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Psoriatic arthritis (PsA) is an inflammatory seronegative arthritis strongly associated with psoriasis. Recognition
of the clinical features of PsA is critical, as delayed detection and untreated diseasemay result in irreparable joint
damage, impairedphysical function, and a significantly reducedquality of life.Dermatologists arepoised for the
early detection of PsA, as psoriasis predates its development in asmany as 80%of patients. In an effort to further
acquaint dermatologists with PsA, this review provides a detailed overview, emphasizing its epidemiology,
comorbidities, etiopathogenesis, and diagnostic features. ( J Am Acad Dermatol 2025;92:969-82.)
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Abbreviations used:

DIP: distal interphalangeal
HLA: human leukocyte antigen
IL: interleukin
PIP: proximal interphalangeal
PsA: psoriatic arthritis
Th: T-helper cell
TNF: tumor necrosis factor
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INTRODUCTION
Psoriatic arthritis (PsA) is a chronic, progressive,

inflammatory arthritis associated with psoriasis. The
clinical course of the disease is highly variable,
ranging from mild, nondestructive disease to pro-
gressive, irreversible joint damage that may have a
functional impact and lead to disability.1 PsA is a
systemic inflammatory disorder with serious health
consequences beyond joint function and skin
inflammation.2,3 The development of biologics, tar-
geted small molecules, and the application of treat-
to-target approaches in early detected cases has
significantly improved clinical outcomes.4

However, about 50% of patients with PsA remain
undertreated5 and only 30% to 40% of patients in
clinical practice achieve minimal disease activity
while on therapy.6 Furthermore, the pooled preva-
lence of undiagnosed PsA among patients with
psoriasis was estimated at 15.5% (95%CI, 11.5% to
19.5%),7 with 1 study reporting a prevalence of 41%.8

Dermatologists are crucial in screening for PsA
and promoting early referral to a specialist.1,9 Herein,
we provide dermatologists with a comprehensive
review of PsA. In part I of this review, we present
evidence on the epidemiology, pathogenesis,
comorbidities, diagnosis, and differential diagnosis
of PsA. In part II, we review the screening and
management of PsA.
EPIDEMIOLOGY
Key points
d The pooled prevalence of PsA among patients
with psoriasis is 19.7% (95% CI, 18.5% to 20.9%)
although certain studies indicate prevalence rates
reaching as high as 41.8%

d The annual incidence of PsA is 2.7 cases per 100
patients with psoriasis.

d Most commonly, skin signs and symptoms precede
musculoskeletal manifestations by 10-12 years.

The prevalence of PsA in the general population
ranges from 0.05% to 0.25%; while the estimated
incidence of PsA ranges from 3.6 to 7.2 per 100,000
person-years.7
Amongst adult patients with psoriasis, the pooled
prevalence of PsA is 19.7% (95% CI, 18.5% to
20.9%)10 The prevalence varies substantially
depending on individuals’ geographic location, the
definition of PsA, and severity of psoriasis. However,
certain studies indicate prevalence rates reaching as
high as 41.8%. PsA has amale:female ratio of 1:1. The
annual incidence of PsA is 2.7 cases per 100 patients
with psoriasis.11

The cumulative incidence of PsA over time in adult
patientswith psoriasis is 1.7%, 3.1%, and 5.1% at 5, 10,
and 20 years following a psoriasis diagnosis.12 In 80%
to 86%of PsA cases, skinmanifestations precede joint
symptoms by 10-12 years13; however, 14% to 20% of
patients develop PsA before or simultaneously with
skin disease.14

Among children and adolescents (\18 years of
age) with psoriasis, the pooled prevalence of PsA is
3.3% (95% CI, 2.1% to 4.9%).10 The onset of PsA in
children and adolescents follows a bimodal
distribution, with an initial peak around 2 to 3 years
of age and a second peak around 10 to 12 years of
age. Notably, musculoskeletal manifestations appear
2 to 3 years before skin psoriasis in 80% of pediatric
cases.15
COMORBIDITIES
Key points
d More than 40% of patients with PsA have 3 or
more comorbidities.

d Recognition of comorbidities is critical to guide
treatment decisions.

