radiodensity (e.g.,
air or fat) allow the beam to pass easily through the body with lit-
tle scatter or absorption, exposing the radiographic film and pro-
ducing a black image. Very radiodense tissues (e.g., metal, calci-
um, or bone) obstruct the beam and produce a white image. Each
radiographic plate is coated with chemicals that emit a fluores-
cent flash when struck by the beam, thus augmenting the actual
effect of the x-ray beam. More recently, the photographic plate
has been modified so that the image can be digitized and convert-
ed to a computer image. Most other tissues, especially those con-
taining water, produce a gray image. The x-ray beam will pass
through many tissues en route to the film, and the final shading
will reflect the summation of all tissues through which the beam
has traversed. 

Plain radiographs are described in terms of the path that the
beam takes from the x-ray tube to the film. For example, a plain
radiograph of the skull shot from front to back is an anterior to
posterior (AP) projection. If directed from one side through to
the other, the radiograph is a lateral view. The oblique view is
obtained by directing the beam obliquely.

In CT, images represent the same spectrum of radiographic
densities as plain radiography but repeated dynamic imaging
allows reconstruction of the body part in the axial plain. Newer
scanners allow coronal, sagittal, and even three-dimensional
reconstructions. Despite the advances in CT technology, the aver-
age cost is approximately $125 per study.19

The basic components of the CT scanner are the x-ray tube,
detectors, and computers that allow for image reconstruction.
Repeated slices are constructed as the beam rotates 360° around
the patient while the table advances. Each CT image generated
represents a matrix of picture elements or pixels. Each pixel is
assigned an attenuation coefficient based upon its ability to
absorb or scatter x-rays. This attenuation coefficient is expressed
in Hounsfield units (HU), which vary from -1000 U (air) to
+1000 (cortical bone). CT images can be viewed in a variety of
‘windows’ that accentuate tissues of a specific attenuation. In
most trauma head CT protocols, 5-mm thick cuts are performed
through the posterior fossa; 10-mm thick cuts are taken in the
supratentorial region and will be displayed in brain, bone, and
blood windows.

Newer high resolution scanners have thinner cuts, achieving
submillimeter thickness. More recently, faster helical or spiral
CT units that move the patient through the scanner in a continu-
ous fashion and scan in a helical pattern around the patient have
been introduced, reducing the scanning time to 20 to 30 seconds.
This is particularly useful for imaging anatomy that is constantly
in motion such as the chest.

Magnetic resonance imaging (MRI) uses computer technolo-
gy to convert radiofrequency signals into shades of black, gray,
and white. Instead of x-ray beams, an external magnetic field and
radiofrequency waves are used to produce the image. The basic
principle of MRI is the detection of spinning protons. When the
patient is placed in the bore of the magnet, the magnetic fields of
the protons align with the stronger magnetic field of the scanner.
Radio waves are then intermittently and briefly applied to the tis-
sue being examined to enhance the spin frequency by causing the
protons to resonate (Larmor frequency) at a higher energy level.
As the tissues return to their resting state, a radiofrequency wave
is emitted and then detected by the receiving coil. The computer
then converts the intensity of the detected signal to shades of
black, gray, or white. The result is a three-dimensional plot of
proton densities.

As noted, a signal is detected as the protons return to their
resting state. This relaxation phase occurs by two major path-
ways: longitudinal or T1 decay, and transverse or T2 decay.
Images generated from signals in the early portion of the relax-
ation phase (called T1-weighted sequence) produce a unique
image in which fat appears as white and gray image contrast is
excellent. During late relaxation (T2-weighted sequence), water
appears white and fat appears gray. The T1-weighted sequence
and T2-weighted sequence provide two perspectives on the same
image. T1 images provide more useful architectural information;
T2 images depict pathology more accurately because water (high
in hydrogen protons) accumulates in many pathologic conditions
(e.g., ischemia, edema, and tumor). In addition to producing
images of high quality, MRI does not rely on radiation and thus,
does not carry the biologic risk of x-rays.

Iodinated contrast agents used in x-ray-generated images are
not useful for MR studies. Instead, paramagnetic agents such as
gadolinium are used to enhance the image. Gadolinium acts by
reducing T1 relaxation times and thus, improving the contrast
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between tissues. It is most useful for delineating tumors and
infections.

