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Psoriatic arthritis is a chronic inflammatory disease
with diverse musculoskeletal and nonmusculoskeletal
manifestations, which makes diagnosis difficult. Early
recognition and treatment of symptomes, including
assessing for risk factors and common comorbidities,
as well as early referral to a specialist, can help
improve disease outcomes. New targeted therapies
are available under specialist guidance for patients
with moderate to severe disease.

KEY POINTS

« Early recognition of the clinical features of psoriatic arthritis
(PsA) is crucial to prevent joint damage and disability. Consider
PsA in patients who present with a swollen heel, digit or joint,
particularly those with a personal or family history of psoriasis.

« PsA has diverse clinical presentations including both
musculoskeletal and nonmusculoskeletal manifestations. As
well as joint inflammation, GPs should look for disease
involvement in skin, nails, eyes and the gastrointestinal tract.

« There are no laboratory biomarkers specific for the diagnosis
of PsA. Test results for human leukocyte antigen B27 are
often negative and inflammatory marker levels may be low.

« Patients with PsA are at increased risk of comorbidities,

including cardiovascular disease, obesity, diabetes and

depression. GPs play a central role in monitoring and
optimising management of these conditions.

Multidisciplinary input is beneficial and early referral to a

rheumatologist is recommended for all patients with PsA.

The severity of disease and the extent of joint and organ

involvement determines the approach to treatment of

PsA. Patients with moderate to severe disease warrant

early escalation to disease-modifying antirheumatic therapy.
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soriatic arthritis (PsA) is a chronic, inflammatory muscu-

loskeletal disease that affects an estimated 0.1 to 1% of the

population and 15 to 30% of patients with psoriasis.' PsA is

a notably heterogeneous disease with clinical features that
may vary between individuals and evolve over time. PsA may manifest
asaxial or peripheral arthropathy (or both), dactylitis and enthesitis,
all of which can lead to progressive joint damage and disability.
Early identification of at-risk individuals, diagnosis and intervention
are therefore crucial to patient outcomes.

Nonmusculoskeletal manifestations include psoriatic skin
and nail lesions, as well as gastrointestinal, ocular, pulmonary
and urogenital disease. Patients with PsA also have an increased
prevalence of cardiovascular, metabolic and neuropsychiatric
comorbidities, due in part to the chronic systemic inflammation,
which further increases the burden of morbidity and mortality
in this population.?

Effective management of PsA requires early referral of the
patient to a rheumatologist and collaborative management of
their comorbidities. GPs play an important role in detecting
early features of PsA, monitoring for systemic involvement and
optimising overall patient wellbeing with regards to long-term
infection and metabolic risk.
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PSORIATIC ARTHRITIS continued I

Pathophysiology of psoriatic
arthritis

The pathophysiology of PsA stems from a
complex interplay between immuno-
genetics and environmental factors. PsA
arises from dysregulation of the interaction
between the innate and adaptive immune
systems. It is therefore considered an over-
lap autoimmune and autoinflammatory
condition. Stimulation of dendritic cells
results in their overactivation, which initi-
ates a cascade of proinflammatory
cytokines. This includes the proliferation
of interleukin (IL)-23 and IL-12, which leads
to the differentiation of T helper (Th)17,
type 3 innate lymphoid and gamma-delta
T cells, and Thl cells, respectively. Dif-
ferentiation into these effector Th cell
populations further stimulates synthesis
of tumour necrosis factor (TNF)-alpha,
IL-17 and IL-22, thereby causing inflam-
mation, erosive bone destruction and
osteoproliferation.*

PsA appears to have a genetic basis
involving class-I human leukocyte antigens
(HLAs), non-HLA major histocompatibil-
ity complex genes and genetic elements
beyond the major histocompatibility com-
plex region. These genetic components are
linked to distinct clinical phenotypes
within PsA. For instance, enthesitis and
dactylitis are associated with HLA-B27,
whereas axial disease is associated with the
HLAs -B27, -B38, -B39 and -B08.> Most
identified genetic factors lead to a height-
ened susceptibility to PsA but lack the
individual potency to directly cause dis-
ease. Assuch, thereare no clear identifiable
genetic biomarkers for the diagnosis
of PsA. In Australia, the prevalence of
HLA-B27 in the general population ranges
from about 5 to 15%.° Moreover, the
proportion of patients with PsA who are
HLA-B27 positive varies between popu-
lations, ranging from 20 to 35%.” It is
therefore important to recognise that a
negative HLA-B27 test result does not
exclude the diagnosis of PsA.