Recognizing the comorbidities associated with
PsA is critical to establishing appropriate treatment.16

About 42% of patients with PsA have 3 or more
comorbidities.17 Individuals with PsA have a higher
comorbidity burden than those with psoriasis alone.3

These associated comorbidities contribute added
strain on patients’ quality of life.17 The prevalence
of myocardial infarction and stroke is higher in PsA
compared to the general population.16,18 PsA is also
associated with a higher occurrence of
cardiovascular risk factors such as hypertension,
hyperlipidemia, type 2 diabetes mellitus, fatty liver
disease, kidney disease, and metabolic syndrome in
comparison to the general population.19,20

Compared to patients with psoriasis alone, patients
with PsA have a higher risk of metabolic syndrome
and greater thickness of carotid intima-media,
independent of traditional cardiovascular risk
factors.3,21

Obesity is significantly more common in PsA
compared to psoriasis,3 rheumatoid arthritis, or the
general population.22 The association between



Fig 1. Psoriatic arthritis. Phases involved in the transition from psoriasis to psoriatic
arthritis.34,35 The progression from psoriasis to synovioentheseal inflammation occurs in
several stages.34,35 It begins with the interaction of genetic and epigenetic factors with
environmental triggers, such as biomechanical stress, infections, or obesity, in individuals with
psoriasis who are genetically prone to PsA. Next, patients enter a ‘preclinical phase’,
characterized by abnormal activation of the immune system, particularly involving the
interleukin (IL) 23/T helpher (Th) 17 axis and tumor necrosis factor (TNF) production,
triggered by factors from the skin, intestinal mucosa (including the microbiome), and/or the
entheses. This phase is followed by a ‘subclinical phase’, during which patients are
asymptomatic but present synovioenthesial imaging abnormalities.34 For example, several
studies compared ultrasound findings of the large entheses in patients with psoriasis and HCs
and showed that patients with psoriasis presented more entheseal inflammation on
ultrasonography, despite being asymptomatic. Patients with psoriasis also exhibited a higher
number of enthesophytes compared to HCs as detected by high-resolution peripheral
quantitative computed tomography. Finally, patients may transition to a phase characterized
as ‘‘musculoskeletal symptoms (eg, arthralgia, stiffness) that cannot be explained by other
diagnosis’’ (previously called ‘‘prodromal’’), which is a relatively short period that occurs before
the onset of clinically evident PsA. HLA, Human leukocyte antigen; IL, interleukin;
MSK, musculoskeletal; PsA; psoriatic arthritis.
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obesity and PsA is complex and likely bidirectional.
Obesity increases the risk of developing PsA (see
Pathogenesis), and PsA may lead to weight gain due
to reduced physical activity.23

Patients with psoriasis have an increased risk of
gout; patients with PsA have an even higher risk than
those with skin disease alone.24 Therefore, gout
should be considered among the differential
diagnosis of patients with psoriasis or PsA who
present with an acutely inflamed joint.

Poor sleep quality and discrete sleep disorders
such as obstructive sleep apnea are present in 73% of
patients with PsA.25 Depression and anxiety are
more prevalent in patients with PsA (10% to
30%),26 compared to the general population27 and
patients with psoriasis.28 Fibromyalgia impacts
around 30% of patients.29 These comorbidities have
a substantial influence on treatment outcomes.

