
This issue of Emergency
Medicine Reports contains the
second and final part of the
two-part series on meningococ-
cal disease. Part I focused on
the epidemiology, etiology,
pathophysiology, and clinical
features. Part II will cover diag-
nostic studies, differential diag-
nosis, and management of the
disease.

—The Editor

Diagnostic Studies
In the case of fulminant

meningococcal disease, labora-
tory tests are not available fast
enough to be helpful, and may

be within normal ranges early
in a precipitous course.1 Pro-
vide rapid fluid support and
antibiotics immediately and
obtain blood cultures with the
initial IV placement if possible,
but do not delay antibiotics for
the sake of good cultures. 

Detection and Confirma-
tion of N. meningitidis Infec-
tion. Culture of the organism
from a normally sterile site is
the gold standard for bacterio-
logic diagnosis, but because of
appropriate early administra-
tion of antibiotics, it may have
low sensitivity.2 When CSF is
available, Gram stain is highly
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sensitive and specific,3 and continues to be a fast and accurate
test. Antigen detection assays of CSF, but not serum or urine, are
of some use, but have high false-negative rates.2 Polymerase
chain reaction (PCR) analysis of blood specimens has shown
promise, with sensitivity of 91% and specificity of 76%.4

Because the test is neither widely available nor timely, it is more
useful as a surveillance measure than as a clinical tool.5 If the
patient’s condition and time permit, send a throat swab for cul-
ture (most laboratories require specification of the organism from
this site) and Gram stain and culture of aspirates from the edges
of purpuric lesions.6

Detection of Meningitis. Always defer lumbar puncture until
the patient has been stabilized fully. Do not perform a lumbar
puncture in the presence of any of the following contraindica-
tions: shock, elevated ICP, coagulopathy, or an unstable airway
(especially in a young, obtunded child).7,8 Nadel9 suggests that
lumbar puncture always is contraindicated early in the course of
treatment. If CSF is obtained, send it for total and differential
white blood cell (WBC) counts, total protein, and glucose deter-
minations. WBC counts will be elevated in most patients with
meningitis, although when disease is severe and rapidly progres-

sive, CSF WBC counts will be low or even normal; this is a neg-
ative prognostic sign. In such patients, markedly low glucose and
elevated protein levels are associated with the diagnosis of
meningitis; these ancillary tests add little information when they
are only mildly abnormal.10 Remember that a negative lumbar
puncture is an ominous, not a reassuring, finding in patients with
meningococcal sepsis. Conversely, patients with meningococcal
meningitis do not have worse outcomes even if treatment is
delayed for many hours.11,12

Immune and Metabolic Determinations. Blood work in
patients with SMS or MM is useful less for diagnostic purposes
than for establishing and following the degree of immune
response and metabolic injury. A complete blood count (CBC)
may be useful, but be cautious in interpreting the results. Because
of the rapid progress of SMS in particular, the WBC count may
be normal. A very low WBC suggests overwhelming sepsis, as
may the presence of toxic granulations. Hematocrit also may be
low, normal, or high, depending upon the stage of progression and
the patient’s volume status. The platelet count is useful because it
may be the fastest means of learning about the extent to which the
patient has disseminated vascular coagulation (DIC), although,
again, it may be normal early in the course. Determine other
coagulation parameters through the use of standard measures such
as international normalized ratio (INR), prothrombin time (PT),
and activated partial thromboplastin time (APTT). Follow prod-
ucts of fibrinolysis, fibrin dimers, or fibrins split products.

Send blood for standard metabolic panels to detect abnormali-
ties in electrolytes and acid-base status. Arterial blood gas deter-
mination may be useful, particularly after fluid resuscitation as an
indirect measure of lung water. Elevated serum lactate correlates
well with other measures of rapidly advancing sepsis and may be
available quickly.13 Serum lactate elevations are specific, but not
sensitive, as predictors of mortality from sepsis in adults.14

Differential Diagnosis 
Meningococcal disease may be confused with “viral syn-

drome,” influenza, upper respiratory infections, and abdominal
pain.2,15,16-18 Later in its course, particularly once the classical
confluent purpuric lesions are present, keep SMS at the top of the
differential. Consider other conditions after initial resuscitation,
antibiotics, and stabilization.

In the patient with early MM or other localizing disease,
include other invasive bacterial infections in the differential
depending on the site involved, bearing in mind that meningo-
coccal disease causes pneumonia up to 15% of the time in
adults.19 In evaluating the patient with rash, consider viral causes
such as enteroviruses (in children in summer), parvovirus,20 the
human herpesvirus 6, and the Rickettsial diseases (particularly
when headache is present).21

The major presenting signs and symptoms of SMS and MM
are compared in Table 1.

Management 
Initial Treatment and Stabilization. The first step in manag-

ing the meningococcal clinical syndromes is to recognize them
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and be prepared to treat early and aggressively.22,23 Initial treat-
ment and stabilization are per ED routine. These are outlined in
Table 2.

Management Priorities and Overview. Treating Shock. The
cornerstone of management of a patient with suspected N.
meningitidis disease is the early recognition and treatment of
shock. Give large isotonic fluid boluses (10-20 mL/kg in chil-
dren, 1 liter in adults) over the first five minutes.24 This rate usu-
ally will require either manual “push” with a large volume
syringe on a three-way stopcock, or a high volume infusion
pump. Total fluid administration on the order of 60-100 cc/kg in
the first hour is associated with improved survival.24 Monitor
vital signs frequently during fluid resuscitation, bearing in mind
that blood pressure may be an inaccurate measure of hemody-
namic stability in children.

Vasoactive Agents. Once a patient has received 60 mL/kg or
more of fluid, consider starting an inotropic/vasoactive agent
such as dopamine or dobutamine.12,25 Starting these drugs sooner
is of questionable value; they work best with a “full tank.” If the
patient continues to have circulatory instability following fluid
resuscitation, rapid sequence intubation and administration of
inotropes, then norepinephrine, epinephrine, or other agents that
more dramatically increase peripheral resistance, may be
required. These, however, are associated with the risk of further
end-organ compromise as the result of vasoconstriction.26 In the

vast majority of cases of SMS, initial fluid boluses alone will be
insufficient to produce more than transient stabilization. Recog-
nize this from the beginning of the encounter and plan both to
administer large fluid volumes and to manage the inevitable con-
sequences. 

Airway Management. Fortunately, most patients with
meningococcal disease, even with SMS, present with sponta-
neous respirations. Since one of the most threatening conse-
quences of fluid volumes in this range is respiratory compromise
from pulmonary edema,24,27 prepare for early, elective
intubation.25 Convincing oneself to electively intubate a reason-
ably alert patient in early sepsis can be difficult, but this may pre-
vent having to deal with severe airway edema later. 

Rapid Sequence Intubation. Rapid sequence intubation (RSI)
in a patient with septic shock carries its own risks. All
sedative/anesthetic drugs used in RSI produce peripheral vasodi-
lation and are negative inotropes. Neuromuscular paralysis
reduces resting muscle tone, and positive pressure ventilation
increases intrathoracic pressure—both of these factors reduce
venous return. Together, the pronounced drop in peripheral
resistance, inotropy, and venous return frequently produce
markedly decreased cardiac output. It is not unusual for the
already dysfunctional cardiac conduction system and myocardi-
um to collapse at this point.25 If that occurs, further efforts at
resuscitation may well fail.
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Table 1. Presenting Signs and Symptoms—Severe Meningococcal Sepsis (SMS) 
vs. Meningococcal Meningitis (MM)

FEATURE SMS MM

Prodrome None 1-3 day non-specific prodrome – 
may resemble viral syndrome

Fever High Low-grade at outset

Shaking chills Often present Rarely present

Myalgias Common – especially extremity pain or back pain Common
in adolescent and adult

Rash Initially petechial BUT may blanch in early stages or Petechial rash may not develop
even appear like viral exanthem (absent rash suggests poorer 

prognosis)

Rash progression Rapid spread, coalescent lesions becoming Slow progression, rarely purpuric
hemorrhagic and/or purpuric

Vital signs Initially tachycardic, children may have normal BP Febrile, tachycardic, BP usually 
normal to elevated as ICP
increases

Cardio-pulmonary status Rapid progression to shock and acidosis Slow progression, readily stabilized 

Other identifying findings Mental status changes range from agitation to Headache, stiff neck, meningeal
obtundation, often normal findings, photophobia in older 

children, teens, and adults



Therefore, it is prudent to optimize the patient’s physiological
parameters immediately before the procedure, and to use the
controlled airway to maximum advantage afterward. To do this:

• choose appropriate RSI drugs; 
• optimize preload with continued rapid fluid infusions to

maintain perfusion; 
• strongly consider vasoactive pressors/inotropes such as

dopamine or dobutamine before RSI;
• have a senior and experienced person perform the actual

intubation as rapidly and efficiently as possible;
• choose a cuffed endotracheal tube even in children,25 in

anticipation of the need for high ventilatory pressures and the use
of positive end-expiratory pressure (PEEP) (cuffed tubes in sizes
smaller than 6.0 often are difficult to find—a good practice is to
order a small number in assorted small sizes and keep them read-
ily accessible but marked for use when specifically indicated
only); and

• have a PEEP valve or other device available so that moder-
ate positive pressure can be maintained to mitigate the inevitable
pulmonary edema, atelectasis, and increased airway resistance.

