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Abstract

Aortitis, which is well described in patients
with other spondyloarthritides, has been rarely
cited in relation to psoriatic arthropathy (PsA).
Two patients with known PsA, who developed
aortitis, are reported herein. The PubMed
database was searched using the following
keywords: aortitis, Takaysu arteritis, PsA,
ankylosing spondylitis, reactive arthritis,
inflammatory bowel disease. The relevant arti-
cles were critically reviewed and pertinent data
organized. Analysis of 5 cases of aortitis in
patients with PsA, including the 2 cases report-
ed herein, revealed no specific pattern of PsA
joint involvement in the patients who devel-
oped aortitis. All aortic segments can be
involved and complications, such as insuffi-
ciency of the aortic valve and stenosis of the
major aortic branches, have been described.
The genetic association involving the IL12B
locus may be involved in the clinical associa-
tion of aortitis and spondyloarthritis. 

Introduction

The aorta may be involved as in a variety of
inflammatory rheumatic diseases.1 The clinical
presentation of aortic wall inflammation, or
aortitis, is not specific in the majority of the
patients and is usually manifested by general
symptoms such as fever, malaise, and non-spe-
cific pain, frequently accompanied by elevated
levels of serum C-reactive protein (CRP) and
erythrocyte sedimentation rate (ESR). Aortic
valve insufficiency, organ ischemia and acute
life-threatening aortic syndromes, such as aor-
tic dissection or rupture, can complicate the
course of aortitis in some patients. As such,
aortitis is a well-known manifestation of
spondyloarthritis. And yet, while reported in up
to 10% of patients with long-standing ankylos-

ing spondylitis (AS), aortitis has been
described little in patients with reactive arthri-
tis (ReA), and almost not mentioned in rela-
tion to inflammatory bowel disease (IBD)-
related arthritis or psoriatic arthropathy (PsA).
We report herein two patients with known PsA
who developed aortitis and review the relevant
literature. 

Case Report #1

A 66-year old woman with a medical history
of moderate arterial hypertension, coronary
artery disease and PsA was hospitalized
because of persistent chest pain of one week
duration, localized to the upper retrosternal
area and radiating to her neck and upper back.
PsA, affecting medium and large joints in an
oligoarticular/asymmetric pattern, had been
diagnosed in this patient 12 years ago and was
fully controlled by etanercept monotherapy in
the preceding two years. On admission, physi-
cal examination revealed heart rate of 90
beats/min, arterial blood pressure of 150/90
mmHg and normal body temperature. Other
physical findings were unremarkable.
Electrocardiography (ECG) and trans-thoracic
echocardiography studies were consistent with
mild left ventricular hypertrophy, and there
was no evidence of an acute coronary event
nor pericarditis. Laboratory work up showed
normal levels of serum I-troponin, elevated
CRP of 71 mg/dL (normal limit up to 6 mg/dL),
and ESR of 90 mm/h. Computed tomographic
(CT) angiography showed findings suggesting
aortitis and periaortitis of the upper thoracic
and infrarenal aorta (Figure 1A,B). The patient
denied clinical signs of giant-cell arteritis,
such as headaches, scalp hypersensitivity, jaw
claudication or vision impairment. The physi-
cal examination of temporal, carotid, subcla-
vian, axillary and brachial arteries as well as
full ophtalmological examination did not
reveal any abnormality suspicious for giant-
cell arteritis. The biopsy of the temporal artery
was not performed. The serum level of IgG4
was normal (0.08 mg/mL, normal up to 0.214
mg/mL). 

The patient started treatment with intra-
venous methylprenisolone in a dose of 1 gr
daily for 3 consecutive days, followed by 0.5
mg/kg oral prednisone with fast resolution of
clinical symptoms of aortitis. Etanercept was
dicontinued and monthly infusions of
tocilizumab in the dose 8 mg/kg started.
Prednisone was gradually tapered down. Six
months after admission the patient was in
clinical and laboratory remission and off gluco-
corticosteroids. Repeated imaging demonstrat-
ed progressive regression in the findings of
aortitis (Figure 1C-F). 