The prevalence of inflammatory bowel disease in
PsA ranges from 0% to 20%, with a pooled prevalence
of 3.3%. Patients with PsA have a higher risk of Crohn’s
disease than those with psoriasis alone.30 The preva-
lence of uveitis in PsA ranges from 0.2% to 17% with a
pooled prevalence of 3.2%.31 Compared to patients
with psoriasis, the incidence and severity of uveitis are
higher among patients with PsA.32,33 These conditions
can impact treatment choices, as not all therapies for
PsA effectively address these manifestations.
PATHOGENESIS
Key points
d An interplay among genetic, epigenetic, and
environmental factors triggers an inflammatory
response in the skin, nails, entheses, and
synovium.

d The interleukin (IL) 23, IL17, and tumor necrosis
factor (TNF) signaling pathways are key in the
pathogenesis.

d PsA is characterized by new bone formation and
bone destruction.

The progression from psoriasis to synovioenthe-
seal inflammation occurs in several (theoretical)
stages (Fig 1).34,35 However, the precise mechanisms
leading to PsA remain unclear. Below, we discuss the
genetic, epigenetic, environmental factors, and
inflammatory processes associated with PsA onset
and progression (Fig 2).

Genetic factors. Psoriasis and PsA present a
strong heritable factor.39 Studies have reported
a recurrence risk ratio of up to 48 for PsA,
significantly higher than those for psoriasis.40-42

These findings suggest a stronger genetic
component for PsA and the existence of PsA-
specific risk loci.

Several susceptibility genes were identified for
psoriasis and PsA, with marked overlap stressing



Fig 2. Psoriatic arthritis. Psoriatic arthritis pathogenesis and clinical phenotypes. An interplay
between genetic susceptibility and environmental factors triggers the innate and adaptive
immune responses which lead to psoriatic disease phenotypes. Activation of APCs trigger the
differentiation of Th1 cells via IL12, and Th17 cells via IL23. Th1 cells secrete TNF while Th17
secrete IL17A, IL17F, and IL22. Clonal expansion of CD81 cytotoxic T cells including Tc1 cells,
which release IFN-y and TNF, and Tc17 cells, which release IL17 and IL22, also play an
important role in the onset and progression of the inflammatory response. Mechanisms
controlling inflammation are disrupted in psoriatic disease, as evidenced by the expansion of
dysfunctional RORgt1 Tregs36 and decreased number of CD731 Tregs.37 While not illustrated
here, IL17 and IL22 in the skin stimulate keratinocyte hyperplasia, neutrophil recruitment, and
microabscess formation. Whether the mediators secreted in the skin trigger musculoskeletal
inflammation is still unclear. Skin-derived tissue-resident memory CCR101 CD81 T cells in the
peripheral circulation, but not synovium, were elevated among PsA patients compared to those
with psoriasis only. Synovial Tc17 cells expressing skin and gut homing markers have been
detected in synovial tissue. In the joints and entheses, resident cells including synovial
fibroblast-like synoviocytes, chondrocytes, osteoblasts, and osteoclasts are activated by IL17,
TNF, IL22, and IFN-y. Additional proinflammatory cytokines are also released by macrophages,
ILCs, MAIT cells, NK cells and mast cells. Importantly, these cells represent a potent source of
IL17, independent from IL23 pathways. The differentiation of osteoclast precursors into
osteoclasts and subsequent bone resorption is mediated by the increased expression of the
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Table I. Frequencies of the human leukocyte antigen-B and human leukocyte antigen-C alleles and haplotypes
among patients with psoriasis, psoriatic arthritis, and controls reported by Winchester et al (2012)55

HLA genotype

Prevalence of HLA alleles Psoriasis versus control PsA versus control Psoriasis versus PsA

% positive

in controls

% positive

in psoriasis*

% positive

in PsA* OR (95% CI) OR (95% CI) OR (95% CI)

C*06:02:01:01 17 57.5 28.7 6.61 (4.81-9.07) 1.97 (1.48-2.61) 0.30 (0.21-0.42)
B*08:01 30.1 24.8 37.3 0.77 (0.55-1.07) 1.39 (1.08-1.78) 1.81 (1.24-2.64)
B*27:05:02 5.5 4.7 15.6 0.84 (0.42-1.68) 3.18 (2.14-4.71) 3.77 (1.88-7.56)
B*38:01:01 1.8 1.9 3.1 1.04 (0.35-3.11) 1.73 (0.81-3.69) 1.66 (0.52-5.28)y

B*39:01:01:01 1.8 2.3 6.4 1.31 (0.48-3.56) 3.74 (1.99-7.01) 2.86 (1.07-7.64)

Table adapted from.55

Odds ratio in bold represent those reaching statistical significance (P\ .05).