Addressing Altered Mental Status. Altered mental status
may result from shock or from meningitis with associated eleva-
tions in ICP. Patients in shock will have normal to low blood
pressure and elevated heart rate, while those with ICP elevations
will have normal to high blood pressure and low heart rate for
age. When in doubt, treat shock aggressively and do not restrict
fluids to protect ICP.28 The patient who dies of shock with a nor-
mal ICP is not a therapeutic success.

In patients who do have raised ICP, cerebral perfusion is at
risk of compromise. Because cerebral perfusion pressure (CPP)
is equal to the difference between mean arterial pressure (MAP)
and ICP, cerebral perfusion can be increased by both reduction in
ICP and increase in MAP. Reduce ICP using usual methods.
[Bring ICP down by assuring adequate ventilation to keep arteri-
al pCO

2
in the normal (not below normal) range.25 Keep the

patient’s head midline and the head of the bed elevated (reverse
Trendelenberg). Fluid restriction to two-thirds maintenance may
help, again remembering that adequate circulating volume is the
first concern. Diuretics such as furosemide or mannitol may help
to reduce cerebral edema. (They will not address decreased CSF
absorption.) Use both fluid restriction and diuretics with caution
so long as there is any doubt at all about circulatory stability.25,29]
Subsequent care is addressed in Table 3.

Steroid Use. As with other aspects of these conditions, the
role(s) of steroids differs between the management of meningo-
coccal sepsis and meningitis.  

Steroid Use in SMS. Children with septic shock have lower
overall cortisol levels and higher ACTH levels than do those with
meningitis only.30 Adrenal insufficiency is associated with more
profound and refractory shock states.31 For these reasons, physio-
logic doses of hydrocortisone are recommended (1 mg/kg q 6h)
in patients who respond poorly to vasopressors.25 High-dose cor-
ticosteroids or dexamethasone have not been shown to be effec-
tive for septic shock.32

Steroid Use in MM. High-dose or high-potency corticos-

teroids have not been adequately studied in meningococcal
meningitis, but experience with pneumococcal and H. influenzae
disease suggests their efficacy. In these conditions, dexametha-
sone given early in the course reduces opening pressure, lowers
levels of inflammatory mediators in CSF, and reduces hearing
loss and other neurological sequelae.33 Most authorities recom-
mend dexamethasone administration when meningitis is suspect-
ed with N. meningitidis.25

Admission and Transfer Considerations. All patients with
known or suspected meningococcal disease need to be admitted
to a hospital with intensive care capabilities. (See Table 3 and 4.)
When such admission requires transport, be certain that the
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Table 2. Initial Treatment and Stabilization of
a Patient with Meningococcal Disease

AIRWAY, BREATHING, CIRCULATION (ABCS)

As soon as the diagnosis of meningococcal disease is 
suspected, assure the ABCs: 

• Assure a protected airway.
• Supply high-flow oxygen by 100% non-rebreather mask.
• Obtain largest-possible IV access.  
• Place intraosseous line if unable to get peripheral lines 

placed in the first 90 seconds and patient in shock.

DELIVER IVFS AND ANTIBIOTICS

• Use the first IV for large volumes of isotonic crystalloid or 
colloid and IV antibiotics. 

• Any fluid or medication that is safe to give IV also can safely be 
given interosseous (IO). 

AVOID DELAYS

• If a blood culture can be obtained from the initial access site, 
send it, but do not delay antibiotics for the sake of cultures. 

• Do not perform a lumbar puncture in a patient with suspected 
meningococcal disease until airway/breathing, access, and 
antibiotics are assured. 

GIVE ANTIBIOTICS IMMEDIATELY IN ANY SUSPECTED CASE 
OF MENINGOCOCCAL DISEASE.25

• Pre-hospital antibiotic use has been shown to reduce case 
fatality rate36 so advise a primary care physician or a medic 
crew to give IV penicillin if there is any question.  

• A third-generation cephalosporin is appropriate if there is a 
known history of anaphylaxis to penicillin.34

• Many individuals and institutions continue to worry about the 
“sudden release of endotoxin” following initial antibiotic 
treatment. This concern has proven false35 and should not be 
used as a rationale for delaying antibiotics until arrival at 
definitive care, nor for delaying transportation out of the ED to 
an inpatient unit. 

TRANSPORT  

• Generally it is best to advise a referring physician to use most 
advanced level of transport available (ALS when possible).

• Transport with IV access and isotonic saline running.
• It rarely is a good idea to agree to receive a patient with 

suspected meningococcal disease by private auto transport.
• Be sure that the airway will remain stable during transport. 



patient is stabilized adequately before transport. Usually this
means early and frequent telephone consultations with the
receiving institution.25 Get started on the transport arrangements
as soon as possible, even while the initial resuscitation is under
way.  

Cutting Edge Therapies. The increase in understanding of
meningococcal disease has been accompanied by only a small
increase in survivorship. This may be due to persistent delays in
starting treatment.23 In fact, in at least one well-designed drug
trial,36 the mortality rate prior to randomization to the study drug
was so high that the study’s power to detect treatment effect was
impaired because of the exclusion of potential subjects who died
prior to treatment. The following section briefly outlines the
rationale for and success to date of treatment of meningococcal
sepsis. 

Anti-endotoxin Agents. Antibodies or antibody fragments
directed against meningococcal lipopolysaccharide toxin or its
bound complexes should, in theory, prevent or mitigate the
effects of endotoxin, but they had negative effects in a random-
ized controlled trial.37 Early trials using the recombinant form of
human bacterial permeability-increasing protein (rBPI) showed
reduced mortality and improved functional outcome.35,36,38 This
rBPI is produced naturally in neutrophils and binds endotoxin
while also producing bactericidal effects.

Anti-Cytokines. Antibodies directed against most of the
humoral mediators of inflammation such as TNF and the inter-

leukins have been studied intensively and have failed.22,39 Again,
it seems likely that by the time severe disease is recognized, the
inflammatory process is too far advanced for interventions to be
effective.

Anti-Coagulopathy Agents. Interfering with the sepsis cascade
further down the line by modifying the sequence leading to coag-
ulopathy has shown some benefit, but not without significant
risks of exacerbation of bleeding. Activated protein C, a neces-
sary component of the antithrombotic pathway, has shown effica-
cy in adult randomized controlled trials.40 The risk of uncon-
trolled hemorrhage limits its applicability.

Vaccines. The newest generations of meningococcal conjugate
vaccines are highly efficacious and safe41-44 and can be used in
very young patients, though none are licensed for infants
younger than 2 years of age. Unfortunately, no widely available
vaccine provides protection against capsular type B, still one of
the more prevalent types in some environments. Newer multiva-
lent vaccines likely will change this.45 The first conjugate
meningococcal vaccine offering protection against capsular types
groups A, C, Y, and W-135 was made available in the United
States in early 2005 and is recommended for routine administra-
tion for children 11-12 years old, teens entering high school, and
first-year college students living in dormitories.46

Additional Aspects 
Treatment of Contacts. Treat household contacts of patients

with meningococcal disease to eradicate nasopharyngeal carriage
of the organism.47 It is not necessary to treat ambulance or hospi-
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Table 3. Care Subsequent to Initial 
Management

METABOLIC DERANGEMENT — LOOK FOR, AND CORRECT 
ABNORMALITIES OF: 

• Glucose
• Potassium
• Calcium
• Magnesium.48

• pH (Correct metabolic acidosis if severe (arterial pH less 
than 7.10) 

ADEQUATE VENTILATION

• Provide adequate ventilation to avoid CNS acidosis; severe
acidosis is itself an indication for early and elective RSI.  

TRANSFUSIONS

• Red blood cells for anemic patients (another good way to 
deliver colloid).

• Administer fresh frozen plasma early in response to 
abnormal coagulation parameters.  

• Platelet transfusions may be necessary, though the 
consumption rate in early stages is so high that this can  
be futile.

MONITOR PRESSURES

• Although it should never be an early priority, a Swann-Ganz
catheter can provide a wealth of information about central 
venous and pulmonary capillary wedge pressure, as well 
as cardiac output. 

Table 4. Disposition, Observation, 
and Transfer Strategies

Suggested strategies for family doctors and emergency
departments

TREAT IMMEDIATELY WITH BENZYLPENICILLIN OR CEFTRIAXONE AND 
THEN ADMIT TO HOSPITAL ALL PATIENTS:

• With suspected meningococcal septicemia or meningitis;
• With fever and a hemorrhagic rash; or
• With fever or pain at any site and a history of contact with 

meningococcal disease.

REFER AND ADMIT TO HOSPITAL:

• Any patient, young or old, presenting with a true rigor;
• Any patient with fever and severe generalized muscle pain or 

bilateral anterior thigh pain; or
• A febrile patient seen for a second time within 24-48 hour 

period.

