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Why?

1. Deposit drug in area of lung most
likely to benefit and not cause harm

2. Getatherapy into the body that
cannot be easily taken by mouth

3. Getaveryshort-acting therapy to
the site of action before it degrades

4. Getatherapy closer to the site of
the disease with minimal spillover
to the rest of the body, eg powerful
drugs that may cause side effects

5. Administer afast-acting therapy to
act as an as required medication
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AV-101 Phase 1 Trial: Lower Systemic Exposures Observed
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Potent PDGFR, CSF1R and c-KIT inhibitor
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Examples of CT (FRI) Imaging: Placebo vs. Seralutinib

Baseline Week 24 - Baseline

I

Female, 24 y, IPAH (FC Il) Seralutinib subject Female, 58 y, IPAH (FC II)
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Increasing trend to move into lung fibrosis
Pulmonary Hypertension




Increasing trend to move into lung fibrosis
Pulmonary Hypertension
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