HLA, Human leukocyte antigen; OR, odds ratio; PsA, psoriatic arthritis.

*Combined discovery and validation cohort.
yAfter excluding B*27-positive cases the association with B*38 was strengthened, suggesting that B*38 may be a marker for psoriatic

arthritis susceptibility.
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their shared genetic basis.43-53 Class I human
leukocyte antigen (HLA-class I) genes in the major
histocompatibility complex represent the main
susceptibility region in psoriasis and PsA.54,55

(Table I). HLA-C*06:02 (previously designated as
HLA-Cw6, HLA-Cw*0602) is the main genetic risk
factor for psoriasis.56,57 In contrast, HLA-C*06:02
allele is less prevalent in PsA than psoriasis and is
associated with a longer psoriasis-to-arthritis interval
and with less severe arthritis.58,59

The main genetic factors distinguishing psoriasis
from PsA map to the HLA-B locus.56,60 Particularly,
the alleles HLA-B*08, HLA-B*27, HLA-B*38, and
HLA-B*39 were described as specific risk factors for
PsA.43,61-66 Associations between alleles implicated
in determining PsA susceptibility and PsA
phenotypes are described in Fig 2.38,55,63,67 Okada
et al identified that glutamic at position 45 of
HLA-B increased the risk of PsA compared to
psoriasis (odds ratio [OR] 5 1.46, 95%
CI 5 1.31-1.62, P 5 2.9 3 10-12).56 HLA- B*27, HLA-
receptor activator of RANKL by FLS, mesenchym
differentiation is mediated by IL22 released by T
formation (ie, syndesmophytes in the spine and
joints). Specific interactions among the effector T
resident cells at the local sites determine the ultima
psoriasis, nail psoriasis, axial disease, peripheral
Most recently, 4 distinct clinical phenotypes of pso
based on the interactions between different HL
antigen-presenting cells and the associated cel
described include a ‘Synovial-predominant disease
disease’, ‘cutaneous-predominant disease’, and ‘p
figure. APC, Antigen presenting cell; FLS, fibrobla
antigen; IFNg, interferon g; IL, interleukin; ILC, inn
invariant T; MC, macrophage; MMP, matrix
RANK, receptor activation of NF-kB; RANKL; RAN
b; Th, T-helper cell; TNF, tumor necrosis factor; T
B*38, and HLA- B*39 carry glutamic at position 45.
Subsequently, Bowes et al reported that asparagine
(OR 5 2.46, 95% CI 5 1.78 to 3.42) or serine
(OR 5 1.45, 95% CI 5 1.22 to 1.74) at the amino
acid at position 97 of HLA-B increased the risk of PsA
compared with psoriasis.60

Several genome-wide association studies identi-
fied additional PsA susceptibility loci outside
the major histocompatibility complex region
(Fig 3, A).43-46,48-53,68 While several of the identified
loci are common to both psoriasis and PsA, a subset
of genes and variants showed a stronger association
with PsA compared to psoriasis (Fig 3, B).43,44,50-53

Overall, the best-established genetic markers that
consistently distinguish PsA from psoriasis in
multiple datasets include IL23R and HLA-B.47

Epigenetic factors. Evidence to support the role
of epigenetic factors in disease onset involves the
concordance rate among monozygotic twins (35% to
72%),69-71 the potential triggering effect of trauma,
stress, infection, alcohol consumption, drugs,
al stem cells, and osteoblasts. Osteoblast
h17 cells leading to pathological new bone
enthesophytes in peripheral entheses and
cell subsets, inflammatory cytokines, and

te domains of disease affected including skin
arthritis/synovitis, dactylitis, and enthesitis.
riatic disease were described by Jadon et al38

A alleles and/or haplotypes expressed by
l subsets. Briefly, the clinical phenotypes
’, ‘Entheseal-predominant symmetrical axial
soriatic arthritis mutilans’ as described in the
st-like synoviocytes; HLA, human leukocyte
ate lymphoid cell;MAIT, mucosal-associated
metalloproteinases; NK, natural killer;

K ligand; TGFb, transforming growth factor
reg, regulatory T cell.



