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Leptospirosis 
at work and at play

In July 1998, 3 athletes who had participated in a
triathlon in Springfield, Ill., were admitted to hospital

with an acute febrile illness. One had acute renal failure.
When leptospirosis was diagnosed, Lake Springfield,
where the athletes had swum during the triathlon, was
suspected as the source of infection. Since then, an on-
going investigation led by the US Centers for Disease
Control and Prevention has found laboratory evidence
of leptospirosis in at least 30 triathletes and 5 recre-
ational users of the lake.1

In humans, leptospirosis is caused by Leptospira interro-
gans, a species with over 200 serovars. In many wild and
domestic animals infection
is asymptomatic, with or-
ganisms excreted in urine
for weeks or for life. Thriv-
ing in warm, wet, alka-
line conditions, the aero-
bic spirochete is usually
transmitted to humans
through exposure to urine-
contaminated water, soil or
vegetation, or through di-
rect contact with animal
tissues. Although incidence
is highest in tropical and
subtropical regions, peaks occur in temperate climates
during the summer. Leptospires enter the human host
through inhalation, ingestion, or contact with mucous
membranes or abraded skin. There is no known person-
to-person transmission.2

The clinical course of leptospirosis is highly variable,
and severity depends on the serovar. In 85% to 90% of
patients the disease is self-limited and mild. The lep-
tospiremic or febrile stage, during which organisms are
present in the blood and cerebrospinal fluid, may be
subclinical or present abruptly 2 to 20 days after expo-
sure with nonspecific symptoms, including fever, chills,
myalgia, conjunctival suffusion and gastrointestinal
complaints. The convalescent or immune phase begins
after about a week and may last up to 30 days: aseptic
meningitis is its hallmark, and organisms are identifi-
able in the urine only. In fact, leptospirosis may account
for about 10% of cases of otherwise undiagnosed asep-
tic meningitis. Weil’s disease, a severe, icteric form of

leptospirosis occurring in 5% to 10% of patients, causes
extensive vasculitis with pulmonary involvement, he-
molytic anemia, hemorrhagic rash, myocarditis and 
hepatorenal failure.2,3

Although the mortality rate is low, most deaths are
due to complications of severe disease. A study in the
French West Indies showed that dyspnea, oliguria,
leukocytosis, electrocardiographic changes and alveolar
infiltrates on chest radiograph are associated with an in-
creased risk of death.4

Leptospirosis should be considered in the clinical sce-
narios presented in the box.2 Diagnosis is frequently es-
tablished by a 4-fold increase in antibody titres in acute-
and convalescent-phase sera, or by special cultures or
serologic tests. Patients should be treated with doxycy-
cline or penicillin G and monitored for signs of severe
disease, in which case supportive therapy and dialysis

may be required.2,3

Although leptospirosis
is rarely suspected in the
typical family physician’s
office today, the recent
outbreak in Illinois high-
lights the changing epi-
demiology of the world’s
most widespread zoonosis.
Before 1970 most out-
breaks occurred through
occupational exposure in
sewer workers, fish work-
ers, miners, farmers, trap-

pers, veterinarians, abattoir employees, rice- and sugar-
cane-field workers, and military personnel. Recreational
exposure has become an increasingly important risk fac-
tor, as cases in swimmers, kayakers, white-water rafters,
trail bikers, hunters and children playing in irrigation
ditches are identified. Recently, transmission has been
noted to occur via rodents and pets in urban and house-
hold settings.2,3,5

The global distribution of the many serovars also ap-
pears to be in flux. The incidence of uncommon
serovars for which there are no vaccines, such as grippo-
typhosa, may be rising among dogs in the northeastern
US.6 In 1995 the first case of human infection by serovar
bratislava in North America was identified among Que-
bec trappers.7

Since 1970 physicians in the US have reported about
40–120 cases annually.2 The true incidence is unknown
because leptospirosis is not nationally notifiable in Canada
or the US. Suspected cases should be reported to the local
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Suspect leptospirosis when patients 
present with:

• severe headache, myalgia and fever with risk fac-
tors for exposure;

• azotemia, jaundice without hepatocellular dam-
age, hypotension, hemorrhage and bilateral non-
lobar pulmonary infiltrates; or

• aseptic meningitis
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health authority to aid in diagnosing and treating exposed
individuals, identifying the source of infection, eliminat-
ing contamination and prohibiting use of contaminated
waters. Other preventive measures include providing pro-
tective clothing for individuals with occupational expo-
sure, controlling rodent infestation, immunizing domestic
animals and administering oral doxycycline to exposed in-
dividuals.2,3
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Nov. 27–28, 1998
Royal York Hotel, Toronto

The 4th annual workshop for women physicians and women
in academic medicine who are interested in leadership roles
in medicine

Learn from leaders in medicine, business and politics
about:
• Closing keynote: Pamela Wallin • Situational leadership
• Making a difference: How to • Media skills

get started • Conflict resolution
• Women’s health: Opportunities • Change management

for leadership • and much more

Registration is limited. For information contact:
CMA Professional Programs

800 663-7336 or 613 731-8610 x2261
michah@cma.ca

CMAJ Editorial Fellowship: Call for Applications

Are you a medical school graduate or resident interested in writing, editing and research?
Do you want an in-depth look at the medical literature?

A global perspective on medicine at the turn of the century?

Then apply for the 1999 CMAJ Editorial Fellowship, 
a 12-month period of employment, training, education and research at CMAJ. 

Just send your CV, a cover letter describing your interest in the position, 
and anything else you think would help us get to know you.

For more information, read the editorial in the Sept. 8 issue of CMAJ (p. 502), or contact:

John Hoey, MD Caralee Caplan, MD
Editor-in-Chief Editorial Fellow
hoeyj@cma.ca caplac@cma.ca
800 663-7336 x2118 800 663-7336 x2095

Please send applications by Dec. 15, 1998, to:

Dr. Caralee Caplan
Canadian Medical Association Journal

1867 Alta Vista Dr.
Ottawa ON  K1G 3Y6

fax 613 523-0937
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