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clinical review

Rheumatoid arthritis and 
psoriatic arthritis: distinct and 
complex disease entities
Part 1

PATRIcIA mINNocK, RGN, FFN RCSI, BSC, MSC, PHD, ADVANCED NuRSE 
PRACTITIoNER (RHEuMAToLoGY), RHEuMAToLoGY REHABILITATIoN,  
ouR LADY’S HoSPICE & CARE SERVICES, HARoLD’S CRoSS, DuBLIN

T
he World Health organisation classifies the disorders 
of the musculoskeletal system into five main groups: 
back pain, periarticular conditions (soft tissue or 
regional disorders), bone diseases, osteoarthritis and 
inflammatory arthritis (IA).4 The word arthritis comes 

from the Greek ‘arthron’ which means ‘joint’, and ‘itis’ meaning 
‘inflammation’; plural: arthritides. Inflammatory arthritides, 
with an estimated population prevalence of 2% (Table 1),5 are 
chronic and progressive autoimmune conditions that cause 
persistent joint inflammation and joint destruction as well as 
producing systemic symptoms.6

This IA update focuses on the separate disease entities 
of rheumatoid arthritis (RA) and psoriatic arthritis (PsA), 
multifactorial diseases with common and distinct features. 
RA is regarded as the index disease of the IA 7 while PsA was 
originally seen as an atypical variant of RA before gaining its 
own unique identity.8

Table 1: estimated prevalence for inflammatory 
arthropathies

Disorder Prevalence (%)

Rheumatoid arthritis 1.0

Crystal arthropathies 1.0

Ankylosing spondylitis 0.1

Psoriatic arthritis 0.1*

Juvenile idiopathic arthritis 0.06

Systemic lupus erythematous 0.02

*The exact prevalence of PsA is unknown; its estimation has been 
difficult, reports range between 0.04-1%.
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ENBREL 

is Different
A unique mechanism of action
• Enbrel is the only fully human soluble tumour necrosis factor 

(TNF) receptor 1,2,3,4,5,6

• It works differently than MAB’s 1

No neutralising antibodies 
1

• Enbrel is not associated with the production of neutraIising 
antibodies in humans

Enbrel has a short half life (<3 days) 
1
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Efficacy
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& safety of Enbrel 7,8
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Pathogenesis
The origins and effects of IA is an autoimmune response, 
which is described as a sustained specific immune response 
against self-antigens (auto-antigens).9,10 It is recognised that the 
mechanisms which lead to inflammation, tissue destruction, 
systemic features, and the associated impairment or loss 
of joint and organ function are essentially the same as the 
protective immune response against invasive microorganisms.10 
In IA this results in a targeted response against synovial tissue 
that lines all diarthrodial (freely moveable) joints. This causes 
a ‘synovitis’, which is inflammation of the synovial membrane 
that lines the cavity of all diarthrodial joints.11,12 The resultant 
arthritis is due to persistent synovitis of the affected joints; the 
main disease expression is in body compartments which are 
surrounded by a synovial lining layer13 (Figure 1).

Synovitis results in joints becoming red, swollen, tender, 
warm and painful, joint function is restricted by the associated 
symptoms of pain and stiffness. If left untreated, the protracted 
synovitis leads to joint destruction (Figure 1) which is 
responsible for the deformity and disability associated with the 
IA.11

Definitions
RA is an immune mediated disease process defined as 

a chronic, progressive, systemic, inflammatory disorder of 
unknown cause.14 It is the most common chronic inflammatory 
joint disease.15 The most pronounced pathology is in 
synovial joints.16 The majority of patients test positive for the 
rheumatoid factor auto-antibody on serological testing (sero-
positive), rheumatoid factor is non-specific for RA and more 
than 30% of patients test negative (sero-negative).6,17 However, 
constitutional features of RA, such as fatigue, sometimes 
predominate the articular symptoms.18 

