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Psoriasisarthritis

Manfred Herold

1 Introduction

Psoriatic arthritis (PsA) is a chronic, inflammatory arthropathy associated with
psoriasis. Joint pain, stiffness and swelling are the main symptoms of PsA which
affects peripheral joints, spine, and entheses and is characterized by diverse phe-
notypic subtypes and a variable clinical course. 5 to 7 % of patients with psoriasis
are affected. Untreated, this disorder may result in joint damage with significant
functional impairment, disability, reduced quality of life and increased mortality.

2 Diagnostic criteria

For many years the Moll and Wright criteria [1], based on five distinct clinical
subsets (oligoarticular asymmetric arthritis, polyarticular arthritis, distal interpha-
langeal joint predominant, spondylitis predominant, and arthritis mutilans), have
been used for the classification of PsA. According to these criteria, PsA can be clas-
sified in a patient who has psoriasis, an inflammatory form of arthritis, is negative
for rheumatoid factor, and shows one of five distinct clinical subsets (Table 1).

Table 1. Clinical subtypes for psoriatic arthritis described by Moll and Wright [1]. To diag-
nose psoriatic arthritis a patient with psoriasis, inflammatory arthritis and rheumafactor
negative must present one of the five clinical subtypes.With these criteria specificity is 98 %
and sensitivity 91%. The frequency is estimated according to different publications.

Type Clinical Subtypes Frequency

I distal interphalangeal joint predominant as for osteoarthritis 5 %

II arthritis mutilans 5 %

III symmetrical polyarthritis as in RA 15 %

IV oligoarticular asymmetric arthritis, often HLA-B27 positive 70 %

V spondylitis predominant, HLA-B27 positive 5 %
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Over the last few years, several classification criteria for PsA have been pro-
posed [2] and used in literature but none of them have been accepted as the
best to define patients with PsA. In 2006 the CASPAR (ClASsification criteria for
Psoriatic ARthritis) study group developed a new classification scheme based on
extensive analysis of over 500 patients with PsA and more than 500 patients with
other types of inflammatory arthritis serving as controls [3]. According to the
CASPAR criteria, a disease may be classified as PsA in the presence of an estab-
lished, inflammatory, articular disease with at least 3 points from the following
features:

– current psoriasis (assigned a score of 2; all other features are assigned a score
of 1),

– a history of psoriasis (unless current psoriasis is present),
– a family history of psoriasis (unless current psoriasis is present or there is a

history of psoriasis),
– dactylitis, juxta-articular new bone formation,
– rheumatoid factor negativity, and
– nail dystrophy (Table 2).

Skin involvement has the highest scoring with 2 points indicating that most pa-
tients have develop psoriasis before PsA.

Table 2. CASPAR criteria for psoriatic arthritis [3].

Presence of inflammatory articular disease (joint, spine, or entheseal) plus the
following features which are validated by points.

• Psoriasis current 2

history of Psoriasis 1

family history of Psoriasis 1 ∗
• Nail dystrophy 1

• negative rheumatoid factor 1

• dactylitis current 1

• history of dactylitis 1

• Radiographs (hand or foot)

with juxta-articular new bone formation 1 ∗∗
To meet the CASPAR 2006 classification criteria for psoriatic arthritis, a patient
must have inflammatory articular disease and ≥3 points from the remaining
categories. Criteria specificity is 98.7 % and sensitivity is 91.4 %.

∗ patient-reported history in a first- or second-degree relative.
∗∗as recorded by a rheumatologist.
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3 Requirements for family practitioners

An estimated 5–7 % of people with psoriasis also have psoriatic arthritis and the
annual incidence rate is close to 2 PsA cases per 100 psoriasis patients. The inci-
dence seems to be unrelated to the duration of psoriasis but several studies suggest
that the severity of psoriasis is associated with a higher risk of developing PsA (re-
viewed in [4]). Psoriatic arthritis usually begins between the ages of 30 and 55
years and has an equal sex distribution.

Diagnosis is mainly based on clinical symptoms. No specific laboratory tests
are known for PsA. Non-specific markers of inflammation such as ESR and CRP
may be elevated and correlate with the numbers of involved joints.

