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PMCb n=199), 156 patients with high-risk HER2-/HR+ BC (iddEPC | | patients with a higher benefit in the PM(Cb) arm. In 70 - 60.4 60.0 60.3
Figure 1. Study design. Patients with TNBC, high-risk HER2-/HR+ BC, or HER2+ BC were |n=75, PM n=81), and 365 patients with HER2+ BC (iddEPC n=182, ' the HER2+ BC subgroup, the gBRCA1/2 mutation | g 60 - OR* 3.44 (1.22-9.72);
randomized to one of the two treatment arms, iddEPC or PM(Cb). PM n=183) (Figure 2). prevalence was too low to obtain meaningful results | 850 - : . p=0.020
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mt, mutant; wt, wildtype; OR, odds ratio; *univariate logistic regression

Patients with gBRCA1/2 mutations showed most benefit from neoadjuvant treatment with highest pCR rates achieved in the
DNA analysis successful gBRCA1/2 TNBC / PMCDb group. The role of carboplatin for neoadjuvant treatment of gBRCA1/2 TNBC should be further explored.
1. Schneeweiss et al. Eur J Cancer. 2019 Jan; 106:181-192. (n=914) Mutations in further BC predisposition genes are unlikely to predict therapy response.




