Letters to the Editors

Biopsy-proven giant cell
arteritis in a patient with
ankylosing spondylitis: a rare
coincidence of two diseases

at different stages of life

Sirs,

Giant cell arteritis (GCA) is a large vessel
vasculitis that typically occurs in individu-
als older than 50 years. GCA patients pre-
senting with the typical cranial phenotype
are generally older than those with a pre-
dominant extracranial pattern of the disease
(1). Ankylosing spondylitis (AS) occurs in
individuals generally younger than 40 years
(2).

In this report, we describe a patient who was
diagnosed with AS in the fourth decade of
his life and with biopsy-proven GCA in his
mid-eighties. The concurrence of these two
distinct rheumatic diseases appears to be
uncommon.

An 83-year-old Spanish man presented to
the emergency department with sudden vi-
sion loss in his left eye. He had been diag-
nosed with ankylosing spondylitis (AS) 50
years earlier due to a history of long-stand-
ing inflammatory low back pain associated
with grade IV bilateral sacroiliitis (Fig.
1) and HLA-B27 positivity. He had been
treated with non-steroidal anti-inflammato-
ry drugs (NSAIDs) for more than 30 years.
However, in the last ten years, he had taken
NSAIDs irregularly, depending on the pain.
On admission, he reported a 48-hour his-
tory of hemicrania headache and jaw clau-
dication. GCA was suspected, and due to
the sudden visual loss, methylprednisolone
pulses of 500 mg intravenously each day
for 3 consecutive days were administered,
resulting in improvement of the cranial
symptoms but without visual recovery. A
temporal artery biopsy showed typical find-
ings of GCA, consisting of a mononuclear
inflammatory infiltrate with the presence of
multinucleated giant cells, disruption of the
internal elastic lamina, and intimal hyper-
plasia. After the 3-day methylprednisolone
pulse treatment, 60 mg/day of prednisone
was administered for another 2 weeks. Lat-
er, prednisone was gradually tapered with-
out any relapses of the disease.

Aortitis has been described in patients with
spondyloarthritis. In this regard, data from a
tertiary centre confirmed that positron emis-
sion computed tomography can disclose the
presence of large vessel extracranial vascu-
litis in patients with AS (3). However, the
co-occurrence of AS and biopsy-proven
GCA with a typical cranial phenotype is rare
and might pose diagnostic challenges due to
overlapping symptoms such as headache,
fatigue, and stiffness.

Although GCA typically affects older
adults, whereas AS usually manifests in
younger individuals (1, 2), the coexist-
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Fig. 1. Pelvis radiograph showing grade IV bilateral sacroiliitis with ankylosis of both sacroiliac joints.

ence of both conditions in the same patient
suggests a complex interplay of genetic,
environmental, and immunological fac-
tors. In this regard, both AS and GCA are
associated with the HLA region. However,
AS is strongly associated with the HLA-
B27 allele in the Spanish population (4).
In contrast, as reported elsewhere, biopsy-
proven GCA in Spain is associated with
the HLA-DR4 genotype, specifically the
HLA-DRB1%#04:01 and HLA-DRB1*0404
alleles (5). A weaker association with HLA-
B locus has been described in Spanish indi-
viduals with GCA. However, this associa-
tion is mainly related to the HLA-B*15:01
allele (6). Therefore, no shared genetic pre-
disposition may explain in this patient the
development of two different inflammatory
diseases separated in time.

This case highlights that having one in-
flammatory autoimmune disease, such as
AS, does not necessarily reduce the risk of
developing another, such as GCA. It rein-
forces the need for clinicians to maintain
a high index of suspicion for overlapping

or concurrent inflammatory autoimmune
disorders, even when the presentation may
seem atypical or unexpected based on the
patient’s age or prior medical history.

F. RENGIFO-GARCIA!, MD

E. HERAS-RECUERO', MD

T. BLAZQUEZ-SANCHEZ', MD

C. CARABALLO-SALAZAR', MD

A. TORRES-ROSELL()‘, MD

M.A. GONZALEZ-GAY'?, MD, PhD

'Division of Rheumatology,

1IS-Fundacion Jiménez Diaz, Madrid, Spain;
2Department of Medicine and Psychiatry,
University of Cantabria, Santander, Spain.

Please address correspondence to:
Miguel Angel Gonzdlez-Gay
Division of Rheumatology,
11S-Fundacion Jiménez Diaz,
Avenida de los Reyes Catdlicos 2,
28040 Madrid, Spain.

E-mail: miguelaggay@hotmail.com

Competing interests: none declared.

© Copyright CLINICAL AND
EXPERIMENTAL RHEUMATOLOGY 2025.

Clinical and Experimental Rheumatology 2025



References

1. GONZALEZ-GAY MA, HERAS-RECUERO E,
BLAZQUEZ-SANCHEZ T et al.: Broadening the
clinical spectrum of giant cell arteritis: from the
classic cranial to the predominantly extracranial
pattern of the disease. Expert Rev Clin Immunol
2024; 20(9): 1089-100.
https://doi.org/10.1080/1744666x.2024.2356741
. GEIRSSON AJ, EYJOLFSDOTTIR H, BIORNSDOT-
TIR G, KRISTJANSSON K, GUDBJORNSSON B:
Prevalence and clinical characteristics of ankylos-
ing spondylitis in Iceland - a nationwide study. Clin
Exp Rheumatol 2010; 28(3): 333-40.

IS8}

Clinical and Experimental Rheumatology 2025

3.

I~

HERAS-RECUERO E, LANDAETA-KANCEV LC,
MARTINEZ DE BOURIO-ALLONA M et al.: Posi-
tron emission computed tomography spectrum of
large vessel vasculitis in a tertiary center: differ-
ences in 18F-fluorodeoxyglucose uptake between
large vessel vasculitis with predominant cranial and
extracranial giant cell arteritis phenotypes. J Clin
Med 2023; 12(19): 6164.
https://doi.org/10.3390/jcm12196164

. FERNANDEZ-SUEIRO JL,ALONSO C, BLANCO FJ,

RODRIGUEZ-GOMEZ M, GALDO F, GONZALEZ-
GAY MA: Prevalence of HLA-B27 and subtypes of
HLA-B27 associated with ankylosing spondylitis

W

(=}

. PRIETO-PENA D,

Letters to the Editors

in Galicia, Spain. Clin Exp Rheumatol 2004; 22(4):
465-68.

REMUZGO-MARTINEZ S,
OCEJO-VINYALS JG et al.: Cranial and extracranial
giant cell arteritis share similar HLA-DRBI1 associ-
ation. Semin Arthritis Rheum 2020; 50(5): 897-901.
https://doi.org/10.1016/j.semarthrit.2020.07.004

. PRIETO-PENA D, REMUZGO-MARTINEZ S, OCE-

JO-VINYALS JG et al.: The presence of both HLA-
DRB1*#04:01 and HLA-B*15:01 increases the suscep-
tibility to cranial and extracranial giant cell arteritis.
Clin Exp Rheumatol 2021; 39 (Suppl. 129): S21-26.
https://doi.org/10.55563/clinexprheumatol/nn 151t

765



