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Letters to the Editor

Pernicious anemia in a
patient with giant cell
arteritis in long-term
remission

Sir,
The association between giant cell (tempo-
ral) arteritis (GCA) and other autoimmune
diseases such as autoimmune thyroiditis (1-
5), primary biliary cirrhosis (6), Sjögren syn-
drome (7),

 
systemic lupus erythematosus (1,

8) and progressive systemic sclerosis (9) has
occasionally been reported. Although the as-
sociation of GCA with most of these disor-
ders is essentially anecdotal, it provides addi-
tional support for the concept that immune
mechanisms play a role in the pathogenesis
of GCA. Among the associated autoimmune
disorders, it appears to be clear that thyroidi-
tis is more prevalent among patients with
GCA than in the general population.
Since the initial description by Fauchald et
al. in 1972 of the development of autoim-
mune thyroiditis in a patient with GCA (1),
several additional cases have been reported.
In a series of 59 patients with GCA the pre-
valence of thyrotoxicosis was 8.5% and hy-
pothyroidism 3.4%, while in the control pop-
ulation it was 1.5% and 2%, respectively (3).
Recent studies have also demonstrated a re-
markable prevalence of anti-thyroid antibod-
ies and hypothyroidism among patients with
GCA or polymyalgia rheumatica (4, 5).

 
In

this report we describe a patient who devel-
oped pernicious anemia ten years after the
diagnosis of GCA.
An 88-year-old woman was admitted because
of progressive fatigue and pallor over the past
4 months. Ten years earlier, because of a clini-
cal picture encompassing headache, jaw clau-
dication and a high sedimentation rate, she
underwent a left temporal artery biopsy
which showed classical GCA. She received
corticosteroid treatment for 2 years and her
clinical course was uneventful with no re-
lapses. Her past medical history also includ-
ed mild hypertension and mild non-insulin
dependent diabetes mellitus, while 7 months
before admission she had a transient cerebral
ischemic attack with full recovery.
Her physical examination was unremarkable
except for an intense pallor and weakly pul-
satile temporal arteries. Hematologic labor-
atory values disclosed hemoglobin 58 gr/L,
hematocrit 17%, MCV 137 fL, and reticulo-
cytes 28 x 109/L. Blood chemistry determi-
nations revealed an ESR of 16 mm, lactate
dehydrogenase 508 IU/L, total bilirubin 2.4
mg/dL and unconjugated bilirubin 1.6 mg/
dL. Folic acid levels were normal, and the
cobalamin quantitation was below a 50 pg/

Fig. 1. Irregular intimal hyperplasia, fragmented
elastic lamina and scarce small inflammatory foci.

ml detection threshold (NV: 200 - 1000 pg/
ml). A Schilling’s test confirmed the diag-
nosis of pernicious anemia. Anti-parietal cell
antibodies were positive at a 1/50 dilution.
Antinuclear antibodies and anti-thyroid an-
tibodies were negative. An endoscopic gas-
tric biopsy disclosed atrophic gastritis. A right
temporal artery biopsy showed irregular in-
timal hyperplasia, a fragmented elastic lami-
na and scattered small foci of inflammatory
cells consistent with a healing GCA pattern
(10)

 
(Fig. 1). She was treated with intramus-

cular B12 vitamin with good recovery.
In older published series the finding of per-
nicious anemia in GCA patients has been re-
ported as an exceptional occurrence (1, 2).
Given the high prevalence of autoimmune
thyroid diseases found by several authors
among patients with GCA (3-5), however,
and given the well-known association be-
tween autoimmune thyroid diseases and per-
nicious anemia (11), one might expect a high-
er incidence of pernicious anemia among
GCA patients. Our patient developed perni-
cious anemia 10 years after the diagnosis of
GCA, when the latter was in remission and a
second temporal artery biopsy showed a heal-
ing GCA pattern. GCA patients must be sub-
jected to a long-term follow-up, not only be-
cause of the tendency of GCA to relapse and
the possibility of late complications (12), but
also because of the potential development of
additional immune-mediated disorders.
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“Pray sign” and giant cell
arteritis
Sir,
Physician awareness has contributed to the
progressive increase in the incidence of gi-
ant cell arteritis (GCA) in different popula-
tions (1- 4). A detailed clinical history and
careful physical examinations are of capital
importance in the search for clues to support
a diagnosis of GCA in the elderly. Indeed, a
rapid diagnosis and early treatment may be
useful in preventing ominous complications
of the disease (5, 6). Cranial manifestations
such as headache or jaw claudication are the
most commonly reported features of GCA
(1). In general, patients with GCA and jaw
claudication notice this symptom on chew-
ing, especially when they are eating solid
food. Characteristically jaw claudication im-
proves after stopping mastication.
We recently reported a patient presenting with
jaw claudication along with spontaneous fa-
cial pain that improved after corticosteroid
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treatment (7). In the present report we wish
to underline the importance of considering
other situations that may yield jaw claudi-
cation and which may be of some help in
making a prompt diagnosis of this form of
vasculitis.
A 68-year-old woman presented at the hos-
pital because of jaw claudication. She re-
called that this symptom had started 2 weeks
before. However, claudication only occurred
when she carried out the prayers which she
had learned and recited daily since her child-
hood. To our surprise, no jaw claudication
was provoked on chewing meat. A detailed
clinical history also revealed the presence of
a slight but persistent headache of one week’s
duration, but no other symptoms such as
polymyalgia rheumatica.
On examination tenderness to palpation of
the temporal arteries was observed, especially
on the right side. No vascular bruit or other
findings were noted. To confirm jaw claudi-
cation we asked the patient to begin her pray-
ers. In fact, the quick movements of her man-
dible on saying her prayers in an automatic
and rapid way elicited jaw claudication again
after praying for approximately 3 minutes.
Her erythrocyte sedimentation rate was 51
mm/h (Westergren). A biopsy of the right
temporal artery showed a typical granuloma-

tous arteritis.
Corticosteroid therapy (40 mg/day predni-
sone) and aspirin (200 mg/day) were begun,
and complete resolution of both the jaw clau-
dication and the headache were observed 72
hours later.
This case may represent another good exam-
ple of ischemic manifestations related to the
facial artery involvement of giant cell arteri-
tis. As in previous reports (7, 8), the present-
ing symptoms were more severe in cranial
regions other than the temporal region. With
this case we wish to emphasize the impor-
tance of considering different cranial symp-
toms as the presenting manifestation of GCA
in elderly patients. Indeed, rapid and repeti-
tive movements of the jaw could be consid-
ered as another test that might be used to ex-
clude the possible ischemic manifestations
of GCA.
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