Indications for Radiographic Imaging in Head
Trauma

CT scanning has virtually replaced plain skull radiographs in
imaging the patient with head injury. Some physicians still will
obtain plain radiographs in patients with suspected depressed
skull fractures or with metallic foreign bodies. Plain radiography
had previous utility in determining the presence of linear skull
fractures. While 66% of patients with severe head trauma have an
associated skull fracture, only 25% to 35% of patients with skull
fractures have underlying cranial pathology.20 The primary indi-
cations for obtaining skull plain films are to evaluate nonacciden-
tal trauma (i.e., to look for fractures in different stages of heal-
ing), to assess ventricular shunt integrity, and as an adjunct to CT
in penetrating skull trauma. It has been shown that the number of
radiographs ordered for medicolegal considerations varies from
10% to 46%.21,22

Although MRI has the advantage of producing images with
superior anatomic detail, CT provides several important advan-
tages in the setting of trauma. The more rapid study completion
time and greater availability of CT imaging makes it a far more
useful study. Additionally, CT is as reliable as MRI in demon-
strating intracranial lesions requiring operative intervention.
Finally, CT has none of the stringent safety requirements of MRI
imposed by the strong magnetic fields surrounding the scanner.
MRI has a prominent role, however, in evaluating patients with
subacute and chronic injuries. In these patients, MRI offers better
discrimination between lesions and normal brain tissue, whereas
subacute hemorrhage may appear isodense with normal brain tis-
sue on CT.

Patients with altered level of consciousness documented by a
Glascow coma scale (GCS) score less than 13 will require CT
imaging in the acute setting. Controversy exists around the role
of CT imaging in minor head trauma, defined as patients with
blunt head injury, amnesia or disorientation or documented loss
of consciousness, and a GCS score of 13 to 15. Several scoring
systems have been suggested,23-25 with the larger, validated Cana-
dian CT rule23 outperforming other published rules in adults with
head trauma. Adults with risk factors delineated by the Canadian
CT rule require emergent CT scanning. (See Table 1.) Using
these criteria for obtaining a head CT in minor trauma, the
authors noted a sensitivity of 100% and a specificity of 68.7% in
detecting injuries requiring neurosurgical intervention. Addition-
ally, they found a sensitivity of 98.4% and a specificity of 49.6%

for clinically important brain injuries. Finally, the Canadian CT
rule reduced the number of CT studies by almost 50%. Some
additional patient populations must be considered for early use of
CT. These include intoxicated patients,26,27 patients with bleeding
disorders,28 patients with shunts from prior neurosurgical proce-
dures,29 and patients who return after initial evaluation following
a head injury.30 Other authors have independently found age
greater than 65 years to be a risk factor for significant head
injury.31,32 However, even with a clinical model that includes
these high-risk patients, it has been suggested that 100% sensitiv-
ity for intracranial injuries may not be achieved.33,34 Patients with
no loss of consciousness, normal neurologic findings, no vomit-
ing, no amnesia, and minimal scalp injury can be discharged
with careful instructions including 24 hours of close observation.

Clinicians should have a lower threshold for imaging infants
and children with head injury as clinical features can be particu-
larly subtle.35 Independent risk factors for closed head injury
include headache, vomiting, an altered mental status, physical
signs of a basilar skull fracture, and focal neurological deficits.
Importantly, a scalp hematoma alone signifies an increased risk
of intracranial injury in infants younger than 1 to 2 years and
careful consideration of CT imaging.35,36 One additional consid-
eration is the fact that significant pathology can arise after a pre-
sumably normal CT scan. This occurrence is particularly true of
cerebral contusions, which commonly develop hours to days
after injury. Even delayed epidural37 and subdural38 hematomas
have been reported.

Interpretation of Radiographs in Head Trauma
As with other body systems, practitioners must have an organ-

ized approach in viewing radiographs of the cranial vault and its
internal structures. Because of the importance of CT scanning in
assessing the patient with head trauma, we will focus primarily
on findings with this modality. The general principle is to divide
head-injured patients into the following broad categories: normal
intracranial findings, diffuse intracranial injury, and focal intra-
axial or extra-axial findings.

Remember that the patient is placed supine on the CT table
and the axial images are constructed as if one is viewing from the
feet upward. As a result, the patient’s left is on the right side of
the image as with plain radiography. This is also true for MR
images. It also should be remembered that black, gray, and white
are defined by the tissue densities similar to plain radiography.
However, specific tissues may be accentuated by viewing the
various window settings as described previously.

The initial evaluation of the CT scan should consider the tech-
nical adequacy of the study. The axis of the x-ray beam is angled
20° downward along a line extending from the lateral canthus to
the external acoustic meatus. If the patient’s head is tilted as it
enters the gantry, an oblique rather than a true axial cut is
obtained. This can obscure an abnormality or create the appear-
ance of an abnormality in a normal brain. The CT scout image is
useful when assessing the technical quality of the study by
demonstrating the orientation of the images, as well as the num-
ber of images produced and the anatomic area scanned. The
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Table 1.  High-Risk Criteria for Minor 
Head Injury 21

•  Glascow coma scale score < 15 after 2 hours
•  Suspected open or depressed skull fracture
•  Any sign of basilar skull fracture
•  Vomiting > 2 episodes
•  Age > 65 years



scout image is also valuable in assessing the skull for fractures
that can be visible on this image. Images should also be evaluat-
ed for motion artifact or artifacts related to the presence of bul-
lets or other dense foreign bodies.

