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TNF-a release in LPS-stimulated PBMC TNF-a release in LPS-stimulated PBMC IL-2 release in PHA-stimulated PBMC
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BI 1015550,nM BI 1015550,nM Figure 3. (a) A bleomycin (BLM) -induced pulmonary fibrosis (PF) mouse model was
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The principle of the IMAP assay for PDEs is shown in SDE4C2 FP aveay SDE4D2 FP asony Fibrosis markers (a-SMA and CoL1A1) detection in HFL-1 cells using gPCR assay. The expression levels of different inflammatory factors such as IL-5, IL-18 TNF-a, and
Figure 1. The IMAP binding reagent is a nano-particle 150- 150- | | TNF-y in serum of mice at different periods were detected by MSD.
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hind phosphate on bio-organic molecules and peptides. g . - J observation, pm‘emdo_ne can aIIeV|at_e the weight loss after pleomycm Injection,
“luorescent labeled cAMP or cGMP does not bind until : : and d_elay the death _tlme and mortallty. Through the analysis of_the |
hydrolyzed by the PDE. Upon binding the fluorescence of - | | | ~ | | | experimental end pom_t of lung weight ang:l _calculated lung coefficient, it was
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compound for 1h before stimulating by LPS or Bl 1015550  71.94 16.49 2302 97.75 collagen content in lung tissue. comprehensive screen of PDEs inhibitor, thus accelerate the novel drug
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for 7h, the TNF-a concentration in the plasma was CAOX 20X 0K 20X e

detected. To evaluate the anti-fibrosis effect of PDE4
iInhibitor, Roflumilast was used as positive drug in gPCR
assay In HFL-1 cells. 3) BLM induced IPF mouse model
Platform. The aim of this study was to establish a
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Figure 1. The IMAP fluorescence polarization PDEs assay platform (a) Principle of the NC
IMAP FP PDE assay system (b) Selectivity assay of Bl 1015550 on diverse PDEs based
on IMAP FP assay and the IC50 values are listed below.
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