Fig 3. Psoriatic arthritis. A, Psoriatic arthritis (PsA) susceptibility loci outside the major
histocompatibility complex (MHC) region identified in genome-wide association study
(GWAS); (B) PsA-specific genetic associations outside the MHC region identified in GWAS
studies.38 B3GNT2, Beta-1,3-N acetylglucosaminyltransferase 2; CCDC116, coiled-coil domain
containing 116; CSF2, colony stimulating factor 2; DENND1B, DENN domain containing 1B;
FBLX19, F-box and leucine-rich repeat protein 19; GAG, glycosaminoglycan; IFIH1, interferon
induced with helicase C domain 1; IL-12, interleukin 12; IL13, interleukin 13; IL23R, interleukin
23 receptor; IL23/Th17, interleukin 23 and T helper 17 pathway; NFKB, nuclear factor kappa B;
NFKBIZ, NFKB inhibitor zeta; NOS, nitric oxide synthase; PRDX5, peroxiredoxin-5; PTPN22,
protein tyrosine phosphatase non-receptor type 22; REL, V-rel avian reticuloendotheliosis viral
oncogene homolog; RUNX3, runt-related transcription factor; STAT2, signal transducer and
activator of transcription 2; Th2, T helper 2; TNFAIP3, tumor necrosis factor alpha-induced
protein 3; TNIP1, TNF alpha-induced protein 1; TRAF, TNF receptor-associated factor;
TRAF3IP2, TRAF3-interacting protein 2; TYK, tyrosine kinase 2.
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smoking status,72,73 and a higher expression of DNA
methyltransferase 1 in psoriatic peripheral blood
mononuclear cells compared to controls.74 Overall,
DNA methylation is the most common mechanism
described, followed by the parent of origin effect or
genomic imprinting, expression or activity of epige-
netic modifying enzymes, and histone
modifications.75

Environmental factors. Traumatic injury and
mechanical stress at the enthesis or joint may trigger
the onset of PsA, similar to the Koebner
phenomenon observed in psoriasis (ie, deep
Koebnerization)76-79 Particularly, imaging studies80

and animal models81-84 suggest that the enthesis is an
area exposed to repetitive biomechanical stress that
may trigger an inflammatory response.85

Obesity is an established risk factor for PsA, with
body mass index showing a dose-effect on PsA
development. High body mass index is associated
with a shorter interval for PsA onset among patients
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with psoriasis.86,87 Obesity is associated with
low-grade inflammation in the adipose tissue which
may lead to chronic inflammation at distal sites such
as the skin, joints, bowel, eyes, and vessels.88

Moreover, obesity can contribute to added stress
on the joints, and repetitive microtrauma, favoring
the inflammatory process.23

Microbiome. The skin microbiota may trigger
psoriasis and PsA according to animal89,90 and
human91-93 studies. A gut-joint axis has been pro-
posed to explain the relationship between gut
microbiota and inflammatory arthritis.94 This
hypothesis suggests that an alteration in the gut
microbiome due to multiple factors, such as age,
drug use, comorbidities, and stress, may increase the
permeability of the gut wall lumen, exposing the
immune system to microorganisms resulting in an
inflammatory cascade that may affect the joints.94

Specifically, individuals with psoriasis and PsA
exhibited decreased Clostridia, Ruminococci, and
other helpful resident bacteria and protective
metabolites such as medium-chain fatty acids.95

