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ABSTRACT
Comorbidities are defined as coexistent clinical
disorders that appear as a consequence of persistent
inflammatory activity and/or treatment. Comorbidities in
spondyloarthritis (SpA) are frequent, contributing to
a poorer quality of life, higher mortality and incremented
healthcare costs. Several recommendations for the
screening and management of these comorbidities have
been developed in recent years with the aim of
improving the different outcomes in these patients.
Osteoporosis is the most prevalent comorbidity in
patients with SpA, mainly caused by systemic
inflammation and a lack of mobility, while
cardiovascular diseases explain the increased mortality
in patients with SpA with regard to the general
population. Data from randomised controlled trials show
a low incidence of infections in both patients with and
without immunosuppressive treatment, and no evidence
of a high incidence of malignant diseases has been
demonstrated in these patients. Finally, concomitant
fibromyalgia deserves attention, since its coexistence
with SpA leads to a poorer treatment response and
more switches of anti-TNF treatments. In this review,
we show an update of the most common comorbidities
in patients with SpA, and we discuss the latest evidence
on the management of such comorbidities.

INTRODUCTION
Spondyloarthritis (SpA) is a heterogeneous
inflammatory rheumatic disease that can
involve both the axial skeleton and sacroiliac
joints, but patients can also present with per-
ipheral symptoms, including arthritis, enthe-
sitis or dactylitis, as well as extra-
musculoskeletal manifestations (uveitis, psor-
iasis and inflammatory bowel disease (IBD)).1

SpA features usually appear as
a consequence of the activation of inflamma-
tory pathways triggered by gut dysbiosis,
mechanical stress and genetic factors. How-
ever, during the clinical course of the disease,
patients with SpA may also suffer from other
coexistent clinical disorders that appear as
a consequence of persistent inflammatory
activity and/or treatment (named
‘comorbidities’),2 that is, manifestations with
aetiopathogenic mechanisms different from

those of rheumatic disease (figure 1). In
both SpA features and comorbidities, genetics
plays a key role in the development of such
disorders.
An increased prevalence of comorbidities

in patients with SpA than in the general
population has been described,3 leading to
a greater functional impairment, poorer
quality of life, excess work disability and
mortality.4 5 This high impact of comorbid-
ities in SpA (and in rheumatic diseases in
general) resulted in the publication of the
EULAR recommendations for reporting,
screening and preventing comorbidities in
chronic inflammatory rheumatic diseases in
clinical practice.6

In this review, we will describe these comor-
bidities (grouped in osteoporosis, cardiovas-
cular diseases (CVDs), infections, malignant
diseases and fibromyalgia (FM)), their risk
factors and management.
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Key messages

What is already known about this subject?
► An increased prevalence of comorbidities in

Spondyloarthritis (SpA) patients than in the general
population has been described, leading to a greater
functional impairment, poorer quality of life, excess
work disability and mortality.

What does this study add?
► In this review, we show an update of the most

common comorbidities in SpA patients, and we
discuss the latest evidence on the management of
such comorbidities.

How might this impact on clinical practice?
► Osteoporosis is the most frequent comorbidity in SpA

patients, mainly explained by disease activity.
► Screening recommendations for patients with SpA

are identical to the general population, except for
inflammatory bowel disease-associated colorectal
cancer and skin cancer.

► Specific recommendations for vaccination for
patients with rheumatic diseases should be applied.
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OSTEOPOROSIS
Osteoporosis is the most frequent comorbidity among
patients with SpA, with a prevalence of 13.4% (95% CI
12.3 to 14.4).3 Causes of low bonemineral density (BMD)
in patients with SpA seem to be different than in the
general population, since SpA typically affects young
men and glucocorticoids are rarely used (except in
patients with IBD or peripheral articular involvement).7

In patients with SpA, the main risk factors associated with
low BMD are inflammation as imaged by MRI and sys-
temic inflammation evaluated by Creactive protein
(CRP) or erythrocyte sedimentation rate8; however, base-
line inflammation parameters do not determine long-
term bone loss.9 10 The association between inflammation
and low BMD in SpA was confirmed through the study of
the potential positive bone effect of anti-inflammatory
drugs. Briot et al demonstrated that patients receiving
anti-tumour necrosis factor (anti-TNF) therapy showed
a significant increase in BMD in the lumbar spine over
2 years of follow-up in comparison with patients not
receiving anti-TNF therapy.9 Moreover, patients not
receiving anti-TNF therapy showed a decrease in hip
BMD, in contrast with patients receiving anti-TNF ther-
apy. The rationale of this association could be the role of
TNF-alpha in bone resorption and formation, since TNF-
alpha enhances osteoclast activity and inhibits osteoclast
apoptosis.7 11 However, this beneficial effect of anti-
inflammatory therapy on BMD could also be explained
by the amelioration of mobility-related to pain relief and
increased activity.5