Interpretation of CT imaging requires a thorough understand-
ing of the cross-sectional anatomy of the brain. A complete
review of neuroanatomy is beyond the scope of this article, how-
ever, excellent reviews on this subject are available.39 With each
slice, specific anatomic landmarks should be located as described
below. Specific focus on symmetry, the cerebrospinal fluid (CSF)
spaces, brain tissue, the skull, and soft tissues should be reviewed
on brain window settings. Brain windows are used to highlight
cerebral anatomy. Bone windows better delineate skull fractures
and pneumocephaly. Blood windows more clearly demonstrate
intracranial hemorrhage, which can be subtle, especially near the
inner table of the skull. Localized soft-tissue swelling over the
skull may be an indication of head trauma and may yield clues as
to the location of coup and contre-coup injuries.

By convention, CT images progress cephalad from the fora-
men magnum to vertex of the skull. Important structures to iden-
tify on the lower images are the fourth ventricle, which lies on
the midline, dorsal to the brainstem. Ventral to the brainstem are
the prepontine and supracellar cisterns (Figure 1A). Because CSF
is clear, these fluid-filled spaces appear dark gray. Air-filled
spaces (e.g., the mastoid air cells and paranasal sinuses) are
black on the image. Blood in either the CSF or sinuses will alter
their appearance by increasing their densities. The posterior fossa
structures demonstrated on lower CT images also include the
cerebellar hemispheres and the dural sinuses.

Proceeding cephalad, the inferior portions of the cerebral
hemispheres and the third and lateral ventricles can be seen (Fig-
ure 1B). The third ventricle is an important landmark for
intracranial mass effect causing midline shift. The ambient cis-

terns that surround the upper pons are also visible and are impor-
tant in assessing mass effect on the brainstem from injury to the
temporal lobes. The third ventricle is flanked by the thalamic
nuclei and each frontal horn of the lateral ventricles lies adjacent
to the head of the caudate nucleus. These gray matter structures
are of intermediate density as compared with the dark CSF in the
adjacent ventricle.

Continuing cephalad, the cerebral cortex occupies virtually
the entire image (Figure 1C). One should appreciate a distinct
border between gray and white matter structures. In addition, the
cortical sulci should be well delineated and should appear more
prominent in the older brain. On the higher images, the falx cere-
bri becomes visible and becomes a second important midline
structure. Ensure that equal volume occupies the right and left
halves of the cranial vault and that no structure has crossed the
midline.

Finally, there are three questions that you should consider as
you view the images of a head CT scan:

• Is there blood in or around the brain?
• Is there a shift in the midline structures?
• Is there evidence of brain edema?
In the CT scan of a patient with acute injury, clotted blood is

typically identified as a high density focus. Clotted blood tends
to assume a characteristic shape depending upon the nature of
the underlying abnormality, as will be discussed later. Next, one
looks at all of the images for asymmetrical displacement of
intracranial structures across the midline. Important landmarks
that are useful midline indicators include the third and fourth
ventricles and the falx cerebri. In addition, the ventricles may be
obliterated by mass effect from edema or hematoma. Small vol-
umes of blood in CSF can make the subarachnoid spaces appear
isodense with brain, essentially obliterating the ventricles, sulci,
and basal cisterns.

4 Special Editorial Supplement/Trauma Reports

Figure 1. Cross-sectional Image of Brain at Various Levels
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Finally, one should appreciate a clear delineation between the
gray and white matter structures in the brain. Significant edema
reduces or eliminates these density differences to produce a more
uniform, isodense appearance of brain tissue. Edema may mani-
fest as either a localized or diffuse hypodense area of brain (usu-
ally 12 to 24 HU) with ill-defined gray/white boundaries result-
ing from increased brain water content. Edema also may result in
the loss of sharp delineation of sulci. An area of suspected edema
can be compared with the contralateral hemisphere to better
appreciate the abnormality.

Perron14 has suggested that the pneumonic “Blood Can Be
Very Bad” be used to ensure that the examiner has reviewed all
of the important features of the CT scan (Table 2).

MRI has not gained widespread use in the acute management
of the injured patient due to a number of factors including cost,
availability, speed of scanning, potential for motion artifact, limi-
tations on the use of life support equipment in the strong magnet-
ic field and insensitivity to bone involvement. On the other hand,
MRI does not utilize ionizing radiation, can better discriminate
between similar tissues, is better at defining cerebral edema, and
is not complicated by bone artifacts. It is also able to provide
delineation of structures in three orthogonal planes (axial, sagittal
and coronal); CT scanning is generally limited to the axial plane
when imaging the acutely injured patient. Small parenchymal
injuries and collections of blood at the vertex and skull base are
better elucidated by MRI. At least one study has demonstrated

the superiority of MRI in identifying intracranial lesions;40 how-
ever, these radiologic findings did not affect clinical manage-
ment. The basic anatomy and approach are similar to reviewing
CT scans. In the setting of acute trauma, MRI may be useful in
assessing the extent of parenchymal injury, the exact location of
extra-axial blood collections (i.e., subdural, epidural, and sub-
arachnoid hemorrhage), the integrity of vascular structures using
MR angiography, and potentially to determine the metabolic
impact of injury using MR spectroscopy.

