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Psoriatic   
Abstract: Psoriatic arthritis is a chronic infl ammatory arthritis condition. If 

left untreated, patients with psoriatic arthritis may suffer pain, reduced quality 

of life, joint damage, and disability. Understanding clinical presentation and 

comorbidities of the disease, as well as current guidelines for treatment, allows 

the nurse practitioner to provide comprehensive care for patients.
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soriatic arthritis is a systemic infl ammatory arthri-
tis characterized by pain, stiffness, and swelling of 
the joints, the surrounding tendons, and ligaments. 

It is frequently associated with low back pain, which presents 
in patients with psoriasis. It is a chronic and progressive 
disease that may cause joint pain and damage, leading to 
lost productivity and reduced quality of life.  Presentation 
may range from fairly mild monoarthritis symptoms to a 
severe, widespread, destructive disease. The skin and nail 
changes associated with psoriasis precede joint or spinal 
symptoms in the vast majority of patients.1 Up until the 
mid-20th century, psoriatic arthritis was believed to be a 

subset of rheumatoid arthritis, and in many cases, it may be 
diffi cult to distinguish between the diseases.2

Unlike rheumatoid arthritis, which affects proportion-
ately more females than males, psoriatic arthritis affects men 
and women equally (typically those between the ages of 
30 and 55).3 Psoriatic arthritis is a common condition, and 
it has been estimated that between 0.25% and 1% of the U.S. 
population suffers from psoriatic arthritis.4

■  Etiology
Although the etiology of psoriatic arthritis remains un-
known, it is thought that there are genetic, immunologic, 
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and environmental factors that may infl uence the onset of 
the disease. There is evidence of a strong genetic component 
to psoriatic arthritis. A large number of patients with 
 psoriatic arthritis have a fi rst-degree relative with psoriasis.5 
Additionally, research has shown a strong association with 
major histocompatibility alleles human leukocyte antigen 
(HLA) B18, C07, B27, B38, and B8. The highest positive 
predictive value is noted with HLA-B27, which is present in 
up to 50% of patients with psoriatic arthritis.6

Histologically, synovial infl ammation in psoriatic  arthritis 
has many similarities to rheumatoid arthritis. Both feature 
 increased levels of activated T cells and infl ammatory cyto-
kines and mediators, such as tumor necrosis factor (TNF)-
alpha, interleukin (IL)-17, IL-23, and other cytokines.7

Infection and trauma are possible environmental triggers 
to the development of psoriatic arthritis. Psoriatic lesions may 
serve as a port of entry for infectious organisms, such as group 

A Streptococcus, which may trigger the immune system in a 
 genetically susceptible individual.8 Development of psoriatic 
arthritis is also associated  in patients with HIV or other im-
mune system defi ciencies.9 The Koebner phenomenon, fi rst 
 described in 1872, refers to the appearance of psoriatic  lesions 
after physical trauma to the surrounding tissue.10

■  Pathophysiology
In a genetically susceptible individual in whom there has been 
a trigger (whether environmental or otherwise), the immune 
system receives a message that it should attack itself. This au-
toimmune response results in psoriatic arthritis. T cells become 
activated and drive the immune response that results in the 
development of infl ammatory cytokines and mediators that 
ultimately cause erosive changes and reactive bony growth in 
the joints and surrounding tissue. This infl ammatory cascade 
may occur in the joint synovium, in the enthesium (ligament 
or tendon attachment), or in the skin and nails. The pathogen-
esis of psoriatic arthritis is complex and poorly understood.11

■  Clinical presentation
Moll and Wright were the fi rst to describe the fi ve different pat-
terns of psoriatic arthritis joint involvement:12

•  distal arthritis, including distal interphalangeal (DIP) 
joints

• asymmetric oligoarthritis—less than 5 joints

•  symmetric polyarthritis—similar presentation to rheu-
matoid  arthritis

• arthritis mutilans—deforming and destructive
• spondyloarthritis.