Immune and cellular mechanisms. The
innate immune system is key in initiating the
inflammatory cascade in psoriasis and PsA (Fig 2).
Plasmacytoid and conventional dendritic cells are
activated in the skin96 and synovial fluid,97

respectively, releasing inflammatory cytokines that
lead to the differentiation of type 1 helper and type
17 T cells (Th1 and Th17) and activation of the
adaptive immune system. In particular, IL-23 binds to
the heterodimeric IL-23R/IL-12Rb1 receptor,
activating tyrosine kinase 2 and Janus kinase
2-dependent signal transducer and activator of
transcription 3(STAT3) signaling, which facilitates
the expansion of Th/Tc17 cells that secrete IL-17A,
IL-17F, and TNF.98 In the skin, IL-17A, IL-17F, and
TNF activate keratinocytes and induce the produc-
tion of antimicrobial peptides, proinflammatory
cytokines, and chemokines, which feed back into
the proinflammatory disease cycle.96 In the joints
and enthesis, IL-17A, IL-17F, and TNF activate
resident cells, including synovial fibroblast-like
synoviocytes, chondrocytes, osteoblasts, and
osteoclasts.99 These resident cells are also activated
by proinflammatory mediators released by macro-
phages, innate lymphoid cells, mucosal-associated
invariant T cells, natural killer cells, and mast cells.99

Activated resident cells further release inflammatory
mediators to recruit immune cells into the joints,
creating a self-perpetuating inflammatory response.

Activation of resident cells in the joint and
enthesis may lead to both osteoclast-mediated joint
damage and osteoblast-mediated bone repair and
remodeling.100 Osteoclast-mediated joint damage is
characterized by diffuse bone destruction leading to
erosions.100 The differentiation of osteoclasts from
monocyte/macrophage cells is facilitated by the
monocyte/macrophage colony-stimulating factor
and the receptor activation of nuclear factor kappa
B ligand. Synovial TNF and IL-17 also contribute to
osteoclast development and the inhibition of bone
formation explaining why therapies targeting these
cytokines retard structural damage.101-103

Osteoblastic-mediated bone repair and remodeling
lead to new bone formation at insertions (entheso-
phytes), periosteitis, or even bony sclerosis. This
process is supported by the differentiation from
mesenchymal cells into osteoblasts, which is
mediated by prostaglandin E2, IL-17, as well as
IL-22A.104-106 Other mediators involved in this
process include Wnt proteins and bone
morphogenic proteins.107

Clonal expansion of tissue-resident memory
T cells in synovial and skin tissue, which produce
IL-17A, IL-22, interferon-g, granzymes, and
perforin97,108-110, may further explain the chronic
inflammatory response observed in PsA.111

Overall, the interactions among the effector T cell
subsets, inflammatory cytokines, and resident cells at
the local sites determine the changes observed in the
axial and peripheral musculoskeletal system, such as
synovitis, enthesitis, cartilage damage, bone
erosions, and new bone formation.99
DIAGNOSIS
Key points
d The diagnosis of PsA is based on the clinical
history and physical exam and supported by
laboratory and imaging findings, as there is no
gold-standard diagnostic test.

Although clinically challenging, distinguishing
between inflammatory and noninflammatory
arthritis is critical in diagnosing PsA. Inflammatory
arthritis is characterized by stiffness over 30 minutes
after immobility, joint pain, tenderness, and/or
swelling, pain at the entheses, swollen digits,
worsening of pain after inactivity, and improvement
with activity.112 Fatigue is a nonspecific symptom
commonly associated with PsA, and it is considered a
potential risk factor for the development of PsA.113

While specific diagnostic criteria for PsA have not yet
been developed, the Classification Criteria for
Psoriatic Arthritis is currently used to classify cases
of PsA for clinical trial enrollment114 and may help
dermatologists recognize the critical features of PsA.