Specific Injuries
Skull fractures can be identified using plain radiographs or

CT scans. When the latter is used, bone windows best define the
fracture line. Skull fractures are described as linear, basilar, or
depressed. Diastatic fractures occur along existing suture lines.
In the plain radiograph, a linear fracture appears as a clean
sharply demarcated radiolucent line that is typically wider in its
central portion and tapered at both ends. Linear fractures appear
more sharply delineated than vascular grooves or suture lines.
Fractures can further be differentiated from suture lines by the
irregular corticated border seen with sutures. On a CT scan, the
fracture line may be readily apparent. However, the fracture may
be difficult to appreciate if it is transverse in its orientation, lying
within the plane of the image. Examination of the scout film may
reveal the fracture line (Figure 2). One should look for evidence
of focal soft-tissue swelling in the scalp to identify areas of
potential skull fractures. MRI is not useful in the assessment of
skull fractures because this imaging modality requires that pro-
tons be mobile, and the protons of cortical bone are immobile.
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Table 2. Mnemonic for Reviewing 
Head CT Scan14

BLOOD:

• Epidural hematoma
• Subdural hematoma
• Intraparenchymal hemorrhage
• Intraventricular hemorrhage
• Subarachnoid hemorrhage

CAN (CISTERNS): EXAMINE FOR BLOOD AND EFFACEMENT

• Circummesencephalic
• Suprasellar
• Quadrigeminal
• Sylvian

BE (BRAIN):

• Symmetry
• Gray-white differentiation
• Shift
• Hyper- or hypodensity
• Pneumocephalus

VERY (VENTRICLES):

• Effacement
• Shift
• Blood

BAD (BONE): FRACTURES, SOFT-TISSUE INJURY, BLOOD IN SINUSES

Figure 2. Linear Skull Fracture

Figure 2. Black arrows indicate site of fracture.



Thus, cortical bone appears uniformly black with MRI.
A depressed skull fracture is seen as overlapping cortical

shadows on plain radiographs (Figure 3A). These injuries can be
further elucidated by obtaining tangential views in the area of the
fracture. Skull fractures are typically the result of direct trauma
to the skull, most commonly in the frontal or parietal regions of
the skull. A depressed skull fracture is believed to be significant
when the deepest portion of the fracture extends below the inner
table of the skull. These fractures are typically associated with
injuries to brain parenchyma and dural tears. CT scanning offers
the advantage of accurately defining the depth of the fracture and
demonstrating any underlying brain injury.

Finally, basilar skull fractures are typically defined by clinical
findings of raccoon eyes, Battle’s sign, hemotympanum, CSF
rhinorrhea, or otorrhea. A Towne view taken with plain skull
radiographs occasionally may demonstrate the fracture. CT
images of the posterior fossa with 1 to 2 mm cuts are the best
method of demonstrating the fracture site (Figure 3B). Extension
of the fracture line through the outer table or into an air-filled
cavity (e.g., paranasal sinuses, nasal cavity, mastoid air cells)
defines a compound basilar skull fracture. Pneumocephalus may
accompany a compound basilar skull fracture. Basilar skull frac-
tures through the petrous or sphenoid bone also may result in
cranial nerve injuries and are best demonstrated on high-resolu-
tion CT.

Intracranial blood is classified as being intra-axial (within the
brain substance) or extra-axial. The most common intra-axial
traumatic lesions are cerebral contusions, hematomas, and shear-
ing injuries. Contusions are ill-defined collections of blood along
the brain surface or within the brain substance, whereas
hematomas are well-circumscribed. Contusions are typically
seen in the gray matter but may extend into the subcortical white
matter (Figure 3C). There is typically a high density focus repre-
senting hemorrhage surrounded by low density edema. These are

typically defined as coup or contrecoup injuries. Coup injuries
occur beneath the surface of the skull at the site of impact,
whereas contrecoup injuries occur on the opposite side of the
brain along the line where the force was directed. Contusions
have been found in high association with depressed skull frac-
tures. MRI also may be used to define cerebral contusion. T2-
weighted images demonstrate a low intensity signal (hematoma)
surrounded by a high-intensity signal (edema).