Psoriatic arthritis (PsA) is a recognised unique arthropathy 
broadly defined as a chronic, immune mediated inflammatory 
arthritis associated with psoriasis and usually negative for 
rheumatoid factor on serological testing (sero-negative). It 
was this absence of rheumatoid factor on serological testing 
in the majority of cases that contributed to the recognition of 
psoriatic arthritis as a separate entity.8,21 

Synovial joint inflammation, or synovitis, is common in both 
RA and PsA .22

general overview
RA is primarily a disease of the synovial joints. There are also 
extra-articular (outside the joints) manifestations, such as 
rheumatoid nodules and a variety of systemic or constitutional 
features.16 RA is characterised by the pattern or distribution 
of the joints involved. At presentation the classic distribution 
of joint involvement is a symmetrical synovitis of the multiple 
small joints (polyarthritis) of the hands and feet, hip and knee 
joints are also frequently implicated. Affected joints become 
red, swollen, hot, and tender on palpation and movement; 
the associated joint stiffness experienced by patients, a 
phenomenon referred to as gelling, prevents their use. This 
prominent feature of increased stiffness upon waking (early 
morning stiffness) may last for more than an hour.18,24 The 
associated extra-articular manifestations and a variety of 
systemic or constitutional features which also occur16 include 
fatigue, malaise, and weight loss that may occur early in the 
disease presentation and sometimes overshadow the joint 
manifestations. Inflammation can involve other organ systems, 
including blood vessels, the nervous system, heart and lungs.18 

RA is associated with increased morbidity and mortality,12,25 a 
considerable impact on patients’ quality of life,26-28 and a high 
cost to society.29,30 

PsA is a multisystem disorder which presents with a variety 
of patterns of skin (cutaneous), axial skeleton and peripheral 
musculoskeletal manifestations. The burden of these combined 
disease entities on quality of life has been demonstrated.8 As 
with RA, pain, function and fatigue are the patient reported 
outcomes most frequently prioritised for intervention by those 
with the disease.31 However, a variety of articular and extra-
articular clinical features distinguish PsA from RA. Specific 

In a typical diarthrodial joint the articular surfaces 
are covered by a smooth layer of hyaline cartilage and 
enclosed in a fibrous capsule. The fibrous capsule merges 
externally with periostium, tendons, ligaments and fascia 
and internally it merges with the synovial membrane. 
The synovial membrane lines the joint cavity and the 
surfaces of the bone not covered by hyaline cartilage. A 
small amount of synovial fluid is usually present within 
the joint cavity. 

In a joint affected by inflammatory arthritis the inflamed 
synovium proliferates into the joint space invading 
cartilage, bone and ligaments leading to joint damage 
and deformity.1,2 with persistent inflammation, there is 
increased circulation through the joint, and the bone 
adjacent to the joint line becomes progressively depleted 
of its normal mineral make-up. This is referred to as peri-
articular or juxta-articular osteoporosis.3

figure 1: Normal diarthrodial joint and inflammatory 
arthritis affected joint

Images reproduced by kind permission of American College of 
Rheumatology Image Bank.59 
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clinical features include the distribution of affected joints; a 
distal interphalangeal joint predominant pattern, the degree 
of erythema over affected joints, the presence of spinal 
involvement, the presence of enthesitis, (enthesis/entheses 
are site(s) of tendinous or ligamentous attachments to the 
bone; enthesitis indicates inflammation at the site, also called 
enthesopathy), the nature of joint deformity, and the lower 
level of tenderness of joints.32 Extra-articular manifestations 
distinguishing PsA from RA include the absence of rheumatoid 
nodules, the significant lower incidence of rheumatoid 
factor presence in serum, and the typical clinical feature of 
dactylitis. Dactylitis is inflammation of an entire digit due to 
a combination of synovitis and tenosynovitis.8 It is suggested 
that PsA is primarily a disease of the entheses with secondary 
synovial inflammation.22 Inflammation can involve other organ 
systems, including the eyes (iritis or uveitis), the urinary system 
(urethritis), and gastrointestinal mucosa.33 PsA is associated 
with an increased mortality related to disease severity.34 
Patients have a reduced quality of life compared with those 
with psoriasis alone or with healthy controls.35,36 
Although RA and PsA are distinct disease entities the impact of 
these diseases is reported to be similar in terms of function and 
overall quality of life.37

