OBESITY — A KEY DRIVER IN OSTEOARTHRITIS
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BACKGROUND

Obesity is a contributing factor to many comorbidities, including osteoarthritis (OA). Patients with OA experience
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Table 1. Patients in higher BMI ranges show higher WOMAC scores than lower BMI. Data presented as median (Q25, Q75) or

Table 2. Baseline characteristics of patients included in the post-hoc analysis. Data presented as median (Q25, Q75) or number
number (percentage). Statistical significance *P <0.05 and **P <0.01 vs. <25 kg/m2 and #P <0.05 vs. 25 - 30 kg/m2 using ANCOVA

test (percentage).
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Figure 1. Changes in WOMAC scores in patients who lost or gained weight over two years. For target knee, A) Total, B) Functional, C) Pain, and D) Stiffness WOMAC scores. For non-target knee, E) Total, F) Functional, G)
Pain, and H) Stiffness WOMAC scores. ANCOVA was used for analysis. Data presented as mean and error bars indicate 95% Confidence intervals. Statistical significance is indicated by *P < 0.05, **P < 0.01, ***P <
0.001, and **** P < 0.0001.

CONCLUSION
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Is further confirmed by reduce patient-reported obesity-related OA pain upon undergoing
weight loss.
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