SUSPECT MENINGOCOCCEMIA AND OBSERVE CLOSELY:

• Any unwell patient with acute onset of fever and a non-specific 
“viral” rash appearing within the first 12 hours of illness; or

• A previously y healthy child or young adult with an acute febrile 
illness whose family or friends are concerned about his or 
her condition.

Reprinted with permission from: Yung AP, McDonald MI. Early
clinical clues to meningococcaemia. MJA 2003;178:136.



tal personnel who did not have close contact with respiratory
secretions of the patient (such as intubating or providing mouth-
to-mouth respirations). Use azithromycin, ciprofloxacin, or
rifampin given orally for contacts. Surviving patients also require
treatment with one of these drugs—penicillin alone, while effec-
tive against sepsis and meningitis, does not eradicate nasopha-
ryngeal carriage. (See Table 5.)

Predictors of Outcome. A number of scoring systems have
been developed aimed at predicting mortality from meningococ-
cal disease, with varying success. Algren48 found that signs of
circulatory insufficiency, a peripheral WBC count of less than
10,000/mm3, or coagulopathy were associated with high proba-
bility of organ system failure. Mortality rates are higher in
patients with multiple organ system failure. The Pediatric Risk of
Mortality Score (PRISM) and the Glasgow meningococcal sep-
ticemia prognostic score (GMSPS) have higher sensitivity but
lower specificity than Algren’s criteria.49,50

Summary
Perhaps ironically, despite the vastly improved understanding

of the pathogenesis and molecular basis of meningococcal dis-
ease, no intervention has proved more effective at reduction in
morbidity and mortality than the original “wonder drug” peni-
cillin and the aggressive management of shock.25 It seems likely
that the new-generation conjugate vaccines will have a greater
ultimate impact on disease burden than any number of after-the-
fact anti-endotoxin, anti-immune, or anti-inflammatory therapies.
Clinicians still need to be watchful for patients with meningococ-
cal disease and to be as aggressive as possible in treating it, but
can look forward to a great reduction in disease incidence in the
United States within a generation, if immunization results are
comparable with those of the other recent conjugate vaccines.
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Physician CME Questions

1. Which of the following statements is true regarding diagnostic studies

for meningococcal disease?

A. Culture of the organism from a normally sterile site is the gold

standard for diagnosis.

B. Antigen detection assays of CSF can have high false-negative

rates.

C. PCR analysis of blood specimens is more useful as a surveil-

lance measure because it is neither widely available nor timely.

D. When CSF is available, Gram stain is highly sensitive and spe-

cific and is a fast and accurate test.

E. All of the above

2. Lumbar puncture always should be deferred until the patient is fully

stabilized.

A. True

B. False
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3. Which of the following statements is true when comparing the pre-

senting signs and symptoms of SMS vs. MM?

A. SMS has a one- to three-day nonspecific prodrome that may

resemble viral illness.

B. Patients with MM often have shaking chills.

C. In SMS, rash spreads rapidly and the lesions often become 

hemorrhagic and/or purpuric.

D. Patients with MM may have mental status changes that range

from agitation to obtundation.

4. The role of steroids is identical for meningococcal sepsis and 

meningitis.

A. True

B. False

5. Which of the following statements is true regarding the differential

diagnosis of meningococcal disease?

A. Early symptoms of meningococcal disease are very specific and

a routine history usually is sufficient to distinguish this from

viral illnesses.

B. Meningococcal disease is commonly confused with Kingella

kingae infections among the geriatric population.

C. The rash of meningococcal disease may be confused easily with

Rickettsial diseases.

D. The presence of pneumonia almost completely rules out the pos-

sibility of meningococcal disease in adults.

6. Which of the following is true regarding management priorities for a

patient with suspected N. meningitidis disease? 

A. It is important to give large isotonic fluid boluses (10-20 mL/kg

in children or 1 liter in adults) over the first five minutes, with

subsequent fluids based on clinical signs of shock.

B. Since respiratory compromise from pulmonary edema after giv-

ing fluids to treat shock from meningococcal infection is

extremely rare, preparation for elective intubation is not advised. 

C. When treating a patient suspected of having shock related to N.

meningitidis infection, it is prudent to restrict fluids to protect

intracranial pressure. 

D. The sedative/anesthetic drugs used in rapid sequence intubation

(RSI) never produce peripheral vasodilation and are positive

inotropes.

7. Which of the following is true regarding the rationale for and success

to date of cutting edge treatments for and prevention of meningococ-

cal sepsis?

A. Antibodies or antibody fragments directed against meningococ-

cal lipopolysaccharide toxin or its bound complexes should, in

theory, prevent or mitigate the effects of endotoxin, and have had

excellent effects in randomized controlled trials.  

B. Antibodies directed against most of the humoral mediators of

inflammation have had excellent effects in randomized con-

trolled trials. 

C. Interfering with the sepsis cascade further down the line by

modifying the sequence leading to coagulopathy has shown

some benefit, but not without significant risks of exacerbation of

bleeding. 

D. The first conjugate meningococcal vaccine offering protection

against all important capsular types is licensed in the United

States and is recommended for routine administration for ado-

lescents. 

8. Which of the following is true regarding the treatment of meningo-

coccal disease in patients and contacts?  

A. Treatment of household contacts of patients with meningococcal

disease is no longer considered necessary.  

B. It is important to treat all ambulance or hospital

personnel—even those who did not have close contact with 

respiratory secretions of the patient.  

C. Use azithromycin, ciprofloxacin, or rifampin intramuscularly for

contacts.   

D. Surviving patients require treatment with azithromycin,

ciprofloxacin, or rifampin; penicillin alone, while effective

against sepsis and meningitis, does not eradicate nasopharyngeal

carriage.

9. All patients with known or suspected meningococcal disease need to

be admitted to a hospital with intensive care capabilities.

A. True

B. False

10. Laboratory tests may be within normal ranges early in a precipitous

course of meningococcal disease.

A. True

B. False
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CME Answer Key

1. E
2. A
3. C
4. B
5. C

6. A
7. C
8. D
9. A
10. A



Meningococcal
Disease, Part II

RAPID ACCESS MANAGEMENT GUIDELINES

®

Exclusive to our subscribers

Antibiotic Prophylaxis for Patients and Contacts

DRUG AGE GROUP DOSAGE AND ROUTE DURATION
OF ADMINISTRATION

Ciprofloxacin Adults 500 mg po Single dose

Ceftriaxone Children < 15 yrs 125 mg IM Single dose
Adults 250 mg IM Single dose

Rifampin Children < 1 mo 5 mg/kg po q12h 2 days
Children > 1 mo 10 mg/kg po q12h 2 days
Adults 600 mg po q12h 2 days

Reprinted with permission from: National Foundation for Infectious Diseases. The changing epidemiology of meningococcal disease
among U.S. children, adolescents and young adults. November 2004.

Presenting Signs and Symptoms—Severe Meningococcal Sepsis (SMS) 
vs. Meningococcal Meningitis (MM)

FEATURE SMS MM

Prodrome None 1-3 day non-specific prodrome – 
may resemble viral syndrome

Fever High Low-grade at outset

Shaking chills Often present Rarely present

Myalgias Common – especially extremity pain or back pain Common
in adolescent and adult

Rash Initially petechial BUT may blanch in early stages or Petechial rash may not develop
even appear like viral exanthem (absent rash suggests poorer 

prognosis)

Rash progression Rapid spread, coalescent lesions becoming Slow progression, rarely purpuric
hemorrhagic and/or purpuric

Vital signs Initially tachycardic, children may have normal BP Febrile, tachycardic, BP usually 
normal to elevated as ICP
increases

Cardio-pulmonary status Rapid progression to shock and acidosis Slow progression, readily stabilized 

Other identifying findings Mental status changes range from agitation to Headache, stiff neck, meningeal
obtundation, often normal findings, photophobia in older 

children, teens, and adults

Initial Treatment and Stabilization 
of a Patient with Meningococcal 
Disease

AIRWAY, BREATHING, CIRCULATION (ABCS)

As soon as the diagnosis of meningococcal disease is 
suspected, assure the ABCs: 

• Assure a protected airway.
• Supply high-flow oxygen by 100% non-rebreather mask.
• Obtain largest-possible IV access.  
• Place intraosseous line if unable to get peripheral lines 

placed in the first 90 seconds and patient in shock.

DELIVER IVFS AND ANTIBIOTICS

• Use the first IV for large volumes of isotonic crystalloid or 
colloid and IV antibiotics. 

• Any fluid or medication that is safe to give IV also can safely be 
given interosseous (IO). 

AVOID DELAYS

• If a blood culture can be obtained from the initial access site, 
send it, but do not delay antibiotics for the sake of cultures. 

• Do not perform a lumbar puncture in a patient with suspected 
meningococcal disease until airway/breathing, access, and 
antibiotics are assured. 

GIVE ANTIBIOTICS IMMEDIATELY IN ANY SUSPECTED CASE 
OF MENINGOCOCCAL DISEASE. 

• Pre-hospital antibiotic use has been shown to reduce case 
fatality rate so advise a primary care physician or a medic 
crew to give IV penicillin if there is any question.  

• A third-generation cephalosporin is appropriate if there is a 
known history of anaphylaxis to penicillin.   

