Neutrophil-to-Lymphocyte Ratio in Guselkumab-Treated Patients With Psoriatic
Disease and Systemic Inflammation Associated With CV Risk

Joseph F. Merola!, Alexis Ogdie?, Arthur Kavanaugh?®, Evan Leibowitz*, Emmanouil Rampakakis®®, Francois Nantel’, Frederic Lavie®, Katelyn Rowland*, Enrique R. Soriano®

Key lakeaways

0 In DISCOVER-1&2 and VOYAGE-1&2 PsD pts with
elevated or high CV risk:

— GUS led to significantly greater reductions in NLR
than PBO as early as W4 that continued through
W16 and were sustained through up to 2Y
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— Significantly greater proportions of these GUS- vs
PBO-treated pts met criteria associated with no
increased CV risk (defined by NLR <2.5) by W4/W8
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systemic inflammation associated with elevated CV risk

— Logistic regression, adjusted for the potential confounders
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