Environmental triggers such as infec-
tions, mechanical stress, joint or enthesitis
trauma and disruptions to the normal
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skin and gut microbiome contribute to
dysregulated activation of innate immune
cells and result in tissue damage.® In indi-
viduals genetically predisposed to PsA,
this aberrant immune response leads to
arange of disease manifestations, includ-
ing skin, joint and soft tissue pathology,
aswell as internal organ involvement. The
severity and trajectory of PsA can greatly
differ among individuals, and is influ-
enced by genetic predisposition and envi-
ronmental triggers.

Clinical manifestations of
psoriatic arthritis

Substantial variation in disease manifesta-
tions exists among individuals with PsA
due to the clinical culmination of the patho-
logical processes involved in the disease.

Articular manifestations
Articular involvement in PsA can be
classified into five distinct but overlap-
ping subsets: symmetrical polyarthritis,
asymmetrical oligoarthritis, distal inter-
phalangeal (DIP) arthritis, spondyloar-
thropathy and arthritis mutilans. Among
these subsets, the asymmetric oligoarticu-
lar pattern of disease is the most common
form at initial presentation. However, the
DIP arthritis pattern emerges as the pre-
dominant type overall, accounting for
about 40 to 60% of cases.” PsA with an
axial component may present similarly to
ankylosing spondylitis; however, com-
pared with ankylosing spondylitis, axial
PsA displays a much lower correlation
with HLA-B27, tends to affect men and
women equally and demonstrates asym-
metric involvement with less radiological
evidence of sacroiliitis.” Arthritis mutilans
represents the rarest and most severe phe-
notype. It predominantly affects the small
joints of the hands, causing pronounced
bone resorption and subluxation, along
with the phenomena of digital telescoping
and the formation of ‘pencil-in-cup’
deformities.®

Enthesitis is inflammation at points
where ligaments, tendons and joint cap-
sules attach to bone, and is a hallmark trait
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of PsA."* It can present as the initial prom-
inent manifestation of disease, often
appearing in the lower extremities, and
results in substantial pain and functional
impairment. The insertions of the Achilles
tendon and the plantar fascia are the most
commonly affected sites of enthesitis in
PsA. Over time, persistent inflammation
contributes to structural changes, includ-
ing bony erosions and reactive periosteal
changes, such as the formation of spurs
and syndesmophytes.’

Diagnosing enthesitis related to PsA
can be challenging because mechanical
causes of inflammation at these sites, such
as from an injury or repetitive movement,
are also common. Patients with autoin-
flammatory enthesitis may describe typ-
ical inflammatory features without an
identifiable traumatic event and, in con-
trast to mechanical enthesitis, will have
limited response to physical therapy. On
clinical examination, palpation elicits
pain at entheseal sites, accompanied by
swelling and erythema. Enthesitis is sig-
nificantly associated with poorer func-
tional status and quality of life in patients
with PsA, including greater pain at
affected joints and fatigue."

Dactylitis, otherwise known as sau-
sage- like digit, is also a pathognomonic
manifestation of PsA. It results from dif-
fuse swelling of the digit due to synovitis,
tenosynovitis and soft tissue inflamma-
tion. These changes can be acute, involving
painful inflammation, or chronic where
swelling persists even after the pain has
long subsided (Figure 1)."?

Extra-articular manifestations

Psoriatic skin and nail disease often
precede the onset of arthritis. Although
PsA develops in about 15 to 30% of
individuals who have psoriasis, it is
important to recognise that not all patients
with PsA exhibit psoriasis.”* The severity
of psoriatic skin disease also correlates
poorly with the severity or development
of joint disease. Chronic plaque psoria-
sis, characterised by well-demarcated,
scaly plaques, is the most common skin



manifestation in PsA. Other phenotypes
include guttate psoriasis, inverse psoriasis,
palmoplantar psoriasis and, more rarely,
erythrodermic psoriasis and generalised
pustular psoriasis." The latter two may
present with acute attacks of generalised
erythematous skin involvement with sys-
temic symptoms (Figure 2).