Individual expression of disease varies but may include 
peripheral polyarthritis, skin and nail psoriatic lesions, sac-
roiliitis and/or spondylitis,  enthesopathy, dactylitis, or ocu-
lar manifestations, such as uveitis.

The infl ammatory arthritis presentation in psoriatic 
arthritis commonly affects the (distal interphalangeal) DIP 
joints but may affect any joint. Affected joints may become 
swollen and tender. Dactylitis is a related and  common 
fi nding in psoriatic arthritis. A dactylitic digit is swollen 
throughout and has the appearance of a sausage digit (see 
Dactylitis and onycholysis). This pattern of swelling is due 
to concurrent synovitis and tenosynovitis affecting the entire 
fi nger or toe. X-rays of hands and feet in psoriatic arthritis 

patients, particularly those with long-
standing, undertreated  disease, may 
reveal joint space  narrowing, bone ero-
sions, and periarticular new bone for-
mation most  commonly at the joint 
margins.13  Arthritis  mutilans is a severe 
form of  psoriatic arthritis that causes 
bone absorption of the digits, resulting 

in disfi gurement and loss of function in the  extremities. 
These digits are shortened and may have a “pencil-in-cup” 
appearance on X-ray.

Nail psoriasis is present in up to 90% of patients with 
psoriatic arthritis and may manifest as subungual 
 hyperkeratosis, splinter hemorrhages, pitting of the nail, 
or onycholysis (separation of the nail from its bed). Nail 
changes may be diffi cult to differentiate from fungal infec-
tion upon observation alone. Psoriatic nail changes tend 
to be more common in patients with DIP arthritis involve-
ment due to the proximity of the structures.14,15

Although back pain is a widespread problem in the gen-
eral population, there are certain characteristics that may 
suggest back pain is infl ammatory in nature, including young 
age at onset, improvement of pain with activity, and pain at 
night.16 Radiographic psoriatic arthritis spine changes typi-
cally include asymmetrical sacroiliitis (sclerosis and loss of 
joint space or fusion) or spondylitis, which may affect any 
level of the spine and present as sclerosis or syndesmophytes 
(bone spurs).

Enthesopathy is a common symptom associated with 
psoriatic arthritis and manifests as pain and infl ammation 
at the entheses, where the ligament or tendons attach to the 
bones. This presents as tenderness with palpation most 
commonly in the Achilles tendon, plantar fascia, or the 
tibial tuberosity regions.

The infl ammatory arthritis presentation 

commonly affects the distal interphalangeal 

joints, but can affect any joint.
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In psoriatic arthritis, the infl ammation is systemic and 
not limited only to the joint and surrounding tissues. Besides 
skin symptoms, the most frequent extra-articular manifes-
tation of psoriatic arthritis is uveitis, which affects between 
1.5% and 25% of patients.17 Uveitis presents as an acute, 
painful red eye, accompanied by photophobia and blurred 
vision. If uveitis is suspected, immediate referral to an oph-
thalmologist is required because if not treated promptly, 
uveitis can lead to serious consequences, including vision 
loss. Other systemic symptoms may include fever or fatigue.

■  Diagnostic tests

There are no autoantibodies specifi c to psoriatic arthritis, 
so there is no straightforward screening antibody test as 
there is for rheumatoid arthritis or other autoimmune dis-
eases. As a result, diagnosing psoriatic arthritis— particularly 
early in the disease process—may be a challenge. Infl amma-
tory arthritis in a patient with a history of psoriasis makes 
the diagnosis of psoriatic arthritis likely,  especially if there 
are accompanying radiographic changes. However, other 
conditions may mimic psoriatic arthritis, such as rheuma-
toid arthritis, ankylosing spondylitis, osteoarthritis, and 
gout. There may be clues in the lab and imaging workup 
that can help guide the diagnosis.