Case Report #2

A 68-year old woman with a history of arteri-
al hypertension and PsA presented to the
emergency room because of recurrent bouts of
retrosternal chest pain, with the last episode
lasting for about 3 hours. PsA had been diag-
nosed in this patient 25 years previously,
involving the MCP and DIP joints in an asym-
metric pattern, and was partially controlled by
sulfasalazine and methotrexate. On admis-
sion, physical examination was significant
only for a diastolic murmur, grade I/IV, over the
aortic valve. The patient’s serum I-troponin
level was normal, while serum CRP level was
52 mg/dL. The ECG and chest roentgenograms
were normal. Echocardiography demonstrated
calcified aortic valve and mild aortic regurgita-
tion. The patient underwent CT angiography of
the chest, which showed thickened aortic wall
suggesting the aortitis of thoracic aorta
(Figure 2). On further examination, no clinical
features, such as new headache, jaw claudica-
tion or visual changes, typical for giant cell
arteritis were disclosed. Temporal artery biop-
sy was scheduled, but declined by the patient.
Treatment with 1 mg/kg of prednisone and
adalimumab in the dose of 40 mg every other
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week was initiated with rapid and long-term
response. The glucocorticoids were tapered
down gradually over the next year, and the
patient did not show clinical or laboratory
signs of the activity of vasculitis. Magnetic res-
onance angiography (MRA) of the thoracic
aorta, performed 9 months later, was consid-
ered normal. 

Discussion

Non-infectious inflammation of the aortic
wall may be a part of many systemic rheumatic
disorders, as well as be a separate idiopathic
disease.2 Timely diagnosis of aortitis is chal-
lenging in many patients, primarily because of
the absence of specific clinical manifestations
and pathognomonic laboratory signs. The early
diagnosis of aortitis, however, may be critical
for effective treatment and prevention of possi-
ble complications. A high index of suspicion
based on the knowledge of both prevalence and
presentations of aortitis in patients with dif-
ferent rheumatic disorders and timely referral
of the patients for appropriate imaging by a
rheumatologist are cornerstones of the early
diagnosis of aortitis.1

The comprehensive imaging of aortitis
should be able to assess the components of the
aortic wall and peri-aortic structures in addi-
tion to the imaging of the lumen of aorta.2

Widely available CT angiography is accurate
for the assessment of the aortic lumen and cal-
cifications of the aortic wall, and can detect
aortic wall thickening and, sometimes, peri-
aortic haziness in the cases of aortitis, but is
usually insufficient for the high resolution aor-
tic wall imaging or evaluation of the activity of
inflammation. MRA is frequently regarded as a
modality of choice for the imaging of aortitis,
providing excellent resolution of the aortic wall
as well allowing identification of the areas of
active inflammation within the aortic wall,
which may manifest as wall edema or
enhancement. Recent studies, however, sug-
gest that the 18-fluorodeoxyglucose positron
emission tomography may be the most specific
(up to 100% specificity) nowadays available
tool for the assessment of disease activity of
aortitis, particularly when used in combination
with CT angiography or MRA.2

Spondyloarthritides, with AS, ReA, IBD-
related arthritis, and PsA as the main repre-
sentatives of the group, are traditionally count-
ed as a prototypical group of arthritides accom-
panied by aortitis. Of those, only AS-related
aortitis, however, has been characterized sys-
tematically since its first description in 1956.3

As reviewed recently,4 aortic disease in AS may
occur in both late and, less frequently, in the
early phase of the disease and manifests usu-
ally in one of two forms: the first is inflamma-

tion of the aortic root and ascending aorta, typ-
ified by presence of lymphocytic and plasma
cell infiltrates in vasa vasorum, as well as
aggregates of the mononuclear cells in the
media, resulting in the destruction of the elas-
tic tissue and fibrosis. This form of aortic
involvement manifests mainly by insufficiency
of the aortic valve and can be readily diagnosed
with echocardiographic techniques. The sec-
ond variant of aortic disease in AS is chronic
peri-aortitis of the abdominal aorta.
Predominant inflammation of the outer aortic
layer with infiltration by lymphocytes, plasma

cells and macrophages combined with the
development of fibrotic tissue, rich in type 1
collagen and non-proliferating fibroblasts is
typical. Chronic peri-aortitis manifests usually
by abdominal, back, or flank pain and/or con-
stitutional symptoms with elevation of
ESR/CRP and is best diagnosed by CT or mag-
netic resonance imaging.4 Additionally, case
studies of the co-incidence of AS with aortitis,
diagnosed as Takaysu’s arteritis, sometimes
with typical stenotic lesions, have been repeat-
edly published in the medical literature over
years, raising the question of the pathogenetic
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Figure 1. Computed tomography scans of patient 1, axial sections. Irregular concentric
thickening of the aortic wall and periaortic haziness around the segment of thoracic
descending aorta (A) and periaortic infiltration of the lower aortic segment involving the
bifurcation (B) at the time of diagnosis are shown (white arrows). Regression in the bur-
den of aortitis after treatment with tocilizumab, 6 (C,D) and 9 (E,F) months later.

Figure 2. Computed tomography scans of patient 2, axial (A) and saggital (B) sections.
Thickened aortic wall of the aortic root and upper part of thoracic descending aorta are
shown (arrows).