Cerebral hematomas occur in a distribution similar to cerebral
contusions and are most common in the frontal and temporal
regions of the brain (Figure 4). Hematomas may be the result of
the dissection of the clot through the brain white matter or the
disruption of a penetrating vessel in this region. Large clots can
actually dissect through the white matter into the ventricular sys-
tem that may result in obstructive or communicating hydro-
cephalus. Cerebral hematomas are found in association with
other brain injuries in 50% of cases, and intraventricular exten-
sion occurs in 33% of cases; 20% of these lesions are bilateral.41-42

On CT, hematomas are identified by distinct collections of
hyperdense blood surrounded by a hypodense area of edema in
the acute injury and serum from clot degradation in the subacute
injury. Typically, these are found in the frontal or anterior tempo-
ral lobe. On MRI, cerebral hematomas are similar in appearance
on T2-weighted images in that the clot is hypointense and the
edema or serum is hyperintense. Delayed appearance of cerebral
hematomas 1 to 7 days after injury has also been reported.43,44

Shear injuries typically occur at the junction of the gray and
white matter of the brain as the result of rotational forces, result-
ing in disruption of axons and their small accompanying blood
vessels. These injuries can produce diffuse cerebral edema but
also may appear as multiple distinct hemorrhagic foci varying
from punctate to a few centimeters in diameter. Cisternal and
ventricular compression may be seen but is not common in acute
injury. Typically, lesions are found in four areas: the corpus cal-
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Figure 3. CT Scans Demonstrating Depressed Skull Fracture, Basilar Skull Fracture,
and Cerebral Contusion 

Figure 3A. Depressed Skull Frac-
ture. Arrow denotes site of depression.

Figure 3B. Basilar Skull Fracture.
Arrow demonstrates fracture through the
skull base.

Cerebral
contusion

Figure 3C. Cerebral Contusion.
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losum, the corticomedullary junction, the upper brainstem, or the
basal ganglia. Hemorrhage into the corpus callosum may extend
into the ventricular system where it is seen more easily.45 It has
been demonstrated that only one-fourth of shearing injuries ini-
tially present with visible hemorrhage. Thus, a negative CT study
does not eliminate the possibility of shearing injury. Delayed pre-
sentations of diffuse axonal injury also have been reported.46 

MRI has been shown to better demonstrate findings of diffuse
axonal injury.47,48 MRI should be performed when there is a dis-
parity between the patient’s clinical picture and the CT image. A
high intensity signal is seen on T2-weighted images in the four
regions where typical lesions occur. However, when demonstra-
tion of microhemorrhage is required, the preferred scan tech-
nique uses gradient-refocused imaging. This technique is highly
sensitive to the presence of iron within hemoglobin.

Extra-axial injuries include subdural hematoma, epidural
hematoma, and traumatic subarachnoid hemorrhage including
intraventricular hemorrhage. In each case, the characteristic find-
ings are defined by the relationship of the bleeding source to the
brain and the meninges.

A subdural hematoma collects between the inner layer of the
dura and the subarachnoid space when there is a tear in the bridg-
ing veins. The subdural space extends over both sides of the ten-
torium, cerebellar surfaces, convexities of the brain, and the
interhemispheric fissure. Because a subdural hemorrhage lies
deep to the dura, it can cross suture lines. Occasionally, a rupture
of a parenchymal artery may produce these lesions. Subdural
hematomas typically are associated with underlying brain injury
and, therefore, carry a poor prognosis. Typical associated injuries
include cerebral hematoma or contusion. Associated skull frac-
tures are rare. 

A typical subdural hematoma appears as a crescent-shaped
collection of blood between the inner table of the skull and brain
parenchyma (Figure 5). The classic shape may be modified in

patients with previous injuries or meningeal infection. Small sub-
dural injuries may be difficult to identify (See Pitfalls section,
page 8.) and also may coexist with an epidural hematoma. These
injuries tend to extend from front to back. They also may extend
around the frontal or occipital pole into the interhemispheric fis-
sure or beneath the brain along the tentorium. These injuries are
often associated with displacement of intracranial contents by
mass effect.49 Collapse of the ventricular system and midline
shift commonly are associated with acute subdural hematoma. In
the acute phase of bleeding associated with a subdural
hematoma, MRI is very insensitive in defining this injury and has
gained a prominent role in the detection and defining the extent
of subacute and chronic subdural hematomas.

An epidural hematoma is typically lens-shaped with blood
collecting between the inner table of the skull and the dura.
Because the dura attaches to the skull at suture lines, an epidural
hematoma does not cross suture lines. Classically, an epidural
hematoma results from a skull fracture in 85% to 95% of cases.50

The most common site of an epidural hematoma is in the tem-
poroparietal region and is due to disruption of the main trunk of
the middle meningeal artery (Figure 6). This also may give rise
to epidural blood on the floor of the middle cranial fossa. Disrup-
tion of the anterior trunk of the middle meningeal artery gives
rise to frontal epidural hematomas. Other injuries are venous in
origin and result from the tear of a dural sinus. 

Epidural hematomas are almost exclusively unilateral injuries.
An epidural hematoma in the posterior fossa is typically caused
by venous bleeding; occipital fractures may be seen. These
lesions account for 4% to 13% of epidural hematomas.51,52 These
injuries must be identified early; with prompt neurosurgical
intervention a good prognosis can be expected. The size of the
lesion depends upon the rate of bleeding, the time from injury to
presentation, the severity of injury, and the formation of clot.
Large epidural hematomas compress adjacent brain tissue, cause
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Figure 4. Cerebral Hematoma

Figure 4. Cerebral Hematoma. Arrow indicates area of
cerebral hematoma.