Vertebral fractures (VFs)
The prevalence of vertebral fractures (VFs) among the
SpA population is controversial, and it has been reported
to be between 6% and 20%, depending on the
cohort.12–15 However, this prevalence is lower in recent
axial SpA cohorts, in which this prevalence is approxi-
mately 3.0% with an incidence of new VF of 1.1% over
5 years of follow-up.16 The majority of VFs in these
patients are located at the level of the thoracic spine,
which is also the most frequent location of vertebral
deformities (due to anterior corner erosions, squaring
and wedging).
Spinal fractures are a different entity and should be

distinguished from VFs, since they are not related to low
BMD and should not be considered a comorbidity. They
can occur after a trauma in patients with an ankylosed
spine, and their hallmark is an injured posterior osteoli-
gamentous component seen in MRI or in CT.17

Management of osteoporosis
To date, there are no specific recommendations for
osteoporosis management in patients with SpA. French
experts in comorbidities and rheumatic diseases devel-
oped some recommendations taking into account the
current state of knowledge in the field.18 These recom-
mendations stated that a patient with a rheumatic inflam-
matory disease should have at least once an assessment of
their bone mass densitometry. Dual-energy X-ray absorp-
tiometry (DXA) is the most common method to evaluate
BMD in the spine and hip. However, syndesmophytesmay
lead to an artificial increase in BMD in the lumbar spine
in patients with SpA. For this reason, hip DXA is sug-
gested as a preferred method to evaluate BMD in patients
with lumbar syndesmophytes.19

In 2016, Briot et al recommended the use of avail-
able guidelines for osteoporotic patients in patients
with SpA with severe osteoporosis and/or prevalent
fractures, while standard anti-inflammatory treatment
such anti-TNF (if indicated) can be used in patients
without any prevalent non-traumatic fractures.19 In
2009, the Canadian Dermatology-Rheumatology
Comorbidity Initiative group developed practical
recommendations for managing comorbidities
(including osteoporosis) in patients with rheumatoid
arthritis (RA), psoriatic arthritis (PsA) and cutaneous
psoriasis.20 This group recommended using standar-
dised tools/risk profiling in the assessment of osteo-
porosis risk in these patients. Moreover, the evaluation
for fracture risk should be considered in male patients
with SpA, older than 50 years but also younger with
persistent active disease, long disease duration, low
BMI and ankyloses, since this is the profile of SpA
patients with a high risk of fracture.19

In conclusion, in patients without any prevalent non-
traumatic fracture, controlling inflammation would be
the first option in the management of low BMD, while
specific anti-osteoporotic drugs should be used only in
patients with severe osteoporosis and/or prevalent
fractures.

CARDIOVASCULAR DISEASE
The term CVD refers to ischaemic heart disease (IHD),
cerebrovascular disease, peripheral vascular disease and
venous thromboembolism (VTE), while major adverse
cardiac events include acute myocardial infarction (MI)
and cerebrovascular accident (CVA).21 Increased mortal-
ity in patients with SpA with regard to the general popula-
tion has been described, which is largely explained by the
higher incidence of CVD in these patients. Patients with
axSpA have shown an increased risk for cardiovascular
and cerebrovascular mortality in comparison with the
general population. A Swedish population-based cohort
study showed an increased risk of all-cause mortality in
patients with ankylosing spondylitis (AS) adjusted for age
and sex (HR 1.60, 95% CI 1.44 to 1.77) in comparison
with the general population, with CVD being the major