Infl ammatory markers, such as the erythrocyte sedi-
mentation rate (ESR) or C-reactive protein (CRP), may be 
elevated in patients with active psoriatic arthritis disease—
particularly if the disease is polyarticular or widespread 
with a large burden of infl ammation. However, the ESR 
and CRP may be normal in up to 50% of patients with 
active psoriatic arthritis who may not mount a signifi cant 
systemic infl ammatory burden.18 There may be leukocy-
tosis refl ecting activation of the immune system or evi-
dence of anemia of chronic disease with a mildly low 
hematocrit. A negative rheumatoid factor is one of the 
criteria of the Classifi cation Criteria for Psoriatic Arthri-
tis (CASPAR) criteria discussed below. It is included as a 
means to prevent patients with rheumatoid arthritis from 
being misclassifi ed with psoriatic arthritis. However, be-
tween 2% and 16% of patients with psoriatic arthritis have 
a positive rheumatoid factor.19

The HLA-B27 genetic marker is positive in up to only 
50% of patients with psoriatic spondylitis symptoms; 
therefore, it is not as useful in diagnosing these patients, 
as it is in the ankylosing spondylitis population, where up 
to 95% are positive. However, the HLA-B27 genetic mark-
er is also common in the general population, affecting 
approximately 6.1% of the U.S. population.20 A negative 
HLA-B27 may be misleading and could lead to a delay in 
diagnosis of psoriatic arthritis; it is therefore impractical 
as a screening test.

Given the complexity of the psoriatic arthritis diagnosis 
due to the heterogenic patient population and absence of 
validated and widely accepted diagnostic criteria, the CASPAR 
classifi cation criteria for psoriatic arthritis were developed. 
The CASPAR criteria have a specifi city of 98.7% and sensitiv-
ity of 91.4%.21 To meet CASPAR criteria, a patient must have 
infl ammatory arthritis (joint, spine, or entheses) with great-
er than or equal to 3 points from the following  categories:
• Current psoriasis (2 points) or

-  Psoriasis present by history (1 point) or 
-  Family history of psoriasis, if the patient is not affected 

(1 point)
•  Psoriatic nail changes (nail dystrophy such as onycholysis, 

pitting) (1 point)
• Dactylitis (1 point)
• Negative rheumatoid factor (1 point)
•  X-ray showing new bone formation near a joint (hands 

or feet) (1 point)21

■  Treatment/management

Treatment of psoriatic arthritis is variable depending on 
severity and manifestation of disease. The treatment 
 involves the use of a variety of medications to control the 
infl ammation and pain as well as extra-articular manifes-
tations of the disease. The goal of therapy is remission or 

Dactylitis and onycholysis

Clinical fi ndings of dactylitis and onycholysis in a 
 patient with psoriatic arthritis.

Source: Goodheart HP. Goodheart’s Photoguide of Common Skin Disorders. 
2nd Ed. Philadelphia: Lippincott Williams & Wilkins; 2003.
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at least low disease activity if  remission cannot be 
achieved.22,23

Early identifi cation and treatment of psoriatic arthritis 
is important. Left untreated, irreversible joint damage and 
disability may occur. Initially thought of as a mild form of 
infl ammatory arthritis, research has shown otherwise. In a 
large prospective 2003 clinical trial before the widespread 
use of biologic therapy for psoriatic arthritis, 47% of pa-
tients with early disease treated with disease-modifying 
antirheumatic drugs (DMARDs) developed radiographic 
damage within the fi rst 2 years of disease onset.24

Early psoriatic arthritis treatment guidelines produced 
by GRAPPA (Group for Research and Assessment of Pso-
riasis and Psoriatic Arthritis) focused on basing therapy 

choice on disease manifestation and quality of evidence 
supporting the choice.25 More recently, the European 
League Against Rheumatism (EULAR) released respected 
and more widely adopted recommendations that provide 
evidence-based guidance for the management of psoriatic 
arthritis.26

