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he incidence of pertussis has shown a remarkable

decline in the last 50 years. In 1934 there were
265,269 cases in the United States with a mortality of
7,000. In 1976 the incidence of pertussis was reduced to
1,010 cases with seven deaths reported.1The development
of pertussis vaccine in the 1950s was the primary cause
of this decline. The vaccine does not give protection for
life, such as the natural disease itself provides. The im-
munity is strongest during the first three years after vac-
cination and diminishes gradually after 12 years.2 As a
result, there are populations ofyoung adults who received
the vaccine in the first year of life3in whom outbreaks of
pertussis have been reported.45 This paper reports a case
of pertussis in an adult woman who developed peripheral
neurological symptoms, probably as a result ofa herniated
disc, a complication not previously reported.

CASE REPORT

A female patient, aged 39 years, born in India and living
in an lIsraeli kibbutz, came to the clinic complaining of
coughing attacks and hoarseness at the time ofa pertussis
epidemic. The physical examination was unremarkable.

Two weeks later the patient returned still complaining
ofattacks of coughing and hoarseness. She also felt a heav-
iness in her left leg. There were no complaints of back
pain.

On physical examination she was found to have a weak-
ness of the iliopsoas and gastrocnemius with absence of
the patellar reflex. Rectal and vaginal examinations and
the remainder of the neurological examination were
normal.

The hemoglobin was 130 g/L (13.0 g/dL), leucocytes
105 X 109L (10.5 X 1037tL) with 0.40 lymphocytes.
Virus serologic studies (Epstein-Barr virus, cytomegalo-
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virus, influenza, parainfluenza, adenovirus) were negative.
Complement fixation test for mycoplasma, ultrasound of
the retroperitoneum and lower abdomen, and x-ray studies
of lumbar spine including oblique views were all unre-
markable. Pertussis antibodies were 1:1,280 at the first
examination, and 1:10,400 three weeks later. Computer-
ized tomography of the spine showed herniation of disc
L3-4 with no signs oftumor. After three months, both the
cough and the weakness of the leg disappeared, and the
knee reflexes returned.

DISCUSSION

Pertussis is usually considered a children’s disease, but
there are several reports of outbreaks among adults.5The
clinical course is atypical in adults, and in the absence of
an epidemic, the diagnosis can be difficult.4 Since the vac-
cination does not provide lifelong immunity (as does the
disease itself), the adult population is at risk, and a change
in the epidemiology of this disease is possible.23The adult
population can become carriers and contribute to out-
breaks of pertussis in the world.6

This patient presented with a cough at a time when
there were 64 cases, serologically proven, of pertussis in
the kibbutz. The diagnosis was made by a rise in titer of
pertussis antibodies (1:1,280 to 1:10,400). Serologic tests
for viral illnesses and mycoplasma were negative. A pha-
ryngeal culture was not done for Bordetella pertussis, be-
cause the diagnosis of pertussis was considered at the par-
oxysmal stage when such isolation is unlikely. The change
of titer of pertussis antibodies (X 10) and the appearance
of illness at the time of the outbreak of pertussis in the
kibbutz strongly supported the diagnosis of pertussis in
this patient.

The most common complication of pertussis is pneu-
monia, which causes 90 percent of deaths among children
under the age of 3years. Atelectasis, otitis media, activation
of latent tuberculosis infection, loss of consciousness, con-
vulsions, ulcer of the frenulum of the tongue, and tetany
have also been reported.7 Additional complications are
bleeding in various parts of the body after severe parox-
ysms, such as subconjunctival hemorrhage, melena, ep-
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HERNIATED LUMBAR DISC WITH PERTUSSIS

istaxis, intraventricular subarachnoidal hemorrhage, and
spinal and epidural hematomas. Diaphragmatic hernia,
diaphragmatic rupture, inguinal hernia, and rectal pro-
lapse have also been reported.8

Most reports of neurological disorders in pertussis are
those of complications of the vaccination rather than of
the illness itself. The neurological complications during a
pertussis illness occur as a result of brain hypoxia, after
prolonged paroxysms, and consist of loss of consciousness,
convulsions, or bleeding in the central nervous system
(cerebral or spinal cord). There are no reports of disc her-
niation in patients with pertussis.

This patient contracted pertussis and in the course of
the illness developed a weakness ofthe leg and absence of
reflex of the patella.

Subsequent examination showed herniation of L3-4 as
a probable explanation ofthe clinical symptoms. It is pos-
sible that B pertussis itself or its toxins could have caused
the peripheral neurological involvement, but such an oc-
currence has never been reported. It is also possible that
the herniated disc could have preceded the pertussis, but
the concurrent appearance ofdisc symptoms with evidence
of pertussis and their disappearance after resolution ofthe
cough make this possibility unlikely.

In most cases of herniation ofa lumbar disc, the precise
cause cannot be determined. In this patient, however, it
is likely that increased disc pressure during cough par-
oxysms was a contributing factor.
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