Clinical features. PsA is a heterogeneous
disease that may present with peripheral arthritis,



Table II. Differential diagnoses of psoriatic arthritis

Psoriatic

arthritis

Rheumatoid

arthritis

Ankylosing

spondylitis

Reactive

arthritis

IBD-associated

arthritis Osteoarthritis Gout

Age at onset (years) 36 30-60 20 30 30 50 [35 (men)
After menopause

(women)
Prevalence of
peripheral
arthritis (%)

11111 11111 11 11111 11 11111 11111

Prevalence of
axial disease (%)

111
(asymmetrical)

11 11111
(symmetrical)

11111 11 No No

Number of joints
affected

Oligo or
poly articular

Polyarticular Mono or
oligoarticular

Oligoarticular Oligoarticular Mono or
oligoarticular

Mono or oligoarticular

Distal interphalangeal
joint involvement

111 1 1 1 1 111 111

Dactylitis 111 No 1 1 No No No
Enthesitis 111 1 111 1 1 No No
Prevalence of
psoriasis (%)

11111 1 11 1 1 1 11

Prevalence of
nail lesions (%)

1111 No 1 1 1 No No

Rheumatoid
factor 1

11 1111 1 No 1 1 1

aCCP 1 1 1111 1 1 1 1 1
Elevated CRP and ESR 111 1111 111 111 111 1 111 during a flare
HLA-B27 1 111/11 1 11111 1111 11 1 No

1,\10%; 11, 10% to 30%; 111, 30% to 60%; 1111, 60% to 90%; 11111,[90%.

aCCP, Anticyclic citrullinated peptide; CRP, C- reactive protein; ESR, erythrocyte sedimentation rate; HLA, human leukocyte antigen; IBD, inflammatory bowel disease; no, not found; PsA, psoriatic

arthritis; uncommon,\10%.
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axial disease, enthesitis, dactylitis, and skin and nail
disease (Fig 2).

Peripheral arthritis. Affected joints typically
present with swelling, warmth, pain, and stiffness
after inactivity. The pattern of involvement may
changewith disease progression.115 At disease onset,
asymmetric oligoarthritis is the most common
manifestation in up to 60% of cases. The proximal
interphalangeal (PIP) and distal interphalangeal
(DIP) joints and the joints in the lower limb
predominate during this phase. In later stages, sym-
metrical polyarthritis tends to be the most common
pattern (48% to 69%), involving small joints of the
hands and feet and larger joints.116 DIP joint involve-
ment is considered a distinctive feature of PsA.
However, exclusive DIP involvement is uncommon
(5%). Arthritis mutilans, a destructive subtype of
arthritis characterized by telescoping and flail digits,
is also uncommon (\5%).

Axial involvement. The recognition of axial
disease is clinically challenging.116 Typically, back
pain persisting[3 months associated with morning
stiffness[30 minutes relieved by exercise is highly
suggestive of axial disease and should prompt
further assessment. Sacroiliitis tends to be
asymmetrical, in contrast to ankylosing spondylitis,
which is symmetrical (Table II).63,117 Clinical
predictors for axial PsA include: male sex,118-120 the
presence of HLA-B*27,121,122 nail disease,121,122

higher number of radiographically damaged
joints,122 high erythrocyte sedimentation rate,121

longer disease duration with axial disease being a
late-onset feature,123 \45 years old,122 and
inflammatory bowel disease.122 The recognition of
axial disease is essential to guide treatment decisions
as the treatment approach varies when axial disease
is present.

Enthesitis. The enthesis is defined as the site
where the tendon, ligament, or joint capsule inserts
into the bone124 Enthesitis involves inflammation of
the enthesis itself as well as the adjacent bone and
soft tissue.125 Clinical assessment of enthesitis
involves determining tenderness at entheseal
sites.126 Symptomatic enthesitis may be present in
20% to 40% of patients.127,128 The Achilles tendon,
lateral epicondiles, and plantar fascia insertion into
the calcaneus are common enthesitis sites.129

Differentiating pain amplification syndromes,
such as fibromyalgia, from enthesitis can be
challenging, given that both conditions present
with musculoskeletal pain. Furthermore, 17% to
53% of patients with PsA have concomitant
fibromyalgia.29,130,131 While enthesitis may be
detected in ultrasound by evidence of inflammation
in the entheses, pain amplification syndromes
typically lack structural changes. However,
ultrasound findings should be complemented with
clinical evaluation to improve diagnostic accuracy.