Figure 1 Spondyloarthritis features versus comorbidities.
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cause of death.22 Similarly, another large population-
based study conducted in Canada showed an HR for
vascular death (cardiovascular or cerebrovascular) in AS
of 1.36 (95%CI 1.13 to 1.65) in comparison with controls,
while this increased risk was more important in men than
in women (HR 1.46 vs HR 1.24, respectively).23 Both
studies found that mortality predictors weremale gender,
older age, lower level of education and the presence of
classic CV risk factors, such as diabetes mellitus or kidney
disease.
Atherosclerosis is considered one of the most impor-

tant causes of increased mortality in patients with SpA,
with inflammation playing a key role in the acceleration
of atherogenesis. Chronic inflammatory status can con-
tribute to the development of atheromatous plaques in all
stages, from early atheroma formation to plaque instabil-
ity and finally thrombus formation, with the subsequent
vascular event.24 In many cases, these atheromatous pla-
ques may be subclinical and be detected in people with-
out clinically evident CVD. In fact, González-Juanetey and
collaborators demonstrated that patients with AS without
CVD showed a high prevalence of subclinical macrovas-
cular atherosclerotic disease with an increase in carotid
intima-media thickness and carotid plaques, being more
severe in patients with higher disease activity and support-
ing the association between CVD and inflammation.24

Ischaemic heart disease (IHD) and myocardial infarction (MI)
A worldwide study in patients with SpA showed an IHD
global prevalence of 2.7% (95% CI 2.2 to 3.2), with this
prevalence differing between countries and geographic
areas.25 A recent study showed a relative risk for a first
acute coronary syndrome in patients with AS of 1.3 (95%
CI 1.0 to 1.7) compared with the general population,
being slightly lower than that in patients with RA, who
showed an HR of 1.7 (95% CI 1.4 to 2.1).26 Patients with
PsA have also shown an increased risk for MI in those
using and not using disease-modifying anti-rheumatic
drugs (DMARDs) (HR 1.36, 95% CI 1.04 to 1.77 and
HR 1.36, 95% CI 1.01 to 1.84, respectively).27 This
increased risk of IHD and MI may be the consequence
of an interplay among traditional CV risk factors, sys-
temic inflammation and treatment characteristics, in
which the use of non-steroidal anti-inflammatory drugs
(NSAIDs) represents the cornerstone treatment in
patients with SpA.

Other cardiovascular manifestations
Stroke or CVA show a prevalence of 1.3% (95% CI 0.9 to
1.7) in the worldwide SpA population.3 Stroke incidence
has been widely studied in the Swedish Population
National Patient Register, showing an incidence rate of
5.4 and 5.9 stroke events per 1000 person-years at risk in
patients with AS and PsA, respectively, compared with 4.7
in the general population.28 This represents an increased
risk of 1.25 (95%CI 1.06 to 1.48) and 1.34 (95%CI 1.22 to
1.48) for patients with AS and PsA in comparison with the
general population, although another study suggested

that this higher risk in PsA is not as evident after stratifica-
tion for treatment.27

In recent years, new studies focused on the evaluation
of VTE (including pulmonary embolism and deep venous
thrombosis) have been published. Among Canadian
patients with patients, the risk of VTE was 1.53 (95% CI
1.16 to 2.01) in comparison with the general population,
while among Swedish patients with AS, it was 1.4 (95% CI
1.1 to 1.9), showing a 50% increased risk of this event
compared with the general population.26 28 29 This
increased risk could be explained by the chronic produc-
tion of inflammatory cytokines (such as TNF-alpha and
IL-16) and CRP, which leads to a hypercoagulable state.

Cardiovascular risk factors
CV risk factors can be classified as ‘modifiable’ (smoking,
obesity, hypertension, diabetes and dyslipidaemia) and
‘non-modifiable’ (age, gender and family history of
CVD). The COMOSPA study showed hypertension as
the most prevalent CV risk factor among patients with
SpA (33.5%, 95% CI 32 to 35).3 However, this prevalence
is even higher among patients with PsA, ranging from
20% to 47% depending on the cohort.30–32 The preva-
lence of dyslipidaemia is also higher among patients with
SpA in comparison with the general population (19.1% vs
12.7%, respectively), rising to 50% in some PsA US
cohorts.32 33 This greater prevalence of CV risk factors
among patients with PsA in comparison with other popu-
lations could be explained by the well-known association
between cutaneous psoriasis and metabolic disorders.34

Smoking seems to be the second most prevalent risk
factor for CV disease in patients with SpA (29.3%, CI
27.9 to 30.4). Moreover, a higher prevalence of smokers
has been described among patients with SpA with an axial
phenotype than among those with a peripheral
phenotype,11 which is associated with structural progres-
sion and ankylosis.35

