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Introduction

Targeted therapies have revolutionized the management of immune-mediated inflammatory diseases (IMIDs). However, there is a
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healthy controls, were profiled with scRNA-Seq (Fig. 1). A total of 2,096,581 single transcriptomes were
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clustered into B, T/NK and myeloid lineages, leading to the identification of 29 cell types.
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Conclusions

Manual curation

The cellular composition, transcriptional configuration, and

activity of different transcription factors were characterized
Cell Composition Transcriptional landscape TF activity across all conditions.

The scRNA-Seq atlas developed in DoCTIS provides a unique resource for the understanding of drug response and disease heterogeneity across immmune-mediated inflammatory diseases.
e Cell composition and cell-specific transcriptional configuration of circulating PBMCs is IMID-dependent.

* Therapy leads to disease-specific changes in circulating cell composition and gene expression. Response is associated to the abundance of difference cell populations and changes in the expression of targeted genes
 Responders and non-responders showed differences in drug target expression after therapy.

* Further analyses will shed light on cell specific alterations associated to therapy response, before and after treatment.
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