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Chronic Inflammation a central driver of metabolic Discovery pipeline — Al as the triage step prioritizes candidates & shrinks the search space
dysregulation & lifestyle-associated disorders [1]
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Figure 1. NO inhibition (%) relative to LPS-positive control. Mean + SEM, n = 9. Figure 2. COX-2 inhibition (%) relative to Celecoxib reference. Mean * SEM, n = 3.
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Dual suppressors: Peptides KP4, KP5 & KP6 lowered both IL-6 and Peptide KP4 is the strongest overall anti-inflammatory lead — dual IL-6/TNF-a suppression, NO inhibition, and dose-dependent COX
TNF-a pro-inflammatory cytokines. inhibition — consistent with its most favourable predicted binding across targets.
Divergent responder: Peptide KP9 suppressed IL-6 below baseline, Peptide KP6 binds the studied targets weakly yet is potently active, suggesting its anti-inflammatory effect is driven through an off-
while inducing TNF-a target/alternative mechanism.
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« Al triage compressed 10,049 sequences to 36 candidates, 7 of = Proteomic profiling of peptide-treated inflamed murine RAW 264.7 b
which entered lab validation. macrophages (ongoing).

« 4 of 7 leads were active in LPS-stimulated macrophages across Nitric = Replicate metabolic and proteomic analysis in differentiated human
Oxide Pathway, Pro-inflammatory cytokines and Cyclooxygenase THP-1 monocytes (ongoing). [I\J/IACQl_JtARIE N oTONEY N
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endpoints. = Antidiabetic and antihypertensive bioactivity profiling — metabolic |

+ Root vegetables are a credible, sustainable source of anti-inflammatory syndrome. o W= FAAB
bioactive peptide with further implications for metabolic syndrome , , . . . AHEUTn prosoms fﬂCtOfS@jH oup Facilitated Advancement
management. = Deep mutational scanning to optimise affinity, potency and stability. ¥ Australia Pty Ltd. of Australia's Bioactives
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