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Abstract: Details continue to emerge on psori-
atic arthritis, expanding our understanding of
its pathogenesis and clinical features. This has
led to the evolution of management guidelines,
which now recognize additional disease mani-
festations. In this rapidly changing area, it is
timely to review the latest evidence and discuss
whether management strategies are meeting
patients’ needs.
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PSORIATIC ARTHRITIS:
A HETEROGENOUS DISEASE
WITH DISTINCT PHENOTYPES
AND DIVERSE MANIFESTATIONS

Our deeper understanding of the immunologi-
cal mechanisms of psoriatic arthritis (PsA) has,
in recent years, driven the development of sev-
eral new therapeutic options for this disease.
Combined with improved treatment strategies,

advances in imaging techniques, and recogni-
tion of the heterogeneity of PsA, we are pro-
gressively improving the management of this
disease [1].

Treatment and classification guidelines now
identify up to six PsA disease domains: periph-
eral arthritis, enthesitis, dactylitis, spondylitis,
and skin and nail psoriasis [2–4]. Patients can
present with a unique combination and severity
of these disease domains, leading to an indi-
vidual burden of disease [5]. Additionally,
patients with PsA are prone to comorbidities,
such as obesity, metabolic syndrome, non-al-
coholic fatty liver disease, and cardiovascular
disease, which further contribute to disease
heterogeneity and can complicate disease
management [6].

This heterogeneity also means that diagnos-
ing PsA can present a substantial clinical chal-
lenge [7]. The disease was initially defined as an
inflammatory arthritis with coinciding psoriasis
that is usually negative for rheumatoid factor
[8]—a definition that has since been redefined
to accommodate the possibility of additional
features, including family history of psoriasis,
dactylitis, enthesitis, and nail dystrophy [2].
Despite this redefinition, PsA presentation can
be similar to other arthropathies and diagnosis,
and therefore remains a challenge. Symmetrical
polyarticular PsA can be misdiagnosed as
rheumatoid arthritis (RA), both PsA and
osteoarthritis can affect the distal interpha-
langeal (DIP) joints, and psoriatic polyenthesitis
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may be indistinguishable from fibromyalgia
[9–11]. Differential diagnosis becomes particu-
larly difficult in patients without other mani-
festations of PsA, such as skin, nail, and DIP
joint involvement. The accurate diagnosis of
PsA is essential considering its peculiarities of
genetics and mechanistics [10, 12] that result in
distinct disease progression and prognosis
[13–15].

The classical distinction of PsA into five
phenotypes—symmetrical polyarthritis, asym-
metrical oligoarthritis and monoarthritis,
arthritis mutilans, predominant DIP joint and
predominant spondyloarthritis—is still valid,
although the enthesitic subtype should be
added [16]. Oligoarticular PsA, a less erosive
form of disease, is more commonly reported in
early disease and can progress to the more ero-
sive polyarticular disease [16–19]. This disease
progression, along with inconsistent definitions
of oligoarticular and polyarticular PsA, may
contribute to the variability in estimates of the
prevalence of oligoarticular PsA, which range
from 13 to 65% [16].

Given the unique presentation of disease in
individual patients, early diagnosis and pheno-
typic classification of PsA could enable specific
treatment strategies that target distinct needs
associated with each phenotype. Effective
application of an appropriately tailored disease
management approach may halt progression to
the polyarticular phenotype—a concept sup-
ported by data suggesting an early diagnosis can
improve long-term outcomes [20].

OLIGOARTICULAR PSA: A DISTINCT
DISEASE PHENOTYPE

Clinical Challenges in Classification

The well-established clinical definition of an
oligoarticular PsA phenotype is the involve-
ment of fewer than five active joints at a distinct
timepoint [7]. However, the methodology used
to measure joint activity can vary, resulting in
non-uniform classification of patients.

The Group for Research and Assessment of
Psoriasis and Psoriatic Arthritis and the Out-
come Measures in Rheumatology (OMERACT)

group recommends evaluating 66 joints using
the swollen joint count (SJC) and 68 joints
using the tender joint count (TJC) (66/68-joint
count) for the assessment of peripheral arthritis
[21, 22]. In some clinical trials, and in general
clinical practice, reduced joint counts (28- and
44-joint counts) originally designed for use in
RA may be implemented. However, an evalua-
tion of both these methods in patients with
oligoarticular PsA concluded that disease activ-
ity cannot be accurately assessed using a
reduced joint count due to the potential for
active joints to be missed [22]. Another system
to evaluate the number of affected joints is to
consider all joints ever involved (cumulative
joint count). However, this system seems more
appropriate for research studies than for clinical
assessment [23]. Furthermore, the classification
of PsA becomes more complicated when
advanced imaging techniques are used, since
detection of asymptomatic inflammation via
imaging may result in reclassification of
patients from oligoarticular to polyarticular PsA
[19, 24].

Overall, the key in the clinic is consistency of
assessment in order to allow phenotypic com-
parisons that guide clinical decision-making.
The most convenient method to evaluate the
pattern and activity of peripheral joint disease
in clinical practice appears to be examination
using the 66/68-joint count at a specific
timepoint.