Nail involvement in the form of onychol-
ysis, pitting and splinter haemorrhages is
frequently observed in PsA and can impact
greatly on a patient’s function and quality
of life (Figure 3).”° PsA sine psoriasis is
characterised by rheumatological mani-
festations of dactylitis, DIP arthritis and
enthesitis, in the absence of cutaneous
lesions. In these patients, a family history
of psoriasis is sufficient to fulfil diagnostic
criteria of PsA.'¢

Ocular involvement is one of the most
frequently occurring extra-articular man-
ifestations of PsA after skin disease. Uveitis
has been recognised as the most common
ocular manifestation but other conditions
including conjunctivitis, iritis and epis-
cleritis also occur (Figure 4)."” Patients with
PsA have an increased prevalence of
inflammatory bowel disease, both Crohn’s
disease and ulcerative colitis. Although
common susceptibility genes identified in
genome-wide association studies could
potentially account for this correlation,
there is currently limited evidence to sup-
portadirect causative relationship."® None-
theless, clinicians should remain mindful
of the increased risk of gastrointestinal
disease in these patients and perform fur-
ther investigations as indicated.

Figure 2. Erythematous skin involvement in
psoriatic arthritis.

Comorbidities

A significant proportion of morbidity and
mortality in PsA can be linked to comor-
bidities that are not inherent to the disease;
rather, they arise from chronic disease pro-
cesses or the treatment of PsA. People with
PsA experience significantly increased prev-
alence of cardiovascular disease, including
hypertension, obesity, hyperlipidaemia,
diabetes mellitus, and major cardiovascular
events, and it is the leading cause of mortality
among these patients.” This may be attrib-
utable to unconventional risk factors, such
as chronic inflammation and elevated
homocysteine levels, which are poorly
accounted for in conventional risk stratifi-
cation tools such as the Framingham Risk
Score (FRS).?* Cardiovascular risk among
patients with PsA is, therefore, often under-
estimated. These patients face a risk exceed-
ing 10% for cardiovascular disease within
10 years of diagnosis.”' Regular screening
and tight control of underlying metabolic
risk factors in the primary care setting have

Figure 3. Psoriatic arthritis affecting the nails
can cause onycholysis, pitting and splinter
haemorrhages.

Figures 1 a and b. Dactylitis on the right, fourth
toe (a, left) and left thumb (b, above).

Reproduced under a Creative Commons Attribution-
NonCommercial-NoDerivs 4.0 International (CC BY-NC-ND
4.0 DEED) from Kaeley GS, et al. Semin Arthritis Rheum 2018;
48:263-273.12

the potential to greatly improve prognosis
for these patients.

Mood disorders such as depression and
anxiety are more prevalent in patients with
PsA compared with the general population
and are often associated with disability,
chronic pain and fatigue.? A review of
recent epidemiological data explored the
link between systemic inflammation and
transcriptional modulation of the central
nervous system as a potential mechanism
for the development of neuropsychiatric
manifestations in PsA.?

Diagnosing psoriatic arthritis

Diagnosing PsA, particularly at the onset
of symptoms, can be challenging. Although
psoriasis typically precedes joint involve-
ment in most patients, it is important to
note that the presence of psoriasis is not a
requirement for the diagnosis of PsA. As
such, a heightened clinical suspicion is
needed for patients with a personal or
family history of psoriasis. As previously

Figure 4. Uvetis results from ocular involvement
in extra-articular manifestations of psoriatic
arthritis.
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PSORIATIC ARTHRITIS continued I

Figures 5a to d. Characteristic radiographic features of psoriatic arthritis. Fluffy periostitis in the
proxima phalanges (arrowheads; a, top left). Acro-osteolysis (*) in the distal phalanges of the first
toe in the right foot and the fifth toe of the left foot (b, top right). Polyarticular and asymmetrical
joint space narrowing and erosions (arrows; c, bottom left). Subluxation and ‘pencil-in-cup’ appearance
in interphalangeal joint of thumb (d, bottom right): bony erosions narrowed the end of the proximal
phalange as a ‘pencil’ (thin arrows) which rests in a ‘cup’ formed by the expanded base of the

adjacent phalange (arrowhead).

Reproduced under a Creative Commons Attribution 4.0 International (CC BY 4.0 DEED) from Crespo-Rodriguez AM, et al.