epidemiological aspects
Prevalence
The prevalence of RA in the adult population, estimated at 0.5-
1%, is relatively constant across many populations.38-40 It affects 
women 2-4 times more frequently than men and the peak age 
of onset is 30 to 50 years.41-43 The prevalence of RA increases 
with age,44 and gender differences diminish in the older age 
group.43,45

The estimated prevalence of psoriatic arthritis in the 
general population is approximately 1%.8 The incidence is 
equal in males and females although the pattern of disease 
presentation differs. Spinal involvement is more frequent in 
men, and a RA like presentation is more frequently seen in 
women. usual age of onset is 30-50 years. 

Genetic factors
Evidence exists of both genetic and environmental 
contributions, and the interactions between them, to the 
development of RA.15 While descriptive epidemiology suggests 
a genetic link, in contrast to other autoimmune diseases, such 
as insulin-dependent diabetes and multiple sclerosis, the 

familial recurrence risk in RA is smaller.46 It is likely that the 
development of RA is linked to several genetic factors.38 

PsA and psoriasis are interrelated disorders, as most 
patients with PsA also have psoriasis. Epidemiological and 
immunogenetic studies have demonstrated that both disorders 
are highly heritable, and the prevalence of psoriasis is 19 times 
higher among first degree relatives of an individual with PsA 
compared with the general population.47 The is a tendency for 
strong familial clustering of PsA.48 

Non-genetic factors
Environmental factors implicated in the aetiology of, and 
susceptibility to, RA include i) non-genetic body factors, ii) 
infective agents and iii) non infective agents.38 Non genetic 
body (host) factors refer to hormonal and pregnancy 
influences. However, evidence in relation to the exogenous 
effects of oestrogen on the incidence and severity of RA 
remains conflicting.49,50 Similarly, direct evidence on the 
relationship between the onset of RA and infectious agents 
is inconclusive to date. It is suggested that the decrease in 
incidence and prevalence of RA in several populations over the 
years is indirect evidence of a causal relationship between RA 
and an infective triggering agent.51-53 

Recent epidemiology studies have demonstrated a link 
between RA onset, its severity, and resistance to treatment, and 
the environmental risk factor, smoking.43,54,55 overall, there are 
surprisingly few studies on the role of diet. More recently, there 
is both interest and growing evidence on a potential protective 
role of omega-3 fatty acids in RA, attributed to their beneficial 
role in inflammation.56 
The environmental triggers suggested to make a distinct 
contribution to the aetiology of PsA include infective agents 
and trauma.57 Scientific evidence that infective agents 
(bacterial or viral) may contribute to the development of PsA 
exists. This includes the identification of elevated levels of viral 
replication markers on serology, elevated level of hepatitis C 
antibodies when compared with controls, and the increased 
association between HIV and both psoriasis and PsA on case 
reports.57 
In PsA the evidence of the role of either a physical and 
psychological trauma as a precursor to the onset of IA is 
stronger than for RA. The nature of the acute events implicated 
is as diverse as recent surgery, myocardial infarction, 
therapeutic abortion and poisoning. By definition all contribute 
both physical and psychological components of trauma.57 PsA 
remains poorly understood with no distinct immunogenetic 
factors and some poorly understood environmental triggers. 
Exposures to a trauma and/or certain infective agents are the 
suggested and unverified most likely triggers of PsA.58 

Subsequent reviews in the next two issues of NiGP will provide 
an update on diagnosis (Part 2) and management (Part 3) of these 
similar yet distinct disease entities. 
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