Non
 co

mmerc
ial

 us
e o

nly



link between these two disorders.5

Similar to that described in AS, ascending
aortitis with aortic regurgitation has been the
most frequently reported pattern of aortic
involvement in ReA. In 49 cases of such
involvement, which were reviewed recently,
the average time from the diagnosis of arthri-
tis to the appearance of aortic valvular defect
was 13 years, while more than 20% of patients
developed aortitis within the first year after
the diagnosis of the ReA.6 Distal aortitis has
been rarely reported in patients with ReA and
may also manifest by hemodynamically signif-
icant stenotic lesions of the aorta and its
branches with peripheral ischemia.7

Thirty-seven cases of aortitis associated
with IBD were summarized by Kusunoki et al.8

The authors calculated that co-existence of
these diseases can be estimated to be 1 in 10
million individuals based on chance alone, and
suggested the presence of a pathogenetic link
between aortitis and IBD. A series of 44
patients with Takayasu’s arteritis, which
included 4 patients with known Crohn’s dis-
ease, strengthened further the assertion that
the Takayasu-Crohn association is not fortu-
itous.9 In our literature search, we were able to
find only one case describing development of
aortitis in a patient with IBD-related arthritis,
however. Aortitis in this single patient was
characterized by the presence of non-necrotiz-
ing granulomatous lesions, containing multin-
uclear giant cells, within the aortic wall.10 Only
3 cases of aortitis in patients with PsA have
been described in detail in the medical litera-
ture.11-14 The data available on these 3 cases as
well as the data on the 2 patients reported
herein are summarized in Table 1.11-14 It can be
appreciated that no specific pattern of joint
involvement, nor particular skin manifestation
of psoriatic disease were associated in these
PsA patients with the development of aortitis.

The majority of these patients, however, had
long-standing PsA and one patient had been
treated with an anti-TNF agent prior to the
development of the aortic disease. Chest pain,
dyspnea and elevation in CRP/ESR, not related
to the active joint disease, were the main pre-
senting signs of aortitis in these patients. It
seems that all aortic segments can be involved,
and complications, such as insufficiency of the
aortic valve and stenosis of the major aortic
branches may also develop. In this regard, the
appropriate imaging in a patient, suspicious
for aortitis, should include the entire aorta
with its main branches and provide the resolu-
tion of the aortic wall as well as peri-aortic tis-
sue, depicting the areas of the active disease. 

The rarity of the reports on the association
of large vessel vasculitis with PsA may natural-
ly be seen as just unrelated co-incidence of
these disorders in the same persons. However,
a recent large epidemiological study on the co-
incidence of psoriasis and psoriatic arthropa-
thy with other autoimmune and rheumatic dis-
orders, reported the significantly higher preva-
lence (4.8-fold) of giant cell arteritis in
patients with PsA compared to the general pop-
ulation.15 The suggestion by the authors of
shared immune pathways involved in the
pathogenesis of the two diseases may be fur-
ther supported by recently published data of a
higher than anticipated prevalence of spondy-
loarthritis in patients with known large vessel
vasculitis.16 While the detailed description of
these shared immune pathways are still to be
elaborated, it seems that IL12B gene products
may be critically involved in these common
pathogenetic mechanisms. The genetic associ-
ation involving the IL12B locus, which encodes
for the common P40 subunit of IL-12 and IL-23,
has been established in studies involving both
patients with Takayasu arteritis and spondy-
loarthritides, such as PsA and AS.17-20

Conclusions

In summary, aortitis may be seen in patients
with PsA and can involve any segment of tho-
racic or abdominal aorta. Chest pain, dyspnea
and elevation in CRP/ESR, not related to the
active joint disease, are main presenting signs
of aortitis in these patients. The common
genetic associations in IL12B locus in both
spondyloarthritides and aortitis (Takaysu
arteritis) may serve as a basis for the respec-
tive clinical associations of these disorders. 
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Table 1. Characteristics of patients with psoriatic arthropathy and aortitis, reported in the literature.

Age   Sex       Duration  Form of PsA                           Skin                           Presentation of             Distribution and              HLA      Ref.
                      of PsA                                                       psoriasis                    aortitis                           complications                   B27
                                                                                                                                                                   of aortitis                                           
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                                                                                                                                                                                                                   aortitis and periaortitis                                  
68           F            25 years        Pseudorheumatoid +                      Plaque and nail                 Chest pain, high ESR/CRP    Aortic root and thoracic              −                
                                                    distal interphalangeal                                                                                                                       descending aortitis                                         
                                                    
PsA, psoriatic arthropathy; −, negative; +, positive; na, not available; ESR, erythrocyte sedimentation rate; CRP, C-reactive protein. 
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