SpA treatment and CVD
SpA treatment can also play a role in the increase in CVD.
NSAIDs are the cornerstone in the management of these
patients. These drugs inhibit the cyclo-oxygenase (COX)
enzyme, responsible for converting arachidonic acid into
prostaglandins, which act as mediators of inflammation
and pain. COX-1 is present under physiological condi-
tions, while COX-2 is induced only under inflammatory
and damaged tissue conditions. The inhibition of the
COX-1 isoform leads to anti-aggregation and vasodilating
status, while the inhibition of the COX-2 isoform leads to
a pro-thrombotic and vasoconstricted status.36 In recent
years, some studies have shown that the cardiovascular
adverse effects of NSAIDs do not depend only on specific
COX inhibition, demonstrating a similar vascular risk
between cyclo-oxygenase-2 inhibitors and other non-
selective NSAIDs.36 37 Studies evaluating the effect of
NSAIDs on CVD show contradictory results, depending
on the study population and on the type of NSAIDs. In
2011, Bakland et al showed an inverse association between
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mortality and NSAID use in patients with SpA.4 Similarly,
another study showed a significant association between
traditional NSAID use and CVD mortality reduction
among patients with SpA aged 66 years or older.23 On
the other hand, Dubreuil et al demonstrated that current
use of diclofenac was associated with MI in patients with
SpA (OR 3.3, 95% CI 1.57 to 7.0) regardless of age, while
the association with the use of naproxen was not
significant.33 These results suggest distinct effect of
diverse NSAID regimens on CV disease, which could
help clinical decision-making specially in patients at
increased risk of cardiovascular disorders.

Management of CVD
The COMOSPA study provided knowledge not only for
the prevalence of comorbidities but also for the evalua-
tion of the gap between the available recommendations
and their implementation in daily clinical practice.3 In
fact, only 50.5% of patients were optimally monitored for
CVD (all measurable risk factors for CV disease moni-
tored at least once during the previous year),38 showing
high variability among countries. Two risk prediction
algorithms are usually used to calculate a 10-year risk of
CVD events: the FraminghamRisk Score (validated in the
North American population) and the Systematic Coron-
ary Risk Evaluation (SCORE) (validated in the European
population). When the CVD risk evaluated with the Fra-
mingham Risk Score exceeds a 10-year risk of 10% for
fatal or non-fatal CVD events or when the SCORE exceeds
a 10-year risk of 5% for fatal CVD events, lipid-lowering
treatment and lifestyle changes are recommended.39 40 In
2017, the update of the 2015/2016 EULAR recommenda-
tions for cardiovascular disease management in patients
with chronic inflammatory joint diseases (IJDs) was
published.41 These recommendations emphasise the
importance of optimally controlling disease activity to
lower CVD risk in patients with IJD, since the number
and duration of flares over time seems to contribute to
the CVD risk.42 Moreover, according to these recommen-
dations, CVD risk should be assessed at least once every
5 years, which is in line with the 2016 European Guide-
lines on cardiovascular disease prevention in clinical
practice.43 Finally, CVD risk management should be con-
ducted according to the national guidelines in patients
with IJD, and NSAIDs in these patients should be pre-
scribed with caution, especially in patients with previous
CVD or in those with the presence of CVD risk factors.

INFECTIONS
Data on infections in SpA are scarce and come mainly
from randomised controlled trials (RCTs). A few meta-
analyses have evaluated the risk of serious infections in
patients with SpA exposed and not exposed to biological
treatment. In 2010, a meta-analysis of randomised pla-
cebo-controlled trials showed a risk of serious infection,
between 0% and 0.9%, in patients with SpA not exposed
to anti-TNF, while the risk of serious infections in exposed

patients ranged from 0% to 2.9%, with the rate of serious
infections being non-significant between both groups.44

Other recent meta-analysis showed similar results, con-
firming there is no increased risk of infections associated
with anti-TNF therapy in these patients.45 46

Management of infections
The scarce serious infections reported in some studies were
both viral and bacterial infections. Although these adverse
events in patients with SpA are not very frequent, specific
recommendations for vaccination for patients with rheu-
matic disease have been published.47 In these patients,
vaccination should be preferably administered prior to
planned immunosuppression, with seasonal influenza and
pneumococcal vaccination strongly recommended. Despite
these recommendations, the COMOSPA study demon-
strated a non-optimal rate of vaccination in these patients,
showing that only 17.3% received a pneumococcal vaccina-
tion within the past 5 years, and 30% received an influenza
vaccination within the past 12 months.3 A recent clinical
trial (COMEDSPA, NCT02374749) demonstrated that
a nurse-led programme can improve the percentage of
patients receiving vaccination; for patients who visited
a nurse checking for comorbidities, 28.6% (influenza)
and 40.0% (pneumococcal) received vaccinations, com-
pared with 9.9% (influenza) and 21.1% (pneumococcal)
of patients who did not have a comorbidity check by the
nurse.48