• Many individuals and institutions continue to worry about the 
“sudden release of endotoxin” following initial antibiotic 
treatment. This concern has proven false and should not be 
used as a rationale for delaying antibiotics until arrival at 
definitive care, nor for delaying transportation out of the ED to 
an inpatient unit. 

TRANSPORT  

• Generally it is best to advise a referring physician to use most 
advanced level of transport available (ALS when possible).

• Transport with IV access and isotonic saline running.
• It rarely is a good idea to agree to receive a patient with 

suspected meningococcal disease by private auto transport.
• Be sure that the airway will remain stable during transport. 

Care Subsequent to Initial 
Management

METABOLIC DERANGEMENT — LOOK FOR, AND CORRECT 
ABNORMALITIES OF: 

• Glucose
• Potassium
• Calcium
• Magnesium   
• pH (Correct metabolic acidosis if severe (arterial pH less 

than 7.10) 

ADEQUATE VENTILATION

• Provide adequate ventilation to avoid CNS acidosis; severe 
acidosis is itself an indication for early and elective RSI.  

TRANSFUSIONS

• Red blood cells for anemic patients (another good way to 
deliver colloid).

• Administer fresh frozen plasma early in response to 
abnormal coagulation parameters.  

• Platelet transfusions may be necessary, though the 
consumption rate in early stages is so high that this can  
be futile.

MONITOR PRESSURES

• Although it should never be an early priority, a Swann-Ganz 
catheter can provide a wealth of information about central 
venous and pulmonary capillary wedge pressure, as well 
as cardiac output. 
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Disposition, Observation, and Transfer 
Strategies

Suggested strategies for family doctors and emergency
departments

TREAT IMMEDIATELY WITH BENZYLPENICILLIN OR CEFTRIAXONE AND 
THEN ADMIT TO HOSPITAL ALL PATIENTS:

• With suspected meningococcal septicemia or meningitis;
• With fever and a hemorrhagic rash; or
• With fever or pain at any site and a history of contact with 

meningococcal disease.

REFER AND ADMIT TO HOSPITAL:

• Any patient, young or old, presenting with a true rigor;
• Any patient with fever and severe generalized muscle pain or 

bilateral anterior thigh pain; or
• A febrile patient seen for a second time within 24-48 hour 

period.

SUSPECT MENINGOCOCCEMIA AND OBSERVE CLOSELY:

• Any unwell patient with acute onset of fever and a non-specific 
“viral” rash appearing within the first 12 hours of illness; or

• A previously y healthy child or young adult with an acute febrile 
illness whose family or friends are concerned about his or 
her condition.

Reprinted with permission from: Yung AP, McDonald MI. Early clini-
cal clues to meningococcaemia. MJA 2003;178:136.
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Emergency department (ED) physicians frequently are
required to assess and stabilize multiple trauma patients. Follow-
ing the initial stabilization of
the patient’s airway and circu-
latory status, secondary poten-
tial life-threatening injuries
should be identified and
addressed. 

Pelvic injuries may occur
secondary to blunt or penetrat-
ing trauma and may result in
stable or life-threatening injury
patterns. Patients with pelvic
trauma require a thorough eval-
uation for associated injuries
and careful monitoring for
potential deteriorations. 

Therapeutic options continue to advance and evolve as alter-
native modalities are explored. The authors review the early
recognition, stabilization, and management of a patient with a
pelvic fracture. 

— The Editor

Introduction
Although pelvic injury can be the result of either penetrating

or blunt force injury, the major-
ity of pelvic trauma cases
involve blunt force. Pelvic frac-
ture management is perhaps the
best example of multidiscipli-
nary care because patients often
require therapy—in addition to
bony stabilization—for associ-
ated system injury including
neurologic, urologic, and vascu-
lar injuries. Although the initial
patient focus should be rapid
hemodynamic stabilization fol-
lowed by complete radiologic

survey to determine the severity of the injury and associated
injuries, upper level interventions (e.g., angiographic emboliza-
tion) may be necessary. Both general and orthopedic surgery
expertise may be necessary to provide optimal care. It is also
important to determine whether transfer to a higher level of care
is necessary early in the patient’s course. 

Patients with penetrating pelvic trauma, although they have
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the potential for similar organ injury as those with blunt trauma,
are more likely to sustain intra-abdominal injury. Penetrating
pelvic injury should be suspected with any gunshot or stab
wound that involves the flank, buttock, or lower back and par-
avertebral region. Patients who present in shock require immedi-
ate surgical exploration. Those patients who are stable can be
evaluated with a series of radiographs and potentially treated
nonoperatively.

Blunt Pelvic Injury
Epidemiology. More than 60% of pelvic fractures are the

result of vehicular trauma, either vehicular crashes or struck
pedestrians; falls from a height account for an additional 30%.1

The remainder generally occur from industrial or recreational
injury. Low impact injuries may produce stable isolated fractures
(e.g., an isolated pubic rami fracture). High impact injuries often
produce gross instability of the pelvic ring with concomitant
soft-tissue injury and life-threatening hemorrhage.

The mortality from pelvic fractures ranges from 6% to 20%,
but may reach 50% when associated with significant hemorrhage
and hypotension.2 Shock on arrival and age more than 60 years
have been shown to be associated with increased mortality.3,4 A
base excess (> -5) at the time of patient presentation also has
been shown to be associated with increased mortality.5 While
death can occur directly from pelvic hemorrhage, more often it is
the result of concomitant injuries.6 The mortality rate from open
pelvic fractures can be as high as 30-50%, also often from asso-
ciated injuries.7 Older patients tend to have a more protracted and
complicated course, probably secondary to chronic medical

problems and lack of physiologic reserves. Older patients also
tend to have a worse outcome, are more likely to bleed, and may
require angiography for relatively minor fractures.8

Anatomy of the Pelvis. The pelvis consists of two innomi-
nate bones and the sacrum. Each innominate bone consists of an
the ilium, pubis, and ischium. The pubic bones are the thinnest of
the pelvic bones and often are fractured in pelvic trauma. Their
fragments may injure the bladder, urethra, or vagina.9 Several
strong posterior ligaments, as well as the sacroiliac joint, give the
pelvis its stability. The two most important ligaments are the
sacrotuberous ligaments, which extend from the sides of the
sacrum to the iliac tuberosities; and the sacrospinous ligaments,
which pass from the sides of the sacrum to the ischial spines. 

There are four pelvic joints. The symphysis pubis is a slightly
movable anterior joint that connects the two pubic bones. The
sacroiliac (SI) joints, which are the strongest joints in the body,
are formed where the ilium joins with the first two sacral verte-
brae and connect the spine to the pelvis. These joints gain addi-
tional strength from the anterior and posterior ligaments;
although rarely involved in pelvic fractures, when disrupted, the
pelvis almost invariably is unstable. The sacrococcygeal joint is a
hinge joint between the sacrum and the coccyx. 

Muscles of note that attach to the pelvis include the sartori-
ous, which inserts on the anterior superior iliac spine; the rectus
femoris, which inserts on the anterior inferior iliac spine; and the
hamstrings, which attach to the ischial tuberosities. Avulsion
fractures sometimes occur at these sites.10 Posterior fractures of
the pelvis more commonly are associated with neurovascular
structural damage and can affect weight-bearing activities. Ante-
rior fractures are more likely to cause urogenital damage and
usually do not affect weight-bearing activities.

The acetabulum articulates with the femoral head to make the
hip joint. These two bones fit together like a ball and cup; there is
free rotation of the femoral head. The anterior column of the
acetabulum is formed by the pubic ramus and the anterior rim.
The posterior column comprises the ischial tuberosity and the
posterior rim of the acetabulum. The dome is especially impor-
tant in weight-bearing activities.

Classification of Pelvic Fractures
Several different classifications of pelvic fractures exist, but

all emphasize the underlying stability or instability of the pelvis.
High-risk pelvic fractures are those with symphysis diastasis
more than 2.5 cm, involvement of all four rami, widening of the
SI joint more than 0.5 cm, or vertical shear. A stable fracture is
one that will not undergo rotational or vertical deformation when
subjected to normal physiologic loads. An unstable fracture is
one in which movement —rotational, vertical, or both—can
occur in the three-dimensional plane when normal forces are
applied.

Morphologic Classification: The Kane Modification of the
Key and Conwell Classification. This system is based upon
radiographic assessment of the bony components involved and
the number of breaks identified.

Type I. These are isolated disruptions of pelvic bone and do
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not involve the pelvic ring (e.g., fractures of single pubic ramus,
iliac wing, sacrum, and avulsion fractures). The pelvic ring is
intact, and these stable fractures generally heal rapidly. Avulsion
fractures and those suggesting a single break in the ring are usu-
ally the result of less kinetic energy transfer, and hence have
fewer sequelae.11 These fractures may involve the anterior superi-
or iliac spine, anterior inferior iliac spine, or the ischial tuberosi-
ties. Avulsion injuries of the anterior superior iliac spine or
ischial tuberosities most commonly are seen in teenagers who
have sustained an injury while participating in vigorous running
or dancing. These fractures generally are treated conservatively
with bed rest and gradual ambulation.

