The Molecular Fork in the Road: Defining the Upstream Regulators of Longitudinal
SC21 Trajectories in Severe Trauma
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- Pathway kinetics (Figure 3): In multicomplicated
patients, inflammatory and complement/coagulation
pathways showed early activation, partial attenuation
during days 4—7, and later renewed enrichment.

2 Figure 3. Pathway enrichment over time in multicomplicated patients.

« Study design and cohort: A prospective cohort
of 265 adult trauma patients recruited between
2015-2021 from the SC2i Tissue and Data
Protocol (TDAP) repository.
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