Insights Imaging 2021; 12: 121.%"

mentioned, although HLA-B27 is linked
to other spondyloarthropathies, it is less
consistently associated with PsA.** Test
results for rheumatoid factor and anticyclic
citrullinated peptide antibodies are typi-
cally negative. Acute phase reactants, such
as erythrocyte sedimentation rate and
C-reactive protein, are only variably elevated
in less than half of patients and, therefore,
low levels cannot exclude the diagnosis.”
As there are no biomarkers specific for
PsA, it is largely a clinical diagnosis based
on the presence of psoriasis and inflamma-
toryarthritis, enthesitis or spondylitis, along
with other typical features such as nail
lesions and dactylitis. Imaging modalities
such as plain radiography, CT, ultrasound
and MRI serve as useful adjuncts to diag-
nosis. Although not necessary to make a
diagnosis of PsA, the characteristic radio-
graphic patterns of concurrent bone
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destruction and juxta-articular bone for-
mation, as well as axial changes including
sacroiliitis and syndesmophyte formation,
can help support the diagnosis.” Examples
of the characteristic radiographic features
of PsA are shown in Figure 5.7

In the primary care setting, screening
tools such as the Psoriatic Arthritis Screen-
ing and Evaluation (PASE) questionnaire,
the Early Arthritis for Psoriatic patients
(EARP) questionnaire and the Psoriasis
Epidemiology Screening Tool (PEST) may
be useful in the early identification of
patients with potential PsA.2#3° The PEST
screening questionnaire for PsA in patients
with psoriasis (Figure 6) can be is useful in
both primary care and tertiary settings.*
These tools incorporate patient-reported
measures and clinical examination find-
ings to determine which patient should be
referred for further rheumatological
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assessment and avoids the need for exten-
sive laboratory or radiological investiga-
tions. Recent studies showed comparable
performance between different screening
tools, and the choice of which to use
depends on factors such as simplicity and
minimising patient burden.”

In patients presenting with suspected
PsA, early use of a validated clinical screen-
ing tool, investigations (including in the
presence of negative rheumatoid factor and
anticyclic citrullinated peptide results),
plain radiography of the hands, feet and
axial skeleton, and early referral to a rheu-
matologist are recommended.

Management of psoriatic
arthritis

PsA is a heterogeneous and often severe
disease, necessitating a multidisciplinary
approach for effective management. The
aim of treatment is to reduce disease activ-
ity, achieve remission and enhance the
patient’s overall quality of life. Musculo-
skeletal and nonmusculoskeletal manifes-
tations, as well as comorbidities, including
metabolic syndrome, cardiovascular dis-
ease and depression, should be addressed.*
Shared decision-making between patients
and healthcare providers is therefore cen-
tral to balancing treatment efficacy, safety
and costs.**** It should be emphasised that
the choice of disease-modifying therapies
for patients with PsA, and their review,
should be undertaken by a specialist.

Initial management

The stepwise approach to treatment is
guided by disease severity and the extent
of joint and organ involvement. In patients
with oligoarticular or axial disease, NSAID
monotherapy in combination with local
glucocorticoid injections may be adequate
to relieve musculoskeletal symptoms. These
measures may be trialled for four weeksin
patients with oligoarthritis, and up to
12 weeks in those with entheseal or axial
predominant disease. Physiotherapy
may also help to preserve function and
spinal mobility in patients with axial
involvement.”



Specialist management

Specialist referral should be sought if initial
therapies do not achieve treatment targets.
Recommended specialist prescribed treat-
ment modalities for specific manifestations
of PsA are summarised in the Table. If
disease activity persists beyond four weeks,
patients with peripheral arthritis should be
started on a conventional synthetic disease-
modifyingantirheumatic drug (csDMARD),
such as methotrexate, leflunomide or
sulfasalazine.* Traditionally, csDMARDs
have been shown to be ineffective in axial
or entheseal PsA. However, a recent rando-
mised controlled trial of patients with early
PsA demonstrated improvement in enthesi-
tis with methotrexate monotherapy.”” For
patients with axial or entheseal disease who
have not responded to NSAIDs, physio-
therapy or local glucocorticoid injections, a
biological ())DMARD (suchasa TNForIL
inhibitor) or targeted syntheric (t\ DMARD
(such as a Janus kinase [JAK] inhibitor) is
recommended.*

Initial treatment with a csDMARD is
indicated for treatment-naive patients with
moderate to severe peripheral arthritis,
particularly in those with polyarticular
disease. Patients with poor prognostic
factors, including structural damage in the
presence of inflammation, high inflam-
matory marker levels or extra-articular
manifestations, should also be considered
for early escalation toa csDMARD.* Metho-
trexate has proven efficacy in skin psoriasis
and remains the recommended agent for
patients with relevant skin involvement,
defined as more than 10% body surface
area involvement or as affecting a patient’s
quality of life. Combination csDMARD
therapy, such as methotrexate and lefluno-
mide, can improve control of disease activ-
ity in PsA. However, combination therapy
is typically less well tolerated and is asso-
ciated with an increased risk of adverse
events.*” In Australia, patients are required
to trial two csDMARDs over a minimum
period of three months before they are
eligible for PBS subsidised tsDMARD or
bDMARD therapy. csDMARDs are rec-
ommended as first-line therapy because of

PEST QUESTIONNAIRE FOR PSORIATIC ARTHRITIS

Yes No

Have you ever had a swollen joint or joints?

