Exploring Circulating Leukocyte RNA Expression: Implications for Treatment Outcomes and Immune-Related Adverse Events
in Patients with Triple Negative Breast Cancer Enrolled in the GeparNuevo Trial
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Significant research has been conducted on the influence of immune checkpoint inhibitor therapy on tumor
microenvironment, particularly with regard to tumor-infiltrating immune cells. Nevertheless, our understanding of the
circulating immune repertoire and its association with treatment outcomes remains limited. While the tumor
microenvironment provides detailed information about the interaction of tumor and immune cells, biomarkers from the

Univariate Cox regression analysis using continuous scores revealed a significant correlation between PIP3 activates AKT
signaling, T cells, CDK2, and TIMP1 expression with OS in the placebo arm (Table 3). Higher expression of PIP3 activates
AKT signaling, T cells, and CDK2, as well as lower expression of TIMP1, were associated with prolonged survival (Table 3).
Notably, T cell scores and CDK2 expression exhibited a significant interaction with the treatment arm in the Cox-PH-

Figure 3. Association of dichotomized leukocyte RNA expression levels per
treatment arm with the presence of immune-related adverse events (irAEs)

Table 4. Association of leukocyte RNA expression levels with
presence of immune-related adverse events (irAEs)
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