Type II. These are single fractures of the pelvic ring without
displacement. These fractures commonly involve the pubis or
sacroiliac (SI) joint, which are relatively mobile joints, allowing
a single break to occur. These are stable fractures that are treated
conservatively with bed rest. However, 25% of these patients will
have a major soft-tissue injury and/or hemorrhage.11 If displace-
ment of the fracture fragment is found, a second break in the ring
usually exists.

Type III. These involve double fractures of the pelvic ring.
These are unstable fractures resulting from high-energy pelvic
trauma and often are associated with life-threatening injuries.
Examples include straddle fractures, open book fractures, bucket
handle fractures, Malgaine fractures, and pelvic dislocations. 

A Malgaine fracture is a fracture of the pubis and ischium
associated with a vertical shear fracture of the ipsilateral ilium,

fracture/dislocation of the sacroiliac joint, or a vertical fracture of
the sacrum. This is an extremely unstable pelvis, often associated
with leg shortening. There is rupture of the entire pelvic floor,
and this fracture is rotationally and vertically unstable. It usually
results from a fall from a height onto lower limbs. Approximate-
ly 20% of all patients who sustain a fatal injury in a motor vehi-
cle crash also have a Malgaine fracture.12

Type IV. These involve a fracture of the acetabulum (Figure
1). Although these fractures only account for 5% of all pelvic
fractures, they may affect weight-bearing activities.11 Fractures
can alter the integrity of the anterior or posterior column or the
dome of the acetabular cavity.

Classification by Mechanism of Injury. The Young and
Burgess Classification. This classification system has good pre-
dictive value of mortality and morbidity by incorporating an
appreciation of the causative forces and resulting injury patterns.13

Lateral Compression (LC) Fractures I, II, III. Lateral com-
pression is the most common type of pelvic fracture (about 60%
of injuries) and has an associated 6.6% mortality.13 Force is
applied to one side of the pelvis (e.g., when a patient is “t-boned”
in a motor vehicle crash). With these injuries the pelvic ring
implodes or collapses; one side rotates medially toward and
sometimes beyond the midline, usually on a posteriorly based
perpendicular axis. Usually, the sacrotuberous and sacrospinous
ligaments are intact. While bleeding is less common, LC frac-
tures more often are associated with life-threatening torso injury.
Thirty percent of these patients present in shock, usually from
extra pelvic bleeding, and 20% develop adult respiratory distress
syndrome (ARDS) with its associated high mortality rate.13-15

Anterior-Posterior Compression (APC) Fractures. In these
fractures, force is applied directly to the pubis (e.g., when a
pedestrian is struck frontally by a car). These fractures compose
15% of pelvic fractures and have an associated mortality of
approximately 20%. They are associated with the largest amount
of blood loss. Sixty percent of these patients present in shock,
and 20% develop ARDS.13-15

Unclassified Injuries. Open fractures: These often occur with
motorcycle accidents and struck pedestrians. An open fracture
occurs when there is communication between the pelvic fracture
and a laceration or puncture of the skin, vagina, bowel, or rec-
tum. These are associated with a mortality rate as high as 50%
from massive hemorrhage, major vessel injury, and sepsis. Con-
trolling hemorrhage with wound packing, MAST trousers, or
angiography can reduce the mortality rate to below 10%.16 Many
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Table 1. Associated Injuries

• Closed head injury • Liver

• Long-bone fracture • Gastrointestinal tract

• Peripheral nerve injury • Kidney

• Thoracic injury • Urethra

• Bladder • Mesentery

• Spleen • Diaphragm

Figure 1. Acetabular Fracture

Figure 1. Acetabular Fracture. There is a left acetabular fracture.
A cystogram was performed by instilling iodinated contrast into
the patient’s bladder (B) through the Foley catheter. The bladder
is deformed and elevated by the pelvic hematoma (curved
arrows).

Reprinted with permission: Wiest. Fundamentals of Emergency
Radiology. Philadelphia: Elsevier;1996.



of these patients will require a colostomy. Principles of care
include rapid control of bleeding, fecal diversion, and wide local
debridement of nonviable tissue. Straddle injury: This injury
usually causes fractures of bilateral pubic rami and often is the
result of a high-speed motorcycle accident or a fall from great
height. Genitourinary and renal damage are common.

Associated Injuries. In pelvic fractures and high-energy
injuries, many patients have associated injuries. (See Table 1.)

The high association of multisystem injury in patients with
pelvic fractures should lead to a thorough evaluation of all organ
systems based on injury mechanism, patient history, and current
examination of the patient. A computed tomography (CT) head
scan should have a high priority in patients with altered level of
consciousness; patients with the possibility for an associated
long-bone fracture should undergo focused appropriate imaging,
remembering that patients with associated brain injury may be
unable to identify sites of pain. Serial examinations are also an
important tool to identify potential areas of injury. 

Significant thoracic trauma also is associated with pelvic frac-
tures, and the patient should be evaluated for pneumothoraces, or
hemothoraces and blunt aortic injury. Aortic injury is most com-
mon in patients with lateral compression mechanisms. Initially, a
chest radiograph is used to identify obvious abnormalities or
findings that are significant for more serious underlying injury.
Spiral CT can be used to obtain more detailed imaging. In
patients who require immediate operative intervention for life-
threatening hemorrhage, transesophageal echocardiography can
be quite helpful for aortic injury.

Intra-abdominal injuries often accompany pelvic fractures and
may involve the liver, spleen, or mesentery. The reported inci-
dence of diaphragmatic injuries is relatively low, but the statistics
may be badly under reported because the diagnosis can be
missed. The perineum should be examined carefully on the sec-
ondary survey for vaginal and/or perirectal laceration, signifying
an open pelvic fracture. These injuries must be dealt with expedi-
tiously to avoid the complications of retroperitoneal sepsis. 

Urinary tract injuries are common, especially with displaced
pelvic fractures. With major pelvic injuries, it is safe to assume a
urinary tract injury exists until proven otherwise. Urethral
injuries are twice as common as bladder injuries and are the most
common lower urinary tract injuries associated with pelvic frac-
tures. Signs include gross hematuria, blood at the meatus, a high-
riding prostate, and scrotal ecchymosis. The high-riding prostate
is the result of shearing of the prostate from the pelvis with sub-
sequent migration superiorly and a hematoma filling the normal
position of the prostate. If there is no meatal blood and the rectal
examination is normal, then a gentle attempt at Foley catheter
placement may be tried. If any resistance is encountered, assume
a urethral injury exists and consult urology for suprapubic cys-
tostomy.17 Male patients should have a retrograde urethrogram
before a Foley catheter is placed if there is blood at the meatus.

The most common associated lower urinary tract injury in the
male is a posterior urethral tear and should be suspected in any
patient who presents with gross hematuria and a pelvic injury.17

Anterior urethral tears commonly are associated with straddle
injuries, but actually occur infrequently.

Bladder contusions are the least serious bladder injury. They
are common and usually resolve without complications. They
result from an incomplete tear of the bladder mucosa and usually
are treated with short-term bed rest until hematuria resolves.
Bladder rupture occurs in about 5-8% of pelvic fractures.19 A full
bladder usually will rupture at the dome, which is the weakest
part of the bladder wall and the only part of the adult bladder
covered by peritoneum. Intraperitoneal bladder ruptures are more
commonly the result of seat belt compression of a full bladder,
representing 20-40% of traumatic bladder ruptures.19 An
intraperitoneal bladder rupture requires surgical repair because of
the risk of associated chemical peritonitis. It is diagnosed via ret-
rograde cystogram (voiding cystourethrography). 

An empty bladder usually will not rupture but may be lacerat-
ed by a bony fragment producing an extra-peritoneal rupture; 50-
80% of bladder ruptures associated with pelvic fracture are
extraperitoneal and usually occur near the base of the bladder.19

The mechanism is believed to be a burst injury or the shearing
force of the deformed pelvic ring. The pelvic fracture itself usu-
ally does not cause the bladder perforation. The bladder must be
distended fully during the evaluation, and a post-void film is
done. The post-void film is important because posterior tears
may not be evident in a simple anterior-posterior film; 10% of
bladder ruptures are detected only on post-drainage films.19

Some practitioners advocate the use of a CT cystogram as a more
sensitive detector of small bladder rupture as well as soft-tissue
injury. A cystogram of an extraperitoneal bladder rupture may
show extravasation around the base of the bladder and may
extend into the thigh and penis; these injuries usually are treated
with only Foley catheter drainage. 

Combined intraperitoneal and extraperitoneal bladder injuries
occur in approximately 10% of bladder ruptures. The mortality
rate for combined injuries approaches 60%, owing to the severity
of concomitant injuries.19 Penetrating pelvic trauma also can
result in bladder injuries. There is a high association with intra-
abdominal injury with penetrating trauma, and surgical explo-
ration often is mandated. The cystogram may be negative in
patients with small caliber bullet wounds; these injuries some-
times are diagnosed only at exploratory laparotomy.

Initial Management
The priority for a patient with a significant pelvic injury is the

same as any trauma patient with multisystem injury. Immediate
airway control is critical and endotracheal intubation should be
performed in any patient in extremis or in whom there is a suspi-
cion of significant pelvic trauma. Endotracheal intubation will
help facilitate the evaluation process and allow for adequate anal-
gesia. The adequacy of oxygenation and ventilation should be
monitored continuously, and an arterial blood gas (ABG) meas-
urement can be extremely helpful. 

