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1. Background

3. DATA/METHODS: Predictive expression 4. RESULTS: Patient subgroups with predicted differential response to I-SPY 2 agents
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x To identify optimal dichotomizing thresholds for select biomarkers, 2-fold cross-

validation was repeated 500 times.

x Our analysis is exploratory and does not adjust for multiplicities.

x These biomarkers, when dichotomized, identify patient groups with differential
predicted sensitivities to I-SPY 2 agents and are present at different proportions
within receptor subtypes.

Advocate perspective: Providing the right drug for the right patient is not only a hallmark of the I-SPY 2
TRIAL, but also, from an a d v 0 ¢ adrspettse, critical to avoiding side effects and wasted time from drugs
that would not lead to pCR. Determining the best treatment option requires balancing harm - side effects
impacting quality of life - with the opportunity for a cure, or at least, extended life span.
implications of predictive biomarkers can give patients an important tool for treatment decision-making.
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