Has a doctor ever told you that you have arthritis?

Do your finger or toe nails have holes or pits?

Have you had pain in your heel?

apparent reason?

Have you had a finger or toe that was completely swollen for no

swollen or painful joints).

Elbow D
Wrist D

Hand/
fingers

Foot/toes D

In the Figure below, please tick the joints that have caused you discomfort (i.e. stiff,

Right Left
Neck
Shoulder D D Shoulder
Upper back

Elbow
Lower back D

Thumb D D Hip Hip D D Thumb

Knee D DKnee

Ankle D DAnkIe

D Wrist

Hand/
fingers

D Foot/toes

Figure 6. The Psoriasis Epidemiology Screening Tool (PEST) questionnaire for psoriatic arthritis
(in people with psoriasis). Each question answered as yes is given a score of 1. A total score of 3 or
more is indicative of psoriatic arthritis (sensitivity, 0.97; specificity, 0.79; positive predictive value,

0.65; negative predictive value, 0.99).

Adapted from lbrahim GH, et al. Clin Exp Rheumatol 2009; 27: 469-474.3°

their favourable balance in relative efficacy
and costs when compared with biologics.

The presence of musculoskeletal and
nonmusculoskeletal manifestations
and relevant comorbidities influence the
choice of initial bDMARD therapy. In
patients with PsA and peripheral arthritis,
there is no evidence favouring the efficacy
of one bDMARD over another and current
recommendations do not differentiate
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between the use of TNF, IL-23,IL-12/23 and
IL-17 inhibitors for these patients. The use
of IL-12/23 inhibitors is not recommended
in patients with predominantly axial disease.
If such patients have an inadequate response
to NSAIDs, they should be considered for
abDMARD in the form of a TNFinhibitor,
or an IL-17 inhibitor if there is concurrent
skin involvement. IL-17 inhibitors are more
effective than TNF inhibitors for the
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PSORIATIC ARTHRITIS continued I

TABLE. RECOMMENDED SPECIALIST TREATMENT FOR CLINICAL FEATURES OF PSORIATIC ARTHRITIS

TNF = tumour necrosis factor; ts = targeted synthetic.

Clinical feature Treatment
csDMARD bDMARD tsDMARD
Methotrexate, TNF inhibitors IL-12/23 IL-17A inhibitors JAK inhibitors
sulfasalazine and (infliximab, etanercept, (ustekinumab) and | (secukinumab, (tofactinib,
leflunomide adalimumab, golimumab | IL-23 (guselkumab) | ixekizumab) upadacitinib)
and certolizumab pegol) | inhibitors

Peripheral joints v (methotrexate, v v 7 7
sulfasalazine and
leflunomide)

Dactylitis v’ (methotrexate) v v v v

Enthesitis v (methotrexate) v v v 4

Axial disease v v v

Skin symptoms v (methotrexate, some | v/ v v v
evidence for leflunomide)

IBD v’ (methotrexate, v v v
sulfasalazine)

Uveitis v (methotrexate) v

Abbreviations: b = biological; cs = conventional synthetic; DMARD = disease-modifying antirheumatic drug; IBD = inflammatory bowel disease; IL = interleukin; JAK = Janus kinase;

treatment of patients with PsA and relevant
skin involvement.*! However, IL-17 inhib-
itors are contraindicated for patients with
PsA and inflammatory bowel disease, for
which TNF, IL-12/23,1L-23 and JAK inhib-
itors are effective. Anti-TNF monoclonal
antibody therapy is preferred for patients
with uveitis. There are no clear guidelines
on continuing csDMARD therapy in
patients taking a bDMARD, and expert
consensus suggests reducing the metho-
trexate dose in patients showing a good
response to biologic therapy.*’

JAK inhibitors are an emerging treat-
ment option for PsA. Currently, the JAK
inhibitors, tofacitinib and upadacitinib, are
PBSlisted for severe PsA, and are indicated
for use in patients who have an inadequate
response or intolerance to at least one
bDMARD. The use of JAK inhibitors
increases the risk of herpes zoster infection
and, based on studies in other rheumatic
populations, potentially carries an increased
risk of major adverse cardiovascular and
thromboembolic events.** Clinicians should
therefore exercise caution if prescribing JAK
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inhibitors to older people (aged over
65 years), patients at high cardiovascular
risk and those who are current smokers.