Unmet Clinical Need in Oligoarticular PsA

The Multinational Assessment of Psoriasis and
Psoriatic Arthritis study revealed that patients
are being undertreated, with 59% receiving no
therapy for their PsA. More than half of patients
receiving conventional disease-modifying anti-
rheumatic drugs [cDMARDs; with 69% receiv-
ing methotrexate (MTX)] found their therapy
burdensome, which was most commonly
attributed to side effects and the need for labo-
ratory monitoring [5]. Another study reported
that two-thirds of patients with PsA experience
residual disease, with almost half of these hav-
ing moderate-to-high disease activity [25].
Treatments were not being adjusted in these
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patients, despite 74% receiving cDMARDs or
their first biological tumor necrosis factor (TNF)
inhibitor [25].

Increased joint involvement is associated
with an elevated burden of disease, as measured
by the eight-item Health Assessment Question-
naire Disability Index [5]. However, this mea-
sure also revealed that the presence of dactylitis
and enthesitis can distinguish a more burden-
some disease in patients with PsA [5]. Despite
oligoarticular PsA being considered less severe
than polyarticular disease, these patients still
present with multiple domain involvement,
notably dactylitis and enthesitis [22, 23]. Inter-
estingly, one study reported a higher prevalence
of axial symptoms, dactylitis, and comorbidities
in oligoarticular PsA compared to polyarticular
PsA [26]. Potentially, therefore, oligoarticular
PsA in the presence of additional disease
domains and comorbid conditions may be
identified as a phenotype associated with a
specific unmet need.

TREATING TO PHENOTYPE:
PRACTICAL IMPLICATIONS
IN THE CLINIC

Therapeutic success can be difficult to assess in
PsA due to the involvement of multiple disease
domains of varied severity and a lack of con-
sensus on validated outcome measures [27].
Due to the heterogenous needs of the individual
patient, a low disease state is considered an
appropriate goal when full remission is not
achievable [28].

Minimal disease activity (MDA), which has
been used as a treatment goal in rheumatic
diseases such as RA, is defined for PsA based on
the key disease domains identified by the
OMERACT group [2, 29]. The PsA MDA criteria
are based on cut-off values within multiple
disease domains: joint and skin involvement,
patient pain, global activity, enthesitis, and
health-related quality of life [29].

The TIght COntrol of inflammation in early
PsA (TICOPA) trial established that a tight
control (TC) treatment approach (whereby
treatment doses or options are escalated at
4-weekly periods, based on a predetermined

paradigm, if MDA was not achieved) signifi-
cantly improves the achievement of MDA in
patients with PsA, compared with a standard-of-
care approach. In TICOPA, most patients
received MTX, with 82% of the TC group
reaching a target dose of 25 mg at 12 weeks. A
higher frequency of adverse events was
observed in the TC group, which was associated
with the rapid escalation of MTX dose [30].

Two studies analyzing data from the TICOPA
trial, either in patients who received MTX or the
entire cohort (91% receiving MTX), showed
that improvements in individual disease activ-
ity measures, such as SJC and TJC, and com-
posite measures, such as the PsA Disease
Activity Score and American College of
Rheumatology 20% improvement criteria, were
better at 12 weeks in patients with polyarticular
PsA compared with oligoarticular PsA [31, 32].
However, the proportion of patients achieving
MDA at 12 weeks was higher in the oligoartic-
ular PsA group [31]. This may be explained by
the fact that MDA consists of cut-off values, so a
patient group with lower baseline disease
activity is more likely to achieve MDA despite a
smaller improvement in the number of
inflamed joints. Additionally, an analysis of cost
per quality-adjusted life-year in the TICOPA
trial showed that value for money was worse
when using a TC approach in the oligoarticular
PsA subgroup compared with polyarticular PsA
[33].

A further explanation for the small response
observed in disease domains in the oligoarticu-
lar PsA subgroup is that MTX may not be as
effective in treating oligoarticular PsA as pol-
yarticular PsA [32], a conclusion that seems to
be supported by data from the MTX in PsA
(MIPA) trial. In the MIPA trial, MTX, albeit at a
lower dose (15 mg/week) than TICOPA,
demonstrated no significant effect in patients
with PsA compared with placebo, and any effect
of MTX was reduced in patients with oligoar-
ticular PsA compared with polyarticular PsA
[34].

Variations in the predictors of drug survival
between oligoarticular and polyarticular PsA
support the distinction of these two subgroups
as unique phenotypes of PsA. An observational
study assessing the performance of anti-TNF

Rheumatol Ther (2018) 5:311–316 313



therapy in oligoarticular and polyarticular PsA
observed comparable 2-year survival rates in the
two PsA phenotypes. However, the study noted
differences for patient sex, whereby females
with oligoarticular PsA were more likely to dis-
continue the therapy than males, and for the
type of drug, with patients with polyarticular
PsA receiving etanercept more likely to con-
tinue therapy than those receiving adalimumab
[35].

Recent treatment guidelines do not recom-
mend the use of cDMARDs in some of the dis-
ease domains of PsA, such as enthesitis and axial
symptoms [3, 4] or dactylitis [4], due to limited
evidence of cDMARD effectiveness in these
domains [3, 36]. Treatment regimens should
utilize and tailor new therapies to the pheno-
type of disease, considering all PsA disease
manifestations, the presence of comorbid con-
ditions and the need for continued monitoring
once treatment has been initiated [3, 7]. No
discrete indications are provided for the treat-
ment of oligoarticular or polyarticular PsA,
given the lack of evidence on this topic. Overall,
the issue of a therapy specifically targeting
oligoarticular PsA has not been properly
addressed, and studies in this field are needed.

Addressing the needs of distinct PsA pheno-
types is achievable using the currently available
therapeutic tools; however, disease management
practices must evolve to combine our under-
standing of a patient’s unique needs alongside
the distinct properties of each therapy.
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