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Introduction

Breast cancer

Breast cancer is considered a highly heterogeneous disease under
several distinct viewpoints. Different types of this neoplasm exhibit variable
histopathological and biological features, different clinical outcome and
different response to systemic