Temporal transcriptomic profiling of pediatric septic shock patients based upon
PERSEVERE-IIl risk strata identifies a conserved network of cell cycle genes in
high-risk patients
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changing the outcome together

Table 1. The 190 genes shared between the Day 1 Yellow Module and the
Backg round Results Day 3 Yellow Module. These genes are over-expressed in high-risk patients
and their co-expression relationships are enriched for the high-risk stratum.
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