MALIGNANT DISEASES
In the COMOSPA study, the overall prevalence of any
type of cancer was 3.0% (95% CI 2.46 to 3.52), with
cervical cancer being the most prevalent (1.2%, 95% CI
0.3 to 1.7), which can be explained by the fact that specific
cancer screening programmes in females are well
established.3 However, some studies have reported that
the risk formalignancy between patients with SpA and the
general population is comparable.49 50 The risk of color-
ectal cancer (CRC) is increased in patients with IBD,
which can coexist with SpA; however, the increased risk
of CRC in these patients has not been confirmed.51 An
increased risk of skin cancer has been reported in
patients using p-UVA and UVB therapy, which is widely
used in patients with psoriasis.52 However, studies con-
cerning anti-TNF therapy have not reported an increased
risk for malignant diseases in this population. A recent
study including 8703 patients with SpA initiating a first
anti-TNF therapy did not report an increased risk of
cancer in exposed patients.49 These results were con-
firmed in a meta-analysis, which concluded the absence
of an association between anti-TNF agents and cancer risk
in patients with SpA.45

Patients with SpA with IBD may have a greater risk of
gastrointestinal cancer. Crohn’s colitis and ulcerative are
associated with a high risk of CRC, while the risk of small
bowel adenocarcinoma in patients with Crohn’s enteritis

RMD Open

4 López-Medina C, Molto A. RMD Open 2020;6:e001135. doi:10.1136/rmdopen-2019-001135

 on A
pril 4, 2024 by guest. P

rotected by copyright.
http://rm

dopen.bm
j.com

/
R

M
D

 O
pen: first published as 10.1136/rm

dopen-2019-001135 on 5 S
eptem

ber 2020. D
ow

nloaded from
 

http://rmdopen.bmj.com/


is greatly elevated in comparison with the general
population.53

Management of malignant diseases
Screening recommendations for patients with SpA are
identical to the general population, except for IBD-
associated CRC and skin cancer. Surveillance for colitis-
associated dysplasia in patients with Crohn’s disease
should begin 8–10 years after the diagnosis at intervals
that are determined by risk factors (such as primary
sclerosis cholangitis, pan-ulcerative colitis, active inflam-
mation, pseudopolyps or a family history of colorectal
carcinoma).54 For skin cancer, a consensus based on
systematic literature review and an expert consensus
agreed that individuals ever exposed to DMARDs should
visit a dermatologist one per year.55 Nevertheless, their
implementation is not optimal. For example, the
COMOSPA study showed that only 10.7% of patients
exposed to bDMARDs were optimally screened for skin
cancer.3Moreover, only 32.7% and 44.0%of patients with
SpA were in agreement with the recommendations for
CRC and breast cancer prevention, respectively.

FIBROMYALGIA
Fibromyalgia (FM) is a chronic condition characterised
by the presence of pain, as the dominant symptom, asso-
ciated with fatigue, non-refreshed sleep, mood distur-
bance and cognitive impairment.56 The prevalence of
FM in the general population ranges from 2% to 7%,
while in patients with SpA, this percentage increases to
25%.57 58 However, this prevalence varies depending on
the application of the different FM criteria. Baraliakos
et al demonstrated that the prevalence of coexistent FM
using the 2010 criteria was significantly higher than that
using the 1990 criteria (24% vs 14%, respectively) in the
same cohort,59 while Moltó et al demonstrated that the
prevalence using the FiRST questionnaire60 was even
higher (37.8%), confirming that concomitant FM is
more frequent in patients with SpA (especially in
women with peripheral enthesitis) but not more than in
other rheumatic diseases.61 The evaluation of FM in
patients with SpA is of particular interest since the coex-
istence of this comorbidity leads to an impact on treat-
ment and patientmanagement. It has been demonstrated
that concomitant FM has a significant impact on the anti-
TNF response after 12 weeks of follow-up, but only when
this response is evaluated by patient-reported outcomes
and not by objective biological parameters (ie, CRP).61

Moreover, patients with FM are more likely to switch to
other anti-TNF treatments, and the retention rate of the
first anti-TNF treatment is shorter in comparison with
patients without FM.62

