
At the center of PsA and some of its comorbidities is 
an association with inflammation. Both obesity and 
metabolic syndrome are characterized by persistent  
low-grade inflammation, largely due to the 
activity of visceral adipose tissue, which secretes 
proinflammatory cytokines.1

These overlapping inflammatory pathways  
involving IL-2, IL-6, IL-17, IL-23, TNF-α, and 
IFN-γ are believed to link PsA with metabolic 
and vascular dysfunction.1 

In patients with PsA, comorbid obesity is associated with: 

• Higher disease activity4,5  

• Reduced response to some biologic therapies1,6 

•  Persistent inflammation, insulin resistance,
and lipid abnormalities1

•  PsA and metabolic syndrome are both pro-inflammatory
conditions that increase MACE risk1

•  Patients with PsA have a 43% higher CVD risk vs.
the general population12,13

— 68% increased risk of MI12,13

— 22% increased risk of cerebrovascular disease12,13

Persistent low-grade inflammation  
is a key driver, with increased 
adipose tissue promoting 
impaired1,9: 

• Glycemic control

• Lipid metabolism

Metabolic syndrome 
is defined by the 
presence of visceral 
obesity, hyperlipidemia, 
hypertension, and/or 
dysglycemia1,10
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Patients with metabolic syndrome are 44% less likely to achieve minimal disease activityc,11

PsA patients with obesity are 2.5 to 3-fold less likely to be in remission/LDAb,5

aThe National Health and Nutrition Examination Survey (NHANES) is a nationally representative survey of the US civilian, non-institutionalized population conducted by the CDC National Center for Health Statistics 
(NCHS). The cross-sectional survey includes an in-home interview to obtain sociodemographic characteristics and medical history, and a physical examination and laboratory measures, including BMI, taken at a 
mobile examination center. Patients self-reported being diagnosed with psoriatic arthritis; bRemission/LDA was defined as Very Low Disease Activity (VLDA)/minimal disease activity (MDA) or Disease Activity in 
PSoriatic Arthritis (DAPSA) ≤4/≤14; cBased on multivariate regression (OR 0.56, p<.001) from an observational study in patients treated with anti-TNF-α.

Abbreviations: BMI=Body Mass Index; CDC=Centers for Disease Control and Prevention; CV=Cardiovascular; CVD=Cardiovascular Disease; IFN-γ=Interferon Gamma; IL=Interleukin; LDA=Low Disease Activity; 
MACE=Major Adverse Cardiovascular Event; MI=Myocardial Infarction; OR=Odds Ratio; PsA=Psoriatic Arthritis; RA=Rheumatoid Arthritis; TNF-α=Tumor Necrosis Factor Alpha.
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Obesity, metabolic syndrome, and cardiovascular disease share several inflammatory mediators and 
pathways with PsA.1,15,16 These overlapping mechanisms may contribute to increased disease burden, 
variable treatment responses, and long-term outcomes.1,4-6,11 

For your patients with PsA and comorbidities, consider a management approach that integrates 
treatment of both their rheumatic disease and associated comorbidities.  
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