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Abstract Results (continued)

Objective: Triple negative” has been used to characterize a subtype of breast cancer that lacks * 3133 cases of endometrial cancers were submitted to Caris Life Sciences from March 2011 to July 2014 and 545 of which were determined as TNEC based negative IHCs of ER, PR,
Her2 and lack of Her2 amplification by ISH. Similarly, 2049 TNBC tumors were identified and analyzed.

Figure 2. Comparison of molecular differences between TNBC and TNEC
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