Assessment of hemodynamic stability follows; some patients
with significant blood loss will present with classic findings (e.g.,
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hypotension and tachycardia); other younger patients may com-
pensate for blood loss relatively well, so a high degree of suspi-
cion is critical. A significant base deficit on arterial blood gas
measurement is also a marker of volume depletion. Ongoing
resuscitation to maintain stability also should be monitored and
fluid totals carefully recorded; these patients almost always are
bleeding, and a rapid search for the source is imperative. 

Geriatric patients also represent a rapidly growing population
with unique considerations and requirements. In addition to the
presence of co-morbidities (e.g., diabetes, chronic obstructive
pulmonary disease, and renal insufficiency), they are much more
likely to develop multisystem organ disease during their hospi-
talization.

Because of the high incidence of multisystem trauma, patients
with pelvic fractures may be unstable from other entities, in addi-
tion to pelvic fracture bleeding, and should be evaluated for ten-
sion pneumothorax, hemothorax, intra-abdominal injury, and
bleeding from lower extremity fractures. 

Caring for a patient with a pelvic fracture can be extraordinar-
ily challenging. It is important to anticipate problems; these
patients often have multiple injuries and can decompensate quite
quickly. 

Large bore intravenous access is mandatory in all patients
with pelvic fractures. Every patient should have blood type and
cross-matched and immediately available. In patients who are
unstable, it is important to anticipate the need for coagulation
factors (e.g., fresh frozen plasma and platelet packs). Hypother-
mia can be extremely problematic. It is wise to warm all fluids
and blood early in the resuscitation. Finally, all patients with
pelvic fractures must be assumed to have multiple injuries. The
evaluation process must be rapid. It is important to anticipate the
need for consultation and have all resources available when
needed. The algorithms in Figures 2 and 3 may be useful in man-
aging the pelvic trauma patient based upon the patient’s level of
hemodynamic stability. 

Physical Examination
A careful physical examination is part of every trauma

patient’s evaluation and should be performed following the pri-
mary survey. In general, patients who have pelvic fractures will
complain of pain. They may not complain of direct pelvic pain
but often complain of lower abdominal pain, hip pain, or low
back pain. Careful abdominal examination should be performed.
Retroperitoneal injury, particularly if accompanied with signifi-
cant blood loss, often will produce abdominal distension with
tympany. The abdomen should be evaluated for bruising and
tenderness.

The genitourinary tract should be examined with careful
attention to identify blood at the urethral meatus in men, a sign
of urethral disruption. In addition, suprapubic pain, tenderness,
or the inability to void strongly suggests either a bladder or ure-
thral injury; however, the ability to void does not rule out one. A
careful rectal examination should be performed to evaluate rectal
tone and the position of the prostate. A high-riding prostate also

strongly suggests a urethral injury. 
Lower extremities should be evaluated for concomitant frac-

tures as well as their position. Some patients with significant pos-
terior pelvic fractures often have unopposed motion of the ipsi-
lateral psoas muscle, thus, that hemipelvis migrates cephalad and
shortens the extremity. Careful neurologic examination should be
performed with attention to the lower extremities. Patients with
pelvic fractures may have lower extremity sensory or motor
changes, some of which may be identifiable at the initial pres-
entation.

The pelvis should be examined carefully. Rocking the pelvis
is not considered to be an appropriate way to examine the pelvis.
In addition to producing significant pain in patients with pelvic
fractures, vigorous motion may cause recurrent bleeding in
patients with unstable pelvic fractures. Thus, this maneuver
should be avoided. Instead, the correct way to examine for pelvic
stability is to gently attempt to compress the pelvis medially by
squeezing the pelvis at the level of the iliac crest. If the pelvis is
stable, there will be no motion. In patients with an unstable
pelvis, there will be give with gentle manual compression. 

The following physical findings may be helpful in patients
with suspected pelvic fractures. Earle’s sign is present when, on
rectal examination, there is a large hematoma present or there is
tenderness along the fracture line. A bony prominence also may
be palpable. Destot’s sign is a superficial hematoma seen above
the inguinal ligament or on the scrotum. Roux’s sign is present
when the distance measured from the greater trochanter to the
pubic spine is diminished on one side compared with the other.
This finding suggests an overlying fracture of the anterior pelvic
ring.

Laboratory Work 
All patients with a suspected pelvic fracture should have rou-

tine chemistries and a complete blood count performed. The
urine should be examined for gross or microscopic hematuria.
The majority of patients with a bladder injury will have gross or
microscopic hematuria; however, 5% will have a normal urinaly-
sis.19 ABG measurements are useful, especially early, to deter-
mine if there is a base deficit and the degree of acidosis. The
serum lactate level also is useful as a measure of the adequacy of
resuscitation. Coagulation profiles should be followed because
patients with severe injury commonly develop coagulopathies.

Radiologic Evaluation
Plain Films. Every patient at risk for a pelvic fracture should

be screened with an AP pelvic film. Patients who are hemody-
namically stable, awake, and alert, who have no complaints of
pelvic pain, and who are nontender on examination, do not
require radiographic evaluation. However, any patient with a sig-
nificant mechanism of injury and the potential for multitrauma,
patients unable to provide a history, and those who are hemody-
namically unstable, must be imaged. 

The pelvic radiograph must be examined carefully for evi-
dence of fracture. A systematic approach will minimize missed
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fractures. Initially, we should ignore the pelvic bones and evalu-
ate the soft tissue for signs of inflammation or foreign bodies.
The next step is to examine the lumbar spine for evidence of
fracture and the femoral head and neck for signs of injury. Final-
ly, the pelvis itself should be examined. It is useful to start with
the three big circles that form the majority of the pelvis. The two
circles that represent the superior and inferior rami should be
examined for fracture or loss of continuity of the cortices, which
will signify more subtle fractures. Finally, the circle that repre-
sents the pelvic inlet should be examined. Then, the SI joints
should be examined for width and the sacral bone then exam-
ined. The arcuate lines of the sacrum should each be traced; this
will identify subtle fractures. The iliac bones should be examined
next, followed by each acetabular surface. It is important to trace
both the anterior and posterior lip of the acetabulum to identify
more subtle fractures.

It is also important to remember that the pelvis is a circle. It is
difficult to break the pelvis in a single place. Virtually all pelvic

fractures have at least two breaks. If one identifies a single pelvic
fracture, a careful search for a second fracture is essential. In
addition, plain films can underestimate both the number and
severity of pelvic fractures. This fact is particularly evident in the
posterior elements. The gastrointestinal tract may obscure subtle
fractures. Even badly displaced posterior fractures may be diffi-
cult to see on plain x-ray because they are viewed only in a sin-
gle projection. 

Alternative views may be helpful. Inlet views place the radi-
ographic beam at 45 degrees and shoot through the pelvis. These
are most helpful in identifying sacral fractures or subtle anterior
element fractures. Outlet views place the beam at 45 degrees
with the beam sent through the anterior pelvis. These provide
additional information about the sacrum at the SI joints. Judet
views involve bumping the patient up and directing the beam at
the acetabular surfaces and are very useful in identifying acetab-
ular fractures. 

CT Imaging. Abdominal and pelvic CT scans offer advan-
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Figure 2. Stable Algorithm

Reprinted with permission: Mattox K, et al. Trauma. New York:McGraw Hill;2000:824.



tages in many patients who have sustained pelvic fractures. The
ability to image the abdomen and pelvis simultaneously can be
of great value. Clearly, CT imaging has become the gold stan-
dard imaging for blunt, solid, and hollow visceral injuries follow-
ing blunt trauma. In addition, many patients who have pelvic
fractures may have intra-abdominal injury without hemoperi-
toneum that will be missed with either ultrasound examination or
diagnostic peritoneal lavage.

CT imaging also allows for better definition of pelvic fracture
anatomy. Because CT images in three dimensions, it easily can
define anterior-posterior displacement, which can be difficult to
see on plain x-rays. Three-dimensional reconstructions can pro-
vide sophisticated images that will help define anatomy and
operative fixation.

The final advantage of CT imaging is its ability to quantify
intra-abdominal and retroperitoneal hemorrhage. Occasionally,
patients with pelvic vascular injuries will have contrast blush or
active extravasation at the time of the CT scan. 

The disadvantage of CT imaging involves the time required
and the small—but real—chance of IV contrast reaction. While
CT imaging can be extremely helpful, it is contraindicated in
patients who are hemodynamically unstable because the patient
usually must be transferred out of the resuscitation area for the
study. In this case, other methods of evaluation must be

employed, or the patient must be stabilized before CT imaging is
appropriate. 

Treating Pelvic Fracture Bleeding
Treating pelvic fracture bleeding is a significant challenge.

First, it is necessary to localize the pelvis as the source of blood
loss. Other areas should be examined (e.g., the thorax and the
abdomen). The general rule of thumb is that each major closed
long-bone fracture results in a loss of several units of blood.
When patients show signs of hemorrhage that cannot be ascribed
to the chest, abdomen, or muscle compartments, pelvic fracture
bleeding must be considered.