Figure 5. Subdural Hematoma

Figure 5. Subdural Hematoma. Note midline shift of lateral 
ventricle.



collapse of the ventricular system, and result in brain herniation.
The lesion may not be uniform in appearance with an area of
less-dense fluid representing both active bleeding and breakdown
of clot.50

Finally, epidural hematomas commonly are associated with
cerebral contusion or subdural hematoma.53 Because these
lesions must be promptly evacuated surgically, there is typically
no role for MRI in acute management of epidural hematomas.
Finally, it should be mentioned that epidural hematomas may
have a delayed presentation arising hours to days after injury.
These are typically found in areas beneath known skull fractures
and frequently occur after evacuation of other intracranial
lesions.54

In traumatic subarachnoid hemorrhage, disruption of the lep-
tomeningeal vessels leads to bleeding, which tracks into the sub-
arachnoid space. These collections course along the cerebral
sulci and also may be seen along the interhemispheric fissure
(Figure 7). Blood also can track into the ventricular system and
can be visualized along the surface of the brain or layering
dependently in the occipital horns of the lateral ventricle. Trau-
matic subarachnoid hemorrhages tend to be more focal than the
spontaneous subarachnoid hemorrhage associated with a rup-
tured aneurysm. 

Finally, disruption of the subependymal veins can result in
traumatic intraventricular hemorrhage (Figure 8). This appears as
a hyperdense localized collection within the ventricular system
following trauma. Blood also may be seen in association with
traumatic subarachnoid hemorrhage that extends into the ventric-
ular system as described above.

Pitfalls in Radiology Interpretation
Bone averaging (Figure 9) occurs where a high-density struc-

ture (e.g., bone) abuts a low density structure (e.g., brain tissue).
Where this occurs, the high and low density pixels are ‘averaged’
and give the appearance of an intermediate density that can
mimic blood. Similarly, areas of calcification within the brain
(e.g., the pineal gland, the choroid plexus, within the basal gan-
glia, or even a partial cut through the bony floor of the skull) may
be mistaken for blood. Additionally, the falx cerebrum and tento-
rium tend to calcify with age and may be mistaken for subdural
blood.

Small collections of intra-axial (cerebral contusion) or extra-
axial blood (subdural or epidural hematoma or subarachnoid
hemorrhage) located near the inner table of the skull may be dif-
ficult to appreciate, especially if only brain windows are used.
The high density of blood may be indistinguishable from the
adjacent cortical bone, a fact particularly true for extra-axial
hematomas and cerebral contusions located in the parietal vertex
and inferior temporal lobe. Extra-axial hematomas or subarach-
noid blood that collects along the transverse plane may be diffi-
cult to distinguish from bone when present along the floor of the
posterior fossa (Figure 10). Collections in the vertex or along the
tentorium are better detected when coronal images are obtained. 

CT does not provide adequate contrast between structures
with similar densities, especially when one considers the high
water content of brain structures. Artifact from metal structures
(e.g., bullet fragments and aneurysm clips) can degrade the CT
image by a phenomenon known as ‘beam hardening,’ where high
density structures (e.g., the skull) may produce a streak artifact
that can obscure the images.
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Figure 6. Epidural Hematoma Figure 7. Traumatic Subarachnoid 
Hemorrhage



An important CT indicator of brain swelling is effacement of
the subarachnoid spaces surrounding the brainstem (basal cis-
terns). However, blood within the basal cisterns can make them
isodense with the brainstem, mimicking herniation.

Interhemispheric blood is often confused with thickening of
the falx cerebri. The falx may be prominent along its posterior
portion. However, subdural blood that collects along the falx can
be difficult to distinguish from the more benign condition (Fig-

ure 11). When there is significant thickening along the anterior
portion of the falx or when there is outlining of the adjacent
sulci, interhemispheric blood must be suspected. Localized sub-
dural hematomas may be found along the interhemispheric fis-
sure. These are the result of tears in bridging veins and tend to
occur in older patients with whiplash injury. Interhemispheric
subdural hematomas tend to have a straight medial border and a
convex lateral margin. The bleeding from a parasagittal subdural
hematoma tends to remain contained in this region by arachnoid
granulations. In addition, subarachnoid or subdural hemorrhage
in the posterior falx may produce a high density (‘pseudo-delta’)
sign that can be confused with the image of dural sinuses in a
contrast-enhanced CT scan. Subarachnoid hemorrhage along the
interhemispheric fissure is characterized by increased density
outlining the parasagittal cortical sulci.

The sensitivity of CT may be limited when imaging subacute
injuries. Subdural hematomas in the elderly patient are notorious
for their subacute presentation. This relates to the breakdown of
hemoglobin over time, with blood clot becoming isodense with
brain and less visible on CT (usually around two weeks after the
injury). In this circumstance, MRI becomes a more sensitive
imaging modality for defining subacute or chronic collections of
blood that will demonstrate a high-intensity signal on T1-weight-
ed images.
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Figure 8. Traumatic Intraventricular 
Hemorrhage

Figure 8. Traumatic Intraventricular Hemorrhage. Note that
this patient also has a right subdural hematoma in the fronto-
parietal region.

