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Technology summary

JUN has a critical role in regulating fibrosis through immune checkpoints such as PD-
1/CD47. Immune checkpoints are upregulated by activated JUN in fibrotic tissue,
leading to an immunosuppressive environment and further pathogenesis. The
suppression of immune cells by activated JUN is further amplified by IL6, a pro-
inflammatory cytokine often produced by pathologic fibroblasts. Thus, dual inhibition
of IL6 and PD-1/CD47 relieves the subdued innate immunity of the host and can
even reverse damage in fibrotic tissue. This has significant potential as a synergistic
treatment for fibrotic diseases like idiopathic pulmonary fibrosis (IPF) and Covid-19
as well.

Stage of Development

In vivo, preclinical models of fibrotic diseases and graft-versus-host disease.

Applications
Treatment of fibrotic diseases (e.g. pulmonary fibrosis, radiation fibrosis, liver
fibrosis, kidney fibrosis, skin fibrosis), graft-versus-host disease and Covid-19
Adjuvant cancer therapy with dual blockade of IL6 and immune checkpoint



Advantages
Synergism of checkpoint blockade, PD-1/CD47, and IL6 blockade
JUN could be used as a prognostic biomarker
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