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Methods:

® histological preparations of breast carcinomas
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® neoadjuvant chemotherapy therapy (NCT) ’; £, 4 %%
taxanes + anthracyclines and surgical material %3 §

after treatment —
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Metods:

Tumor biopsy before treatment Residual tumor Metastasis
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Complete pathology
response
cT->pCR

18%

Without changes cT = pT
13%

Downstaging in T category after NCT

Decreased clinical stage
cT>pT
69%



Downstaging in N category after NCT

Reduced stage
to No; 40%

Stage N has not
changed cN = pN;
30%

Increase in the
number of

| affected lymph

nodes; 30%



Breast Cancer Group with status N +

native tumor (biopsy) and residual tumor (n = 11)

residual tumor and lymph node metastasis (n = 32)

== native tumor (biopsy) and metastasis to the lymph node (n = 11)

32 cases N+



The first group (n=11) composed primary tumor
before and after therapy

ER N
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The second group (n=32) compose residual
tumor and regional metastasis

ER

% 0
12,5 4
PR 4 50%

50%

HER2 21,8 7



The third group (n=11), the tumor biopsy before
therapy compared with lymph node metastasis after
treatment.
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FOXA1

MNat Genet. 2011 Jan;43(1):27-33. doi; 10.1038/ng.730. Epub 2010 Dec 12,
FOXA1 is a key determinant of estrogen receptor function and endocrine response. MCF-7: ER binding
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Abstract

Esfrogen receptor-at (ER) is the key feature of most breast cancers and binding of ER to the genome comelates with expression of the
Forkhead protein FOXA1 (also called HNF3a). Here we show that FOXAT is a key deferminant that can influence differential interactions
between ER and chromatin. Almost all ER-chromatin interactions and gene expression changes depended on the presence of FOXAT and
FOXAT influenced genome-wide chromatin accessibility. Furthemmore, we found that CTCF was an upstream negss e
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can alter ER binding nd function. As such, FOXA is a major deferminant of estrogen-ER acfivity and endocring
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The expression of FOXA1 in the studied material

native tumor (biopsy) residual tumor metastasis to the
lymph node

ER 24 score 10 90,1 ER =4 score 63,6 ER =4 score

PR >4 score 5 45,5 PR =24 score 5 45,5 PR =>4 score 4 36,4

FOXA1 24 score XA1 >4 score A1 >4 score -



Conclusions:

® Study of immunohistochemical status of metastasis in lymph node is
important since in almost 20% of cases the receptor status changes, while
the signal pathway for the hormone receptors unchanged

® HER2 changes in almost half of cases when comparing the primary biopsy
and metastasis after therapy



Conclusions:

® FOXAz1did not change after therapy in all cases where expression of
hormonal receptors was present

® Expression of FOXA1 remained stable in all cases after neoadjuvant
treatment, where expression of hormonal receptors (ER and PR) decreased

or disappeared.
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