Management of fibromyalgia
The EULAR revised recommendations for the manage-
ment of FM published in 2017 should be used in these
patients.63 The overarching principles of these

recommendations are, first, to comprehensively assess
pain, function and psychosocial context; and, second, the
objective of the management of FM is to improve health-
related quality of life using a multidisciplinary approach
that combines pharmacological and non-pharmacological
treatment modalities. The first step is the use of exercise,
given its effect on pain, physical function and well-being
(without distinction between aerobic or anaerobic exer-
cise). Meditative movement therapies or mindfulness-
based stress reduction are also strongly recommended,
since they improve sleep and quality of life, as well as
physical therapies (acupuncture or hydrotherapy). Hyp-
notherapy, massage and other alternative therapies are
not recommended because of a lack of effectiveness. In
the case of a lack of effect of the above non-pharmaceutical
treatments, pharmacological therapies should be consid-
ered, especially for patients with severe pain (duloxetine,
pregabalin, tramadol) or sleep disturbance (amitriptyline,
cyclobenzaprine, pregabalin). NSAIDs, monoamine oxi-
dase inhibitors, selective serotonin reuptake inhibitors
and strong opioids are not recommended because of
a lack of efficacy and the risk of side effects.

Implementation of management of comorbidities in clinical
practice: the ‘systematic review’
As we have previously exposed, recent studies have high-
lighted that a gap exists between recommendations for
screening/management of comorbidities and their
implementation in patients with SpA.3 64 Some have
even suggested that their comorbidities management
would be worse than the general population. One of the
reasonsmight be the belief by general practitioners (GPs)
(and even patients themselves) that rheumatologists are
the leading physician in the management of these
patients, including their comorbidities; furthermore, it
is very unlikely for GPs to be familiar with all the specific
recommendations for comorbidities management in
patients with chronic rheumatic inflammatory diseases;
finally, it is also possible that GP’s are reluctant to pre-
scribe some drugs or administer vaccines, particularly in
patients treated with bDMARDs, for fear of drug-
reactions/interactions.
On the other hand, it is very unlikely that jobbing

rheumatologists will find the time in their 10–15 min out-
patient visit to also check for comorbidities with the cur-
rently available tools.
Nevertheless, recent studies have suggested that sys-

tematic screening of comorbidities improves its
management.48 65

In the light of these remarks emerged the idea of the
‘systematic annual review’ to be performed in all patients
with chronic rheumatic inflammatory diseases, including
SpA. This optimal management of patients with SpA
includes a holistic approach which usually necessitates
the collaboration of different health professionals (eg,
rheumatologists, nurses, physiotherapists, . . .). This
approach has been recognised by international scientific
societies66 and healthcare providers,67 by recommending
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a ‘period systematic review’: this review includes usually
the clinical measurements needed to be repeated, educa-
tional programmes, evaluation of adherence to treatment
and of course then systematic screening of comorbidities
and their management.
Some data have suggested that a nurse intervention

might be of great help in implementing this ‘systematic
review’ and improve management of comorbidities. The
COMEDSPA study demonstrated that the number of
patients in agreement with recommendations for influ-
enza and pneumococcal vaccination were significantly
higher among patients who received a nurse intervention
programme (28.6% vs 9.9% and 40.0% vs 21.1% for
influenza and pneumococcal vaccination, respectively).
Similarly, skin cancer screening (36.3% vs 17.2% for the
active vs control group) and vitamin D supplementation
initiation (22.6% vs 8.7%) were more frequently per-
formed in the active group.48

CONCLUSIONS
There is evidence of the high prevalence of comorbid-
ities in patients with SpA, which leads to an important
impact on the burden of disease and on healthcare
resources. Osteoporosis is the most prevalent comorbid-
ity in these patients and is mainly caused by systemic
inflammation and a lack of mobility. CVD explains the
increased mortality in patients with SpA in comparison
with the general population, with atherosclerosis being
one of the most important causes. Data on severe infec-
tions in daily clinical practice are scarce, but data from
RCTs show a low incidence of infections both in patients
with and without immunosuppressive treatment. There
is no evidence of a high incidence of malignant diseases,
except for skin cancer in patients with psoriasis who
received p-UVA and UVB therapy. Concomitant FM
deserves attention, since its coexistence with SpA leads
to a poorer treatment response and more switches of
anti-TNF treatments. Periodic holistic review for
patients with SpA, including systematic screening for
comorbidities, might be the key to improve its manage-
ment, and nurses might play an essential role in the
implementation of such reviews.
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