Figure 9. Bone Averaging

Figure 9. Bone Averaging. White arrow depicits bone averag-
ing artifact from orbital roof originally interpreted as subarach-
noid blood.

Figure 10. Tentorial Hemorrhage

Figure 10. Tentorial Hemorrhage. Arrow depicts blood along
the tentorium.



Conclusions
The clinician should be aware of the role of the various imag-

ing modalities in the assessment of the patient with head trauma.
CT imaging has revolutionized the evaluation of head injury, pro-
viding a rapid and reliable method for detecting acute traumatic
hemorrhage and facilitating early surgical intervention when
appropriate. Skull radiographs and MRI have limited roles in the
management of early head injury. The clinician should be aware
of the characteristic shape and location of intra-axial and extra-
axial blood collections. In addition, when interpreting CT scans
in the acute setting the clinician should be cognizant of difficul-
ties in interpreting these radiographs caused by artifacts inherent
in the imaging modality and unusual presentations of the result-
ant injury.
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Figure 11. Subarachnoid Blood Along Falx. White arrow
depicts blood along the falx. Black arrows demonstrate subdural
hemorrhage along frontal and parietal convexities.



rule for patients with minor head injury. Lancet 2001;357:

1391-1396.

24. National Institute for Clinical Excellence (NICE). Head injury

triage, assessment, investigation and early management of head

injury in infants, children and adults. Clinical Guideline 4. London:

NICE 2003;96-7.

25. Haydel MJ, Preston CA, Mills TJ, Luber S, et al. Indications for

computed tomography in patients with minor head injury. NEJM

2000;343:103-105.

26. Nagy KK, Joseph KT, Krosner SM, et al. The utility of head com-

puted tomography after minimal head injury. J Trauma 1999;

46:268-270.

27. Cook LS, Levitt MA, Simon B, Williams VL. Identification of

ethanol-intoxicated patients with minor head trauma requiring com-

puted tomography scans. Acad Emerg Med 1994;1:227-234.

28. Reinus WR, Swerner FL Jr. Clinical prediction of emergency cra-

nial computed tomography results. Ann Emerg Med 1994;23:

1271-1278.

29. Schutzman SA, Greenes DS. Pediatric minor head trauma. Ann

Emerg Med 1992;37:65-74.

30. Voss M, Knottenbelt JD, Peden MM. Patients who reattend after

head injury. BMJ 1995;311:1395-1398.

31. Mack LR, Chan SB, Silva JC, Hogan TM. The use of head comput-

ed tomography in elderly patients sustaining minor head trauma. 

J Emerg Med 2003;24:157-162.

32. Arienta C, Caroli M, Balbi S. Management of head-injured patient

in the emergency department: a practical protocol. Surg Neurol

1997;48:213-219.

33. Ibanez J, Arikan F, Pedraza S, et al. Reliability of clinical guidelines

in detection of patients at risk following mild head injury: Results of

a prospective study. J Neurosurg 2004;100:825-834.

34. Borczuk P. Predictors of intracranial injury in patients with mild

head trauma. Predictors of intracranial injury in patients with mild

head trauma. Ann Emerg Med 1995;25:731-736.

35. Schutzman SA, Greenes DS. Pediatric minor head trauma. Ann

Emer Med 2001;37:65-73.

36. Isaacman DJ, Poirier MP. Closed head injury in children. Pediat

Emerg Care 2002;18:48-52.

37. Milo R, Razon N, Schiffer J. Delayed epidural hematoma: A review.

Acta Neurochir 1987;84:13-23.

38. Snoey ER, Levitt MA. Delayed diagnosis of subdural hematoma

following normal computed tomography scan. Ann Emerg Med

1994;23:1127-1131.

39. Huddle DC, Glazer M, Chaney DB. Emergency imaging of the brai.

In: Schwartz DT, Reisdorff E (eds.). Emergency Radiology. New

York:McGraw-Hill;2000:385-442.

40. Pitts LH. The role of neuroimaging in minor head trauma. Ann

Emerg Med 1991;20:1387-1388.

41. Zimmerman RA, Bilaniuk LT, Gennarelli T, et al. Cranial computed

tomography in diagnosis and management of acute head trauma.

AJR 1978;131:27.

42. Dublin AB, French MD, Rennick JM. Computed tomography in

head trauma. Radiology 1977;122:365-369.

43. Dolinskas C, Bilaniuk LT, Simmerman RA, et al. Computed tomog-

raphy of intracerebral hematomas I. Transmission of CT observa-

tions of hematoma resolution. AJR 1977;129:681-688.

44. Kishore PRS. Delayed sequelae of head injury. J Computed Tomogr

1980;4:287-295.

45. Abraszko RA, Zurynski YA, Dorsch NW. The significance of trau-

matic intraventricular hemorrhage in severe head injury. Br J Neuro-

surg 1995;9:769-773.