In clinical examination the arthritis presents with typical signs of inflammation
such as tenderness, warmness, swelling and limitation of motion. In the earliest
stage of PsA a monoarthritis of a knee is often reported.

In severe cases the erosive arthritis may cause a complete resorption of entire
phalanges resulting in a so called arthritis mutilans with clinical features including“

falling joints” or digital telescoping described as
“

opera glass finger” (Fig.1).Alter-
natively, spondylitis with stiffness and pain in lower back and neck resulting from
inflammation of the joints and discs in the spine may be the dominant clinical
symptom.

Joint pain can also occur without joint inflammation and the clinical sign of
swelling. Painful distal interphalangeal (DIP) joints are one of the possible distinct

Figure 1. Arthritis mutilans of finger 3 on the left hand and dactylitis of finger 3 on the
right hand (picture M. Herold 2005).
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Figure 2. Dactylitis of toe 4 and psoriasis associated nail dystrophy (picture M. Herold
2005).

features of PsA and might be misinterpreted as osteoarthritis of the DIP joints.
DIP arthritis or DIP arthropathy is usually associated with nail psoriasis.

Tenderness, pain and swelling over tendons may be caused by an inflamma-
tory involvement of the entheses. Achilles tendon and entheses of the lower limbs
are most often involved but other locations of tendon insertions (pelvis, thorax,
epicondyles) are also possible.

A further characteristic feature of PsA is dactylitis or
“

sausage-shaped digit”
(Fig. 2). Dactylitis is defined as diffuse and usually painful swelling of the entire
digit due to a combination of synovitis of interphalangeal joints in line and flexor
tenosynovitis.

4 Diagnostic measurement for experts

PsA is influenced by genetic factors and associated with human leukocyte antigen
(HLA) alleles including HLA-Cw6, HLA-B13, B-17, B-27 and others. Oligoarticu-
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lar (4 or fewer involved joints) or polyarticular (5 or more involved joints) asym-
metric arthritis are the most frequent patterns observed in patients with PsA.

Typical radiographic features have been described in PsA with signs of de-
structive and proliferative changes. In peripheral PsA, radiographs show marginal
erosions with adjacent bone proliferation, lack of periarticular demineralisation,
(sub)luxations, ankylosis and pencil-in-cup phenomena. Paravertebral soft tissue
calcifications, asymmetrical paravertebral ossification and signs of asymmetrical
sacroiliitis may be seen along the spine.

5 Management

Treatment of PsA depends on the symptoms and severity of the disease and should
be appropriately customised. A curative treatment does not exist, but, without
treatment, PsA may be disabling. In mild forms of the disease, nonsteroidal anti-
inflammatory drugs (NSAIDs), analgesics and low-dose glucocorticoids may be
used.Alternatively, infiltrative therapy with intra-articular glucocorticoids in single
joint involvement or enthesial inflammation may be appropriate. Nonresponders
and patients with severe peripheral arthritis should be treated with disease mod-
ifying antirheumatic drugs (DMARDs) as used in rheumatoid arthritis. In PsA,
methotrexate (MTX) is the most commonly used DMARD with efficacy on symp-
toms of arthritis and skin. Leflunomide has also shown effectiveness in PsA and
treating skin symptoms. Sulfasalazine may improve the symptoms of arthritis but
is ineffective on the skin. Cyclosporine can achieve rapid improvement of skin
lesions caused by psoriasis but is less effective in musculoskeletal symptoms. Anti-
malarials such as chloroquine and hydroxychloroquine are ineffective. In patients
with ankylosing spondylitis, DMARDs such as MTX, leflunomide or sulfasalazine
have been ineffective in treating axial manifestations. From this experience it can
be concluded that these DMARDs would also be ineffective in treating spinal symp-
toms of PsA.

TNF-α seems to play a central role in the pathogenesis of both PsA and psoria-
sis. The TNF-inhibitors etanercept, infliximab, adalimumab and golimumab have
been approved for the treatment of PsA and psoriasis [5]. All TNF-α inhibitors
have demonstrated their efficacy in different clinical disease expressions including
peripheral arthropathy, axial involvement, enthesopathy and skin manifestations.
Several controlled studies also demonstrated that TNF-α inhibitors are able to slow
down the radiological progression of PsA.
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