It can be very difficult to discern retroperitoneal hemorrhage
from intra-abdominal hemorrhage on physical examination. Sev-
eral modalities can be extremely helpful in rapidly assessing the
abdomen for blood loss. Diagnostic peritoneal lavage (DPL) is a
simple test that can be performed at the bedside. In patients with
pelvic fractures, it is imperative to do this test using a supraum-
bilical open technique, which radically decreases the chances of
inadvertently tapping any retroperitoneal hemorrhage.20, 21 Aspi-
ration of 5 to 10 mL of gross blood generally is considered an
indication for emergent laparotomy. Results from a recent study
demonstrated that 84% of patients with grossly positive tap had
life-threatening hemorrhage at the time of laparotomy.21 Decision
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Figure 3. Unstable Algorithm

Reprinted with permission: Mattox K, et al. Trauma. New York:McGraw Hill;2000:824.



making can be more difficult in cases where patients have a neg-
ative tap but bloody lavage fluid. False-positive lavage can result
from diapedesis of red cells from retroperitoneal hemorrhage.
DPL can be too sensitive, and small quantities of blood in the
peritoneum may turn the lavage positive. This major risk is per-
forming surgery on an insignificant intra-abdominal injury at the
time the patient is exsanguinating from pelvic fracture bleeding.

Focused assessment with sonography for trauma (FAST)
examination largely has replaced DPL in many trauma centers.
FAST examination is portable and rapid and often can identify
even small quantities of intraperitoneal fluid. It can be repeated if
equivocal and should be able to identify large-volume hemor-
rhage in virtually every patient if the operator is skilled. In the
hemodynamically unstable patient, it can be extraordinarily help-
ful in rapidly identifying free intraperitoneal fluid. If no free fluid
is identified, then the focus for finding the source of hemorrhage
may be directed toward the pelvic injury. While the amount of
fluid necessary to turn a FAST examination positive may vary
based upon body habitus, a FAST examination is usually positive
with 200-300 mL of intra-abdominal blood.22,,23 Thus, hemody-
namically unstable patients with a positive FAST examination
almost certainly should undergo prompt laparotomy. 

Methods of Hemodynamic Stabilization
External Compression. External compressive devices are

considered the first-line therapy for treatment of pelvic fracture
bleeding. External compression reduces the pelvic bony ele-
ments, restoring more normal pelvic anatomy. While this almost
certainly will not stop major arterial bleeding, it can be helpful in
tamponading venous bleeding or reducing blood loss from frac-
ture fragments.24 A number of methods exist to achieve this
result. Among the simplest is placement of a bed sheet under the
patient with subsequent crisscrossing across the patient and then
tying it down.25 While not elegant, it can be extremely effective
and is perhaps most useful when transferring patients from rural
EDs to a higher level of care. 

The medical anti-shock trousers (MAST) garment was devel-
oped for use in the field. Although its role in patients with
hypotension is debated, it can be quite helpful in patients with a
pelvic fracture. The MAST garment acts as a pelvic splint and
can reduce fracture fragments similar to the bed sheet with the
advantage of pressure regulation, making this a more attractive
alternative. It may be particularly effective when transporting
patients within the hospital; keeping the fracture fragments stable
reduces the blood loss that so often is associated with patient
movement (e.g., from the stretcher to the bed).26 Disadvantages
of using the MAST garment include a potential for increased
intra-abdominal as well as intrathoracic pressure, difficulty with
oxygenation and ventilation, renal dysfunction, and limb ischemia.

A number of pelvic clamps have been devised that can com-
press the posterior fragments of a pelvic fracture. The disadvan-
tage of the pelvic clamps is that they require significant expert-
ise, and general anesthesia frequently is required to place them.
The advantages include good reduction of the posterior pelvic
elements and the ability to be adjusted to give better access to the

groin or abdomen for angiography or laparotomy.
One of the greatest advances recently has been the develop-

ment of the pelvic binder. The pelvic binder acts similarly to the
bed sheet, putting even pressure on the pelvis. The binder can be
placed and, then, adjusted using the Velcro straps. This simple
device can dramatically reduce displaced fracture fragments. Its
advantages are its ease and rapidity of use. However, it must be
adjusted to obtain access to the groin or anterior abdominal wall.

External fixation offers a number of advantages in patients
with skeletally unstable fractures. The skeletal rigidity provided
by an external fixator is probably superior to all other methods,
except the posterior pelvic clamp. The external fixator can pro-
vide definitive stabilization in some patients with pelvic frac-
tures. In some level I or II trauma centers where orthopedic
expertise is immediately available, the external fixator can be
applied immediately. Similar to the MAST or pelvic clamps,
external fixation almost certainly helps tamponade bleeding from
bony fragments and by reducing pelvic volume, it almost certain-
ly stops venous bleeding as well. The external fixator can be
adjusted to give access to the abdomen for laparotomy or to the
groin for angiography. 

Angiography and Selective Embolization. Angiography has
the ability to precisely define a pelvic vascular injury. In addi-
tion, transcatheter embolization can provide definitive hemosta-
sis in patients with pelvic fractures.27 Embolization has been
demonstrated to be both safe and effective in obtaining pelvic
hemostasis.28,29

Identifying patients in need of embolization can be difficult. It
is wise to have a pre-established limit on the amount of blood
transfused for pelvic bleeding to rapidly identify patients who
may benefit from embolization. 

The Eastern Association for the Surgery of Trauma suggests
the following guidelines for angiography: 1) patients with major
pelvic fracture who have signs of ongoing bleeding after non-
pelvic sources have been ruled out; 2) patients with major pelvic
fracture who are found to have bleeding in the pelvis who cannot
be controlled adequately at the time of laparotomy; and 3)
patients with evidence of arterial extravasation of intravenous
contrast in the pelvis by CT imaging.25

Our institutional indications for angiography are: 1) patients
with pelvic fracture with ongoing hypotension and a negative
FAST examination; 2) larger expanding hematoma seen at the
time of laparotomy; 3) more than four units of blood for pelvic
fracture bleeding in 24 hours; 4) more than six units of blood for
pelvic fracture bleeding in 48 hours, and 5) evidence of vascular
injury seen on CT imaging. 

Diagnostic angiography should involve a flush aortogram
first, which may identify very large pelvic vascular injuries,
allowing the angiographer to deal with them expeditiously. In
addition, aortography may identify other injuries (e.g., concomi-
tant lumbar artery injuries). Once the arterial injury is identified,
it can be embolized with a number of substances (e.g., poly-
styrene spheres, wire coils, or hemostatic gelatin sponges).29 Ide-
ally, one would like to occlude the blood vessel at its point of
bleeding but not flush hemostatic material distally. Dual
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embolization potentially increases complications such as impo-
tency or perineal ischemia. Contrast studies of the genitourinary
tract should be delayed until after angiography is completed. If
positive, contrast extravasation of the pelvis may limit the ability
of the angiographer to identify pelvic vascular injuries. Indepen-
dent predictors of finding bleeding on angiography include: 1)
age more than 55 years; 2) absence of long bone fractures; and 3)
emergent angiography.29

Direct Operative Control of Pelvic and/or Abdominal
Hemorrhage. Many patients with pelvic fractures have con-
comitant intra-abdominal injuries that are best treated with oper-
ative control. It is tempting, then, to attempt direct operative con-
trol of the pelvic fracture bleeding; in the majority of situations
this is unwise. The main hypogastric vessel artery is extremely
short and sequences into a large number of vessels deep in the
pelvis. It can be extraordinarily difficult to identify the precise
source of bleeding deep in the pelvis. In addition, unroofing the
hematoma loses all tamponade effect that the hematoma has pro-
vided. Venous injuries that have stopped bleeding may bleed
again with real force once the pelvic fracture hematoma is entered. 

Main hypogastric ligation typically is not selected as an oper-
ative procedure in most patients. While ligation may drop the
perfusion pressure to the injured blood vessel, it may be insuffi-
cient to stop the bleeding, and, more importantly may negate the
potential for the use of angiography, or the interventional radiol-
ogist may have to attempt access to the injured blood vessel
through a ligated hypogastric artery.

Direct operative control may be indicated for selected
patients; some authors suggest that patients with ongoing shock
and stable pelvic fractures are more likely to be bleeding
intraperitoneally and should undergo laparotomy; similar patients
with unstable pelvic fractures are more likely to have a pelvic
bleeding source, and therefore, should undergo angiography, and
then laparotomy if necessary.31-33 Patients who present with hem-
orrhagic shock and a unilaterally absent femoral pulse generally
have injury to the common iliac or external iliac artery. Prompt
therapy obviously is necessary to salvage these patients; they are
best served by direct operative control and bypass grafting of the
injured blood vessel. These patients typically present with badly
displaced posterior pelvic fractures and have essentially sus-
tained a traumatic hemipelvectomy. The leg is attached only by
skin and soft tissue.

Patients who present in refractory hemorrhagic shock from
pelvic fracture bleeding sometimes may not survive until the
angiography team can be mobilized; in selected centers, there
may be a rule for direct operative control of this type of pelvic
fracture bleeding in these patients. 

