Case Report
Giant Cell Arteritis Manifesting as Chronic Cough and
Fever of Unknown Origin
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A 57-year-old white man sought medical atte ntion
because of chronic cough and fever of unkno wn origin. An extensive work-up over 4 weeks, including
repeated blood cultures, chest roent genogram s, a
gallium scan, and compu ted tomographic scans of
the sinuses, chest, and abdom en, was nondiagnostic.
The pati ent was referred to our instit uti on for
bron choscopy. Fur ther analysis of his history revealed that he had a head ache in conj unction with the
cough and an episode of a flashing color design in his
left eye 1 week before assessment. Th e erythrocyte
Chronic cough is a common and often vexing problem. In
the absence of radiographic abnorma lities, it is usually
caused by chronic postnasal drip. asthma, chronic bronchitis,
or gastroesophageal reflux disease. Establishing the cause is
essential for effective therapy. P and a detailed and meticulous history may assist in the diagnosis without the need for
invasive and expensive tests.2.3 Herein we present a case of
giant cell arteritis that manifested as chronic cough and fever
of unknown origin.

REPO RT OF CASE
A 57-year-old clergyman was referred to our institution for
evaluation of cough and fever of 2 months' duration. He had
had influenza-like symptoms (malaise, muscle aches, fever,
and cough) 3 months before the initial assessment and was
treated with antibiotics for presumed pneumonia. The symptoms diminished except for cough and fever, which persisted. Five weeks later, the patient sought medical advice
because of worsening nonproductive cough, fever (up to
38.5°C), and a 6-kg weight loss. In addition, he experienced
generalized headache that worsened with the cough, and he
noted aggravation of the headache after each dose of
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sedimenta tion rate was 115 mm in 1 hour. A biopsy of
the temporal ar tery showed granulomatous inflammation of the vessel wall with multinucleated giant
cells, histiocytes, lymphocytes, plasma cells, and few
eosinophils. The mult inucl eated gia nt cells were
closely related to the fragmented elastic lamina. Corticoster oid thera py resulted in prompt resolution of
the chronic cough a nd fever. Giant cell ar ter itis
should be considered in the differen tial diagnosis of
chronic cough.
(Mayo Clin Proc 1997;72:1048-1050)
ment. He had no scalp pain. About a week before evaluation, the patient had a flashing color design in his left eye that
lasted approx imat ely 5 minutes. He den ied having
hemoptysis, exposure to tuberculosis, rhinitis, sinusitis, sore
throat, or gastroesophage al reflux; he had not traveled recently nor had he taken angiotensin-converting enzyme inhibitors. He was a nonsmoker, had no history of occupational exposure, and had no identifiable risk factor for the
acquired immunodefici ency syndrome (AIDS). Despite extensive diagnostic studies over 4 weeks, including repeated
blood cultures, chest roentgenogram s, a gallium scan, and
compu ted tomographic scans of the sinuses, chest, and abdomen, no infectious cause was found to explain the symptoms, and the fever persisted.
On physical examination of the patient at our institution.
the only pertinent findings were his temperature of 38.3°C, a
slightly prominent right temporal artery . and heme-positive
stools. Colonoscopy revealed colonic diverticula. Abnormal results of laboratory studies included a hemoglobin concentration of 12 g/dL (mean corpuscular volume of 83 fl.),
platelet count of 564 x 109/L, blood glucose of 127 mg/dL,
total protein of 6.1 g/dL. serum albumin of 2 g/dL, and
erythrocyte sedimentation rate (by the Westergren method)
of 115 mm in I hour (normal, 0 to 10). A compu ted tomographic scan of the abdomen and pelvis showed normal
findings. Results of other laboratory studies, including leukocyte count with differen tials, serum chemistries , liver
function tests, prostate-specific antigen , antinuclear antibody, anti-double-stranded DNA, rheumatoid factor, CHSO'
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and antineutrophil cytoplasmic antibody. were within normal limits. Findings on chest roentgenograms, a gallium
scan, and computed tomographic scans of the sinuses and
chest were normal. A biopsy specimen of the right temporal
artery showed granulomatous inflammation of the vessel
wall with multinucleated giant cells, histiocytes, lymphocytes, plasma cells , and few eosinophils (Fig. I). The multi nucleated giant cells were closely related to the fragmented
elastic lamina (Fig. 2). Intima showed edema and proliferation of fibroblasts with subsequent narrowing of the vessel
lumen. Bronchoscopy was not performed.
All symptoms and signs responded promptly to
prednisone therapy, 60 mg daily. A year later, the patient
was well and free of symptoms; he was receiving maintenance prednisone therapy, 7.5 mg per day . The erythrocyte
sedimentation rate was less than 20 mm in 1 hour.
DISCUSSION
Giant cell arteritis is a systemic vasculitis that can affect any
medium- or large -sized arteries. It usually develops in persons older than 50 years of age and preferentially involves
the arteries supplying the extracranial structures of the head.
neck, and upper extremities." The incidence of giant cell arteritis in persons older than 50 years of age is about 10 times
higher in the northern part of the United States than in the
southern part.5.6 Constitutional symptoms may be the predominant manifestation of this disease, although the symptoms resulting from vascular inflammation and ischemia are
most common. Its classic manifestations are headache, visual disturbance, and, to a lesser extent, jaw claudication.
Pulmonary.involvement in giant cell arteritis is unusual; it
occurs in less than 10% of cases and may precede the diagnosis of giant cell arteritis." Chronic cough. the most frequent
respiratory symptom of giant cell arteritis, is usually nonproductive and may be associated with sore throat, hoarseness,
and tenderness of the cervical structures.?" Symptoms such
as prolonged fever, chronic cough. and weight loss (as noted
in our patient) may delay the diagnosis. Pulmonary involvement in giant cell arteritis that manifests as multiple nodular
abnormalities and vasculitis has been shown radiographically,8.10.11 but no such abnormalities were observed in our
patient.
The initial diagnostic considerations (before referral of
the patient) were collagen vascular disorders, chronic infection such as tuberculosis, and a neoplastic process. If the
visual symptom and the association of cough and headache
would have been considered more clinically significant, the
diagnostic studies may not have been so extensive. The
erythrocyte sedimentation rate provided an important diagnostic clue. An erythrocyte sedimentation rate greater than
40 mm in 1 hour is observed in almost all patients with giant
cell arteritis, although the degree of increase does not corre-

