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Breast cancer during pregnancy (BCP) is a rare coexistence and is  * Comparison of the mutational patterns between BCP and non-pregnant controls (TCGA cohort) before any matching

associated with contradicting results about its biology and showed overall 102 mutations (average 1.03 mutations per sample) in BCP dataset vs. 195 (average 1.27 mutations per
prognosist2. Little is known about the impact of pregnancy on breast sample) Iin the TCGA. The most frequent somatic mutations for both cohorts were detected in TP53 (65% vs. 37%),
cancer biology at the genomic level. Based mainly on classical PIK3CA (11% vs. 29%) and GATA3 (6% vs. 18%) in the BCP vs. TCGA cohorts, respectively (Figure 2).
immunohistochemistry and mutational analysis in one small dataset3+ < Exact matching (1:1) in BCP and TCGA cohorts was performed based on age (26-30 vs. 31-35 vs. 36-40 vs. 41-45), HR
it IS believed that BCP during pregnancy is biologically not different (positive vs. negative), HER2 (positive vs. negative) and grading (G1/2 vs. G3) and yielded 41 patients from both datasets
from breast cancer diagnosed outside pregnancy. (Table 2).

The aim of the study is to compare the pattern of somatic * In the matched cohorts BCP patients had significantly less frequently lymph node positive tumors as compared to non-
mutations between pregnant and nOn_pregnant patients with pregnant controls (p:OO46) with no Significant difference for TP53 (p:O502) and GATA3 (p:1000) mutational status
breast cancer using a dataset of pregnant patients enrolled in whereas PIK3CA mutations were detected in only 2.4% of the pregnant patients vs. 22.0% of the non-pregnant controls
BCP study and non-pregnant controls obtained from TCGA (p=0.015; Figure 2). Within HR subgroups, overall TP53 was the most frequently mutated gene with higher mutational rate
database. In HR-negative compared to HR-positive patients (75.0% vs. 52.4% for BCP; 85.0% vs. 23.8% for TCGA control; Figure 3).

Figure 2. Mutation patterns overall in BCP vs. non-pregnant controls
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Table 1. Gene panel Figure 3. Mutation patterns by HR status in BCP vs. non-pregnant controls
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(N=41/99, 41.4%) (N=41/152, 26.6%) Overall the mutational landscape does not seem to be different between pregnant patients and no-pregnant

controls The Imbalances in PIK3CA mutational rate after matching might be explained by a remaining bias
caused by differences In sensitivity or specificity of methods used to detect mutations or differences In
variables not used for matching. Further comparisons using other datasets, looking Iinto gene expression

Table 2. Clinical characteristics in BCP vs. non-pregnant controls

non-matched matchec patterns are currently conducted.
Parameter Category BCP-cohort TCGA-cohort | BCP-cohort TCGA-cohort
median 34 40 37 38
Age, years _
min-max 26-43 26-45 28-43 26-45
: 11-2 82 (82.8%) 130 (85.0%) 37 (90.2%) 34 (82.9%) _
fumorssize T3-4 17 (17.2%) 23 (15.0%) 4 (9.8%) 7 (17.1%)
i I 49'50/ o1 39'60/ ’a 5'7 o y 34 o 1.Azim HA Jr, Botteri E, Renne G et al. The biological features and prognosis of breast cancer diagnosed during pregnancy: a case-
Nodal status | oo (49 OO) (39, 00) 57 00) (34 00) control study. Acta Oncol. 2012; 51:653-61.
positive | 49 (50.5%) 93 (60.4%) | 17(42.5%) 27 (65.9%) 2 .Amant F, von Minckwitz G, Han SN, et al. Prognosis of women with primary breast cancer diagnosed during pregnancy: results
Grading* Gl-2 30(30.3%) 52 (49.5%) 12 (29.3%) from an international collaborative study. J Clin Oncol. 2013; 31:2532-9.
= e e G 22 (00.5%) 3.Azim HA Jr, Brohée S, Peccatori FA et al. Biology of breast cancer during pregnancy using genomic profiling. Endocr Relat Cancer.
. positive 43 (43.4%) 104 (72.2%) 21 (51.2%) 2014:21:545-54.
negative 56 (56.6%) 40 (27.8%) 20 (48.8%) 4.Loibl S, Han SN, Amant F. Being Pregnant and Diagnosed with Breast Cancer. Breast Care (Basel). 2012;7:204-209.
L ERo* positive 13(13.1%) 24 (16.2%) 1 (2.4%) 5.Pfarr N, Penzel R, Endris V et al. Targeted next-generation seqguencing enables reliable detection of HER2 (ERBB2) status in breast
negative 86 (86.9%) 124 (83.8%) 40 (97.6%) cancer and provides ancillary information of clinical relevance. Genes Chromosomes Cancer. 2017;56:255-265.

*Numbers in matched BCP-set vs. TCGA-set are identical by definition of the matching
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