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Genetic testing for patients with breast cancer (BCa) patients may change the routine Deleterious variants identified by PredicineATLAS™ panel Association between clinical parameters and survival outcome
patient care and shift toward more personalized managing and treatment strategies. A B C
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Our results revealed that the dominant deleterious variations identified by our 600 genes
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Parameter PredicineATLAS™ DNA Panel afE I PredicineATLAS™ panel for the breast cancer patients were BRCA2, BRCA1, ATM, and RAD50.
| Consistent with previous studies, patients with family history of cancers and higher tumor grade
Regions Analyzed 000 genes | were more likely to be BRCA1 carriers. BRCA1 mutations were strongly enriched in TNBC.
Panel Size 2.4Mb Patients with high degree of axillary lymph node metastasis were more likely to harbor BRCA2
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Figure 2. Comparison of percentage of individual gene mutation among different clinical This is a comprehensive analysis of germline mutation spectrum in a large Chinese patient
Input Sample Type Whole-blood, PBMC subgroups. cohort with breast cancer. Mutations identified by our large comprehensive 600 gene panels will
Comparison of percentage of individual gene mutation among clinical subgroups for the top 10 advance our understanding of the overall deleterious mutation landscape in Chinese populations
mutated genes in age subgroup (a), IHC subtypes (b), and cancer grade (c). with different clinical features as well as the mutation influence on survival outcomes.
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