Dactylitis. About 50% of patients with PsA present
dactylitis at some point during the course of the
disease.132 Anatomically, dactylitis is characterized
by flexor tenosynovitis, synovitis, bone marrow
edema, and soft tissue inflammation.133 Clinically, it
manifests as diffuse swelling of the whole
digit with tenderness localized between the
metacarpophalangeal and PIP joints and between
the PIP and DIP joints (‘‘sausage digit’’).132 Dactylitis
tends to be asymmetrical and predominant in feet.134

Comparing the digit to its contralateral and assessing
for decreased flexion can aid in the diagnosis.
Dactylitic swelling that occurs without pain or
tenderness is known as ‘‘cold dactylitis’’; whether
this phenomenon is an inflammatory reaction or a
chronic process secondary to tissue remodeling is
unclear.132

Skin and nail psoriasis. Patients with PsA
commonly present mild-to-moderate psoriasis.
Severe psoriasis and scalp and inverse psoriasis are
associated with an increased risk of PsA.12,35

The risk of developing PsA among patients with
psoriasis who have nail psoriasis is 3 times higher
than those who do not.135 Such association is likely
explained by the fact that the nail is connected to the
underlying bone through a ‘‘mini-enthesis network’’
such that the extensor tendon that crosses the DIP is
fused with the nail matrix and root.136 Therefore,
repetitive mechanical stress at the enthesis of the DIP
joint extensor tendons can trigger an inflammatory
cascade, leading to inflammation and changes in
both the nail and the entheses.137

Laboratory and imaging findings. Patients
with PsA are typically ‘seronegative,’ though
rheumatoid factor or anticyclic-citrullinated peptide
may be positive at low titer in 8% to 12%. RA must be
ruled out when these are positive based on clinical
and imaging features (Table II). About 40% of
patients exhibit elevated levels of serum C-reactive
protein, erythrocyte sedimentation rate, or both.
HLA-B27 is a strong genetic marker for PsA and a
risk factor for axial disease among patients with
PsA(121). However, it is not used as a diagnostic tool.
HLA-B27 is present in less than 10% of patients with
peripheral PsA and 14% to 40% of patients with axial
PsA,121,122,138 while it is present in[90% of patients
with AS.139

PsA structural damage is commonly assessed
through conventional radiography. Key advantages
include its low cost and availability, and it can



J AM ACAD DERMATOL

MAY 2025
978 Perez-Chada et al
identify signs of more advanced disease such as
erosions, joint-space narrowing, periostitis, bony
ankylosis, and enthesophytes.140 Limitations include
the inability to detect early signs of PsA in soft tissues
and exposure to ionizing radiation.

Ultrasound imaging is also relatively inexpensive
and readily available. It is useful in identifying
enthesitis, synovitis, tenosynovitis, enhanced blood
flow, enthesophytes, and early erosive disease.141

Limitations include the inability to detect
intraosseous abnormalities in the presence of
enthesitis, lack of standardization across different
devices, and requiring skilled operators.

Magnetic resonance imaging can detect thick-
ening of tendons, bone erosions, enthesophytes,
joint effusions, and bone marrow edema.120,142
CONCLUSION
PsA is a complex inflammatory arthritis that is

strongly associated with psoriasis. Recognizing
its clinical features promptly is critical to treating
signs/symptoms, preventing joint damage, impaired
function, and reduced quality of life. Dermatologists
are in the ideal position to detect PsA early, as
psoriasis precedes PsA in[80% of cases.
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