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Introduction

The Psoriasis PhysioPD Research Platform represents the

In silico research in Virtual Patients identified conditions under which
a novel compound would be superior to the SOC treatments.

* Psoriasis is a chronic, debilitating autoimmune skin disease affecting
approximately 2% of the population with itching, thickened, red, scaly
skin; 20-30% of psoriatic patients may develop psoriatic arthritis

biological components involved the pathogenesis of psoriasis,
mechanisms of anti-psoriatic therapies, and clinical outcomes.
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The Platform includes mechanisms of action for existing treatments (e.g., anti-TNFa, anti-IL-17, and
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e Rosa’s Model Qualification Method
was used to ensure the model was

Figure 5. Simulated SPASI scores reflect differential responses of ten
VPs, treated with simulated experimental therapy

Sensitivity Analysis highlighted the key pathways

most critical in the disease pathophysiology.
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assign parameters to specific metabolic pathways or cell processes.
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