The EULAR guidelines recognized that nonsteroidal 
anti-infl ammatory drugs (NSAIDs) should be used as fi rst-
line treatment for joint symptoms.26 NSAIDs have been 
found to be helpful for spondylitis-associated back pain and 
joint symptoms but do not affect the skin. Cardiovascular 
(CV), renal, and gastrointestinal risk must be taken into 
consideration when prescribing or recommending NSAID 
therapy. Gastro-protective agents may be considered par-
ticularly in patients who develop dyspepsia symptoms or 
who are over the age of 65. COX-2-specifi c agents may also 
be better tolerated in some patients with gastrointestinal 
sensitivity. Patients taking chronic NSAID therapy should 
receive BP monitoring as well as routine blood tests, includ-
ing serum creatinine to monitor for renal adverse reactions. 
NSAIDs are avoided in patients with known CV disease, as 
there is a dose-related increased risk of CV events.26

DMARD therapy should be initiated in patients with 
active disease despite NSAID therapy (or for those in whom 
NSAID therapy is contraindicated) and potential poor prog-
nosis. Methotrexate is the most commonly used DMARD 
in psoriatic arthritis.26 Serious risks include liver toxicity, 
interstitial lung disease, and bone marrow suppression. 
Leflunomide and sulfasalazine are also frequently pre-

scribed. Benefi t is seen primarily in skin symptoms and 
peripheral arthritis and little benefi t in axial symptoms.27 
Furthermore, it is unclear whether DMARD therapy is able 
to prevent progression of joint damage. Therefore, DMARD 
monotherapy may be insuffi cient in patients with aggressive 
disease or baseline damage.

The EULAR recommendations suggest that glucocorti-
coid injections may be a useful adjunctive therapy, particu-
larly in patients with single joint fl ares or limited dactylitis 
or enthesitis.26 The use of oral or systemic glucocorticoids 
may trigger a fl are of pustular psoriasis lesions (which may 
be severe) upon discontinuation and are therefore recom-
mended with caution. Additionally, long-term use of 
 glucocorticoids may lead to serious adverse events, such 

as diabetes or osteoporosis; patients 
should be tapered to the lowest effective 
dose or off when possible.

In patients who have developed an 
adverse event associated with DMARD 
therapy or who have had an inadequate 
response after a suffi cient trial (usu-
ally 3 to 6 months), the EULAR recom-

mendations suggest biologic TNF inhibitor therapy be 
considered (adalimumab, certolizumab pegol, etanercept, 
golimumab, and infl iximab). Anti-TNF  therapy has been 
shown to reduce pain and infl ammation associated with 
axial and peripheral arthritis, dactylitis,  enthesitis, slow 
joint destruction, and reduce psoriatic skin lesions by 
 inhibiting TNF alpha, a potent inflammatory cytokine 
involved in the infl ammatory pathway.28-33

Since the 2012 release of the EULAR treatment guide-
lines, there have been two additional medications approved 
by the FDA for the treatment of psoriatic arthritis. 
Ustekinumab is an IL-12 and IL-23 inhibitor that has been 
shown to reduce both the psoriatic skin lesions as well as 
reduce joint pain and swelling. As is the case with other 
biologic therapies (including anti-TNF therapies), 
ustekinumab is an immunosuppressant therapy that has 
been found to increase the risk of infection (including 
opportunistic infection, such as tuberculosis).34 Apremilast 
is an oral therapy that inhibits phosphodiesterase 4, or 
PDE4, and has been found to reduce joint and skin symp-
toms  associated with psoriatic arthritis. Patients and care-
givers should monitor for the emergence or worsening 
depression, and there have been reports of unexplained 
weight loss. Additionally, apremilast should not be used 
concurrently with P450 enzyme inducers.35 Although not 
discussed in the EULAR guidelines, joint replacement 
surgery remains a valid treatment option for patients with 
end-stage joint damage, which can help to alleviate pain 
and improve function.36

Glucocorticoid injections may be a useful 

adjunctive therapy in patients with single 

joint fl ares or limited dactylitis or enthesitis.
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■  Implications for the advanced practice nurse
Effective management of patients with psoriatic arthritis 
requires a team approach that includes coordinated care 
with primary care. Early recognition and referral to a rheu-
matologist or other clinician skilled in the treatment of 
psoriatic arthritis paired with aggressive therapeutic man-
agement helps prevent irreversible damage and disability. 
Patients with psoriatic arthritis commonly have several 
comorbid conditions affecting their general health and 
limiting therapeutic options. Husted and colleagues per-
formed a prospective study of 631 patients with psoriatic 
arthritis and found that 42% had three or more comorbid 
conditions.37  Monitoring and management of comorbidities 
are essential aspects of care.