Fig. 1. Biopsyspecimen,showing thickening of tunica intima and
pronounced narrowing of arterial lumen. (Hematoxylin-eosin;
original magnification, x75.)
late with severity. '? An increased erythrocyte sedimentation
rate is the laboratory hallmark of polymyalgia rheumatica,
which is similar to giant cell arteritis. In more than 95% of
patients with active polymyalgia rheumatica, the erythrocyte
sedimentation rate is greater than 40 mm in 1 hour.'
Symptoms overlap between giant cell arteritis and
polymyalgia rheumatica.'? As many as 50 to 75% of patients
with giant cell arteritis have polymyalgia rheumatica, but the
interval between appearance of the two diseases varies."
Polymyalgia rheumatica is characterized by 4 or more weeks
of muscle aches and stiffness of the joints of the neck and
proximal muscles of the shoulder and hip . Our patient had
myalgia at the onset of illness, but it was of brief duration,

Fig. 2. Photomicrograph of multinucleated giant cells that are
closely related to fragmented elastic lamina. (Elastic-van Gieson
stain; original magnification. x300.)
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did not involve the typical muscle groups, and was not
associated with joint stiffness or pain.
The diagnosis of gian t cell arteritis is established by biopsy of the temporal artery, but in 40% of patients, biopsy
findings may be normal because the involved arteries may be
irregularly involved and contain "skip" lesions." The diagnostic sensitivity varies from 67 to 97%, and bilateral biopsies increase the yield by an additional 5 to 10%.14.IS Obtaining at least 3 em of the involved artery increas es the
diagnostic yield." Up to one-third of cases contain no giant
cells, and the inflammatory infiltrate may not involve the
entire vessel wall. 16 Fibrinoid necrosis can be present in the
area of inflammation but is usuall y not a panarteritis type of
necrosis.'
The mechanism of cough in giant cell arteriti s is unknown. Vasculitis involving the main pulmonary artery and
other large- and medium-sized pulmonary vessels has been
observed. v ":" In addition, ill-defined granulomas within the
bronchial wall and alveolar epithelium were noted in
transbronchial biopsy specimens from a patient with
polymyalgia rheumatica and giant cell arteriti s.'? Therefore,
we speculate that granulomatous involvement of the bronchial wall and inflammation of the peribronchial pulmonary
vasculature may explain the mani festation of chronic cough
in giant cell arteritis. We did not perform a methacholine
challenge test to exclude the presence of a coexi sting increased airway hyperresponsiveness because of the low
clinical suspicion of asthma. The absence of asthma symptoms after the dose of corticosteroids had been tapered also
supports the impression that the cough was probably due to
giant cell arteritis. Bronchoscopy was not performed because of the strong clinical suspicion of giant ce l1 arteritis.
Predni sone therapy dramatically diminishes the symptoms of giant cell arteritis and, when initiated in time, prevents the blindness that can complicate this disease. The
usual initial dosage of prednisone is 40 to 60 mg/da y. Higher
doses have been used when active visual symptoms are
present. On the basis of a retrospective review of 96 patients
with giant cell arteriti s who were monitored for 5 years ,
Myles and associates" observed that less than 20 mg of
predni sone per day was insufficient for the treatment of giant
cell arteritis and that more than 20 mg per day had no
advantage in comparison with 20 mg/day. Furthermore,
ocular invo lvement developed in only one patient, and the
initial dosage of prednisone for that patient was 60 mg/day.
Despite the retrospective nature of that study and the absence
of histologic confmnation in all cases, the findings refute the
viewpoint that high doses of corticosteroids are needed to
prevent ocular complications of giant cell arteriti s.
The initial dosage of predn isone for our patient was 60
mg/day because of the transient visual complaint. All his
symptoms promptly resolved, and he has rema ined free of
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symptoms eve n though the dose of predni sone was tapered.
The effec ts of a lower initial dose to reduce steroid side
effects, the duration of therapy, and the risk of oc ular complications in giant cel1 arteriti s must be furth er eva luated.
Giant cell arteritis should be considered in the differential diagnosis of chronic cough in persons olde r than 50
years of age, especially when they have heada che and visual
symptoms.
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