46. Corbo J, Tripathi P. Delayed presentation of diffuse axonal injury: A

case report. Ann Emerg Med 2004;44:57-60.

47. Gentry LR, Godersky JC, Thompson B, et al. Prospective compara-

tive study of intermediate-field MR and CT in the evaluation of

closed head trauma. AJR 1988;150:673-682.

48. Gentry LR, Thompson B, Godersky JC. Trauma to the corpus callo-

sum: MR features. AJNR 1988;9:1129-1138.

49. Forbes GS, Sheedy PF II, Piepgras DG, et al. Computed tomogra-

phy in the evaluation of subdural hematomas. Radiology 1978;

126:143-148.

50. Zimmerman RA, Bilaniuk LT. Computed tomographic staging of

traumatic epidural hematoma. Radiology 1982;144:809.

51. Ammirati M, Tomita T. Posterior fossa epidural hematoma during

childhood. Neurosurgery 1984;14:541-544.

52. Garza-Mercado R. Extradural hematoma of the posterior cranial

fossa: Report of severe cases with survival. J Neurosurg 1983;

59:664-672.

53. Tapiero B, Richer E, Laurent F, et al. Post-traumatic extradural

hematomas. J Neuroradiol 1984;11:213-226.

54. Fukamachi A, Misumi S, Kaneko M, et al. Traumatic extradural

hematomas with delayed development. Comput Radiol 1984;8:

197-201.

Special Editorial Supplement/Trauma Reports 11

CE/CME Instructions
Physicians and nurses participate in this continuing medical

education/continuing education program by reading the article,
using the provided references for further research, and study-
ing the questions at the end of the article. Participants should
select what they believe to be the correct answers, then refer to
the list of correct answers to test their knowledge. To clarify
confusion surrounding any questions answered incorrectly,
please consult the source material. After completing this
activity, you must complete the evaluation form provided
and return it in the reply envelope provided in order to
receive a certificate of completion. When your evaluation is
received, a certificate will be mailed to you.

CE/CME Objectives
Upon completing this program, the participants will be able to:
a.) discuss conditions that should increase suspicion for 

traumatic injuries;
b.) describe the various modalities used to identify different 

traumatic conditions;
c.) cite methods of quickly stabilizing and managing patients;

and
d.) identify possible complications that may occur with 

traumatic injuries.



CE/CME Questions

1. Which of the following are indications for a patient to receive a head

CT?

A. Glascow coma scale score of 13

B. Open skull fracture

C. Signs of a basilar skull fracture

D. All of the above

2. Which one of the following groups of patients should physicians have

a lower threshold for obtaining a head CT following trauma to the

head?

A. Intoxicated patients

B. Patients taking antidepressant medications

C. Patients with a history of a previous concussion

D. Patients from prisons

3. In children, clinicians should have a lower threshold for obtaining a

head CT after head trauma. Which of the following is not an inde-

pendent risk factor for closed head injury?

A. Crying

B. Altered mental status

C. Large scalp hematoma in a child younger than 1 year

D. Focal neurologic deficit

4. The CT scout image is useful when assessing the technical quality of

the study by demonstrating the orientation of the images as well as

the number of images produced and the anatomic area scanned.

A. True

B. False

5. MRI has been shown to be superior to CT for the detection of:

A. acute epidural hematomas.

B. acute subdural hematomas.

C. diffuse axonal injury.

D. None of the above

6. Which of the following statements is not true regarding an epidural

hematoma?

A. It is usually a unilateral injury.

B. The lesion is typically lens shaped.

C. It is associated with a skull fracture in 10-15% of cases.

D. The size of the lesion depends upon the rate of bleeding, time

from injury to presentation, and severity of the injury.

7. Typically there is no role for the use of MRI in the acute evaluation of

an epidural hematoma.

A. True

B. False

8. Which of the following statements regarding traumatic subarachnoid

hemorrhage is true?

A. Disruption of the leptomeningeal vessels leads to bleeding.

B. Blood may track into the ventricular system and can be visual-

ized along the surface of the brain or layering dependently in the

occipital horns of the lateral ventricle.

C. Traumatic subarachnoid hemorrhage tends to be more focal than

the spontaneous subarachnoid hemorrhage associated with a

ruptured aneurysm.

D. All of the above

9. An important indicator of brain swelling is blood accumulation within

the lateral ventricles.

A. True

B. False

10. Which of the following statements regarding interhemispheric blood

is not true?

A. It is often confused with thickening of the falx cerebri.

B. Significant thickening along the anterior portion of the falx or

outlining of the adjacent sulci should lead the clinician to sus-

pect interhemispheric blood.

C. Typically these are a result of an arterial bleed.

D. Interhemispheric subdural hematomas tend to have a straight

medial border and a convex lateral margin.

Answers:
1. D 
2. A 
3. A 
4. A 
5. C 
6. C 
7. A 
8. D 
9. B 
10. C
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