Gene expression associated with lymphovascular invasion and genomic risk in early-stage breast cancer
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**Clinical T staging results are reported for the group of Luminal subtype tumors; however, for the pNO subset, pathological

T (pT) staging results are reported.

number of significant DEGs with FC > 0.5 in tumors with LVI compared with absence of LVI in each
group comparison shown in Figure 2.
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