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Simple Simulations

Map of Psoriasis Processes

Introduction

A detailed map of psoriasis describing its processes and the S|mUIat|On Of KeratInOcyte D|fferent|at|0n, Sca“ng and Ang|0geneS|S in PSOI’IaSIS

crosstalk between these processes has been developed. A
representative diagram of this map is shown below (Figure 3).

Psoriasis Is a chronic inflammatory skin disease with a complex
pathogenesis involving multiple tissues and Immune response
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Model Validation

The model will be validated by simulating the response of currently
available psoriasis treatments and comparing them against available
clinical data. Thus, the clinical outcomes like the PASI score will also be
Implemented in the model. Also, the academic collaborators in PSORT
have collected patient data (skin biopsies, systemic levels of cytokines,

External
Parameter Estimation

Over 200 literature references have been reviewed to obtain or estimate the different kinds of parameters for the psoriasis model

4. Influx/Efflux Balance

1. Activation/ Upregulation Parameters, e.g. 2. Turnover rates

Some of the unknown parameters are
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