Finally, bony fixation can stop bleeding. In patients with
badly displaced SI joints, early percutaneous fixation is extreme-
ly attractive. The percutaneous nature of the procedure means
that the pelvic hematoma is undisturbed. The SI joint is closed
down and bony stability provided. While this action will not stop
major arterial bleeding in most cases, it reduces the volume in
the pelvis, provides definitive fixation, and allows for early
mobility. 

An Approach to Pelvic Fracture Bleeding. Several algo-
rithms to treat pelvic fracture bleeding have been developed. A
number of decision nodes exist; the first is to determine the
hemodynamic stability of the patient. Hemodynamically unstable
patients are managed in a very different manner than hemody-
namically stable patients (See Figures 2 and 3.)

Complications of Pelvic Fractures
Thromboembolism is probably the most common complica-

tion following a pelvic fracture. The force needed to fracture a
pelvis almost always disrupts some of the pelvic veins. The inci-
dence of proximal deep vein thrombosis (DVT) with pelvic frac-
tures has been reported to be 25-35%. The incidence of sympto-
matic pulmonary embolism is 2-10%.34 Certainly, every patient
with a pelvic fracture should receive prophylaxis for DVT.
Unfortunately, the potential hemorrhagic complications of pelvic
fractures may make prophylaxis also somewhat dangerous. Rec-
ognizing a DVT on physical examination may be challenging on
a patient with a pelvic fracture secondary to lower extremity
swelling from fractures or fluid resuscitation. Duplex ultrasound
examinations can be helpful in assessing for proximal venous
thrombosis but almost never will be able to image the pelvic
venous structures.

If possible, all patients should receive either unfractionated
heparin or low molecular weight heparin and have sequential
compression devices placed. If both therapies are not possible, at
least one is better than no prophylaxis at all. Certainly, early fixa-
tion and aggressive mobilization are key to preventing DVT.
Despite all efforts, however, these may not be possible. 

Patients with significantly displaced pelvic fractures or those
who have other concomitant critical illness injuries, should be
evaluated for placement of a prophylactic inferior vena cava fil-
ter. While some may consider this procedure overly aggressive,
prophylactic filter placement is relatively safe and should
decrease the rate of pulmonary embolism.35,36 With the advent of
retrievable filters, filters can be placed and then removed some
weeks later when the risk of thromboembolic complications may
be less significant. 

The mortality for pelvic fractures is approximately 5-10%.2 In
the past, this was due to hemorrhage, but it is no longer the case.
Better organization of trauma systems and trauma centers has
allowed for more expeditious management of pelvic fracture
bleeding. While almost half of patients with pelvic fracture who
die do so from hemorrhage, the hemorrhage may be from
sources other than the pelvis. Other common sources of major
morbidity involve traumatic brain injury, sepsis, and multiple
organ failure.

Unfortunately, patients who survive may have significant
ongoing morbidity. Pelvic fractures have significant associated
pain, especially if fractures involve the sacrum or SI joints.
Malunion or delayed union can cause leg length discrepancy or
malrotation of the hemipelvis; both can alter gait mechanics.38

Other long-term complications involve sexual dysfunction and
impotence. There is a surprising rate of genitourinary and lower
gastrointestinal symptoms in patients with pelvic fractures, even
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in those patients who did not have an associated urologic or
intestinal injury. Neurologic problems or impingement on viscer-
al organs can occur secondary to the disturbed integrity of the
pelvic ring.39,40 It is not clear whether treatment decisions affect
long-term outcome. While some practitioners would argue that
meticulous fracture fixation that restores the pelvic anatomy as
close to normal as possible improves long-term outcome, the
data are unconvincing. More work will need to be done to define
long-term outcome and the role that therapy may have in it.

Penetrating Pelvic Injuries
Penetrating pelvic injury is treated largely the same as pene-

trating intra-abdominal injury. All structures in the pelvis are at
risk from penetrating injury and must be evaluated. As with
abdominal injury, any patient with transpelvic penetration and
hypotension or peritonitis is best served by prompt laparotomy.
In addition, patients with rectal bleeding can be explored for
diagnosis, or they will require a colostomy. The abdomen can be
explored first, followed by direct operative exploration of the
pelvis. Injuries are identified and treated.

More controversial is the patient who presents hemodynami-
cally stable following penetrating injury to the buttock or pelvis.
Mandatory laparotomy in those patients will be negative approxi-
mately 95% of the time.41,42 Some authors advocate expectant
observation in patients who are hemodynamically stable, and
who do not have peritoneal signs, gross hematuria, or rectal
bleeding.41,42 There are several approaches: The first involves
serial physical examinations.43 A group at Los Angeles County
Hospital has demonstrated clearly that careful physical examina-
tion during a 24-hour period will identify virtually all patients
with significant injury. It is important to remember that this is a
group of highly sophisticated clinicians who practice in a high
volume trauma center, and the patients are managed on strict pro-
tocol. In doing so, missed injuries are identified early and treated
before the patient suffers irreversible consequence. 

The second option is to evaluate the patient with CT imaging.
Historically, the triple contrast CT imaging was first described
for the evaluation of patients with pelvic and retroperitoneal tra-
jectories. In the original study, the abdomen was evaluated by
DPL, and then the patient underwent CT imaging with oral, rec-
tal, and intravenous contrast, which allowed the clinician to eval-
uate the patient for injuries that may not have been obvious on
first presentation. 

More recently, triple contrast CT imaging has been advanced
as a way to image both the abdomen and retroperitoneum. Early
results have been quite good. These include retroperitoneal colon
injuries and injury to the ureter or bladder. CT imaging should
identify trajectory adjacent to other important structures (e.g.,
vascular structures or the rectum), then, these can be investigated
further with adjunctive studies such as proctoscopy and/or
angiography. 

Conclusion
The management of pelvic trauma can be challenging, but the

same principles guiding all trauma care should be applied.

Bleeding from blunt pelvic injury can be among the most diffi-
cult challenges facing any clinician caring for injury. It is impor-
tant to keep institutional resources in mind and mobilize patients
early to maximize outcome.
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CE/CME Questions

1. Which one of the following statements is true?

A. More than 60% of pelvic fractures are the result of car accidents.

B. Penetrating trauma to the pelvis always requires surgical 

exploration.

C. Rupture of the diaphragm rarely is associated with pelvic 

trauma.

D. Arterial blood gases measurement has little utility in the man-

agement of pelvic fractures.

2. Injury to the urethra:

A. occurs less often than injury to the bladder.

B. is the most common lower urinary tract injury associated with a

pelvic fracture.

C. is ruled out if there is no blood at the meatus of a male.

D. can be diagnosed via the presence of Destot’s sign.
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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.



3. The sacroiliac joints:

A. are the weakest joints in the body.

B. join the thinnest bones of the pelvis.

C. are strengthened by the anterior longitudinal ligament.

D. rarely are involved in pelvic fractures.

4. Which one of the following statements is correct?

A. High-risk pelvic fractures typically involve diastasis of the pubis

less than 2.5 cm.

B. The majority of patients who die in a car crash have sustained a

Malgaine fracture.

C. Acetabular fractures account for less than 5% of all pelvic 

fractures.

D. Anterior-posterior compression is the most common classifica-

tion of pelvic fracture.

5. Which one of the following statements regarding anterior-posterior

compression (APC) fractures is true?

A. APC fractures bleed more than lateral compression fractures.

B. The majority of victims with anterior-posterior compression

fractures die despite intervention.

C. The pubic symphysis is widened more than 2 cm in an APC I

fracture.

D. An APC III fracture has the lowest incidence of hemorrhage of

all classifications.

6. Which one of the following statements regarding bladder rupture is

true?

A. Bladder contusions usually are treated with Foley catheter

drainage until hematuria stops.

B. The majority of bladder ruptures are detected only on post-void-

ing films.

C. The majority of bladder ruptures are extraperitoneal.

D. Intraperitoneal bladder ruptures usually are the result of puncture

by bone fragments.

7. The Young and Burgess Classification of pelvic fracture:

A. is based upon the number of associated injuries involved in a

pelvic fracture.

B. is useful for predicting mortality and morbidity.

C. can be used to predict the likelihood of a posterior urethral tear.

D. is based upon radiographic assessment of the number of breaks

involved.

8. Which one of the following statements regarding penetrating pelvic

injury is true?

A. Transpelvic penetrating pelvic trauma and hypotension is best

treated by laparotomy.

B. Laparotomy in patients with penetrating pelvic injury reveals

colon injury most often.

C. Associated liver injury is more common with blunt pelvic trau-

ma than is penetrating injury.

D. Most patients with penetrating pelvic injury and shock can be

managed nonoperatively.

9. Which of the following conditions is associated with an increased

mortality from pelvic trauma?

A. Shock on arrival

B. Posterior urethral tears

C. A base excess greater than or equal to –5

D. Sacroiliac joint disruption

E. A and C are correct.

10. The most common complication of a pelvic fracture is:

A. Foot ischemia

B. Thromboembolism

C. Femoral vascular bleeding

D. Peroneal nerve damage

E. Inability to walk

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