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* BC tumors (n_9455) were analyzed by next B+/G+  B+/G- B+/G+  B+/G- ~12 B+/G+ B+/G- Figure 5. Differential expression of A) GAD1, IL10 and B) IFN scores between B+/G+ and

generation sequencing (NextSeq, 592 Genes and B+/G- in HR positive tumors

WES, NovaSEQ) and whole transcriptome sequencing
(WTS, NovaSeq) at Caris Life Sciences.

Figure 3. Differential expression of A) GAD1, IL10 and B) IFN scores between B+/G+ and B+/G-.

Conclusions

e When further stratified into molecular subtypes, concurrent

* Gene set variation analysis (GSVA) scores were used more MM2 and less CD8+ T cell fractions were found in B+/G+ <« Our study is the largest clinical dataset to demonstrate

for GABAm pathway activity (GMPA) [2]. Figure 1. Correlation between GMPA and B cell in A) all breast cancer patients; B) HR + compared to B+/G- in HR+ tumors, but not in HER2+ or TNBC the association of interplay between B cell and GABAm
patients; C) HER2+ and D) TNBC patients (rho: spearman correlation coefficient)
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