Apremilast, a phosphodiesterase inhib-
itor, may be considered for patients with
mild disease who have shown an inadequate
response to at least one csDMARD and
for whom a treatment with bDMARD or
JAK inhibitor is inappropriate.” It is not
currently PBS listed.

Immunisations and COVID-19

Immunocompromised individuals,
including those with PsA, should routinely
receive the following vaccinations: influ-
enza, pneumococcal, meningococcal,
human papilloma virus, hepatitis B,
recombinant zoster and COVID-19.
Moreover, the most updated Australian
Technical Advisory Group on Immuni-
sation guidelines recommend that patients
taking csDMARD:s should receive the
COVID-19 booster.*® Unless contra-
indicated, patients should receive all vac-
cines in accordance with the population
immunisation schedule. Live vaccines are
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generally contraindicated for patients on
immunosuppressive therapy and should
be administered at least one month before
starting treatment. Additionally, immu-
nocompromised patients on bDMARD
or tsDMARD therapy should not receive
live vaccines until at least 12 months after
therapy is ceased. Specialist advice is
recommended for decisions on the use of
live vaccines in immunocompromised
patients, as individual risk may vary.**
People with an immune-mediated
inflammatory disease and SARS-CoV-2
infection have risk factors for more severe
COVID-19 outcomes, including higher
disease activity and higher baseline
glucocorticoid use, but not the DMARDs
themselves.* Therefore, patients who do
not have active SARS-CoV-2 infection
should continue taking DMARDs. Patients
with PsA who contract SARS-CoV-2
should be prescribed antiviral medica-
tions according to guidelines, and the
decision to withhold treatment should be
determined on a case-by-case basis with
specialist input.* The current Australian



Living Guideline for the Pharmacological
Management of Inflammatory Arthritis
suggests that PsA treatments do not
need to be withheld around the time of
COVID-19 vaccinations.”

Addressing comorbidities in people
with psoriatic arthritis
Comorbidities, such as hypertension,
metabolic syndrome, obesity, hyperlipid-
aemia, cardiovascular diseases and mood
disorders, are common in people with PsA.*
Actively addressing comorbidities in the
primary care setting optimises patient out-
comesand aids in the selection of DMARDs.

Screening and treatment of cardio-
vascular risk factors, including hyper-
lipidaemia, hypertension and smoking, are
essential for all patients with PsA. As
previously discussed, use of certain thera-
pies, such as JAK inhibitors, should be
avoided in patients at high cardiovascular
risk. Obesity is a significant comorbidity
in PsA, and weight loss has shown to be
beneficial in improving outcomes. Patients
who are current smokers or have obesity
should receive counselling for smoking
cessation and weight loss, and be assessed
for conditions such as nonalcoholic fatty
liver disease and diabetes.

Anxiety and depression are also preva-
lent in patients with PsA and can lead to
poor medication adherence and a reluctance
to pursue systemic therapies. Effective man-
agement of mental health comorbidities
can significantly enhance disease control
and the quality oflife in patients with PsA.*

Conclusion

PsA is a complex and varied disease that
remains a major cause of disability and
morbidity worldwide. The burden of dis-
ease on patients encompasses functional
impairment in dailyliving caused by joint
and skin symptoms, as well as the potential
impact on overall quality oflife, emotional
wellbeing and the risk of long-term disa-
bility. Patients with PsA also experience
an increased risk of comorbidities, includ-
ing metabolic syndrome, cardiovascular
disease and depression.
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A comprehensive approach to manage-
ment is required because of the diversity
of clinical manifestations in PsA. The treat-
ment goals are to reduce inflammation,
achieve remission and improve the patient’s
overall quality of life. Early referral of the
patient to a rheumatologist is important
for escalation of therapies because only
those with mild or limited disease are likely
to respond to a trial of NSAIDs and local
glucocorticoid injections. The treatment
plan should consider the patient’s individ-
ual clinical presentation, comorbidities and
preferences. As new targeted therapies
emerge with varying efficacy for different
features of PsA, clinicians should ensure
patients undergo a regular review for
ongoing monitoring and adjustment of
therapies as needed. Shared decision-
making between patients, GPs and
specialists is therefore essential. MT
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