Studies have found an increased risk of CV disease 
 associated with psoriasis and psoriatic arthritis, independent 
of established CV risk factors.38 In a retrospective cohort study 
of 3,603 patients with psoriasis compared with a control 
group of 14,330 patients with no history of psoriasis, Abuaba-
ra and colleagues found that patients with psoriasis have a 
reduced life expectancy of 6 years and that CV disease was 
the most frequent cause of death.39 Psoriatic arthritis and CV 
disease share common immunologic and infl ammatory path-
ways, and it is believed that the underlying chronic systemic 
infl ammation is to blame for the increased CV risk. Addition-
ally, patients with psoriatic arthritis have (higher than ob-
served in the general population) increased independent risk 
factors for CV disease, which include metabolic syndrome, 
tobacco use, hypertension, diabetes, insulin resistance, and 
dyslipidemia. Efforts by all members of the healthcare team 
to focus on CV risk reduction are therefore essential.

Patients with psoriatic arthritis are also at higher risk 
for depression, even more so than in psoriasis, rheumatoid 
arthritis, or ankylosing spondylitis. This is felt to be due to 
the psychosocial diffi culties in living with a disfi guring skin 
condition, reduced quality of life, as well as alterations in 
neurotransmitters related to chronic pain.37

Obesity is an independent risk factor for the develop-
ment of psoriatic arthritis. Additionally, it has been found 
that obese patients are less likely to achieve remission or 
near remission and are less likely to respond to anti-TNF 
agents. It is thought that excess body fat has a proinfl am-
matory effect.40 Obesity is modifi able, and weight/abdomi-
nal fat reduction is important in psoriatic arthritis patients 
and should be encouraged with every patient encounter.

Patients with psoriatic arthritis have an increased risk 
of skin cancer believed to be due to treatment-related UV 
light exposure. It is recommended that patients with psori-
atic arthritis wear protective equipment during UV light 
treatment, use sunscreen when outdoors to reduce this risk, 
and undergo a full-skin examination annually.41

■  Improving quality of life
Psoriatic arthritis is a common chronic autoimmune 
 condition that causes visible psoriatic skin lesions, joint 
swelling, surrounding tissue pain and swelling, and chron-
ic low back pain that may lead to irreversible joint damage 
and  disability. Recognition and aggressive management can 
help to restore function and quality of life. Treatment of 
 comorbidities, especially those that contribute to CV risk, 
can improve quality of life. 
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sion on Accreditation.

  This activity is also provider approved by the California Board of 

Registered Nursing, Provider Number CEP 11749 for 2.0 contact hours. 

Lippincott Williams & Wilkins is also an approved provider of continuing 

nursing education by the District of Columbia and Florida #50-1223. 

  Your certifi cate is valid in all states. This activity has been assigned 0.5 

pharmacology credits.

 TEST INSTRUCTIONS

 • To take the test online, go to our secure website 

at http://www.nursingcenter.com/ce/NP.

• On the print form, record your answers in the test 

answer section of the CE enrollment form on page 47. 

Each question has only one correct answer. You may 

make copies of these forms.

• Complete the registration information and course 

evaluation. Mail the completed form and registra-

tion fee of $21.95 to: Lippincott Williams & Wilkins, 

CE Group, 74 Brick Blvd., Bldg. 4, Suite 206, Brick, NJ 

08723. We will mail your certifi cate in 4 to 6 weeks. 

For faster service, include a fax number and 

we will fax your certifi cate within 2 business days of 

receiving your enrollment form.

• You will receive your CE certifi cate of earned con-

tact hours and an answer key to review your results.

There is no minimum  passing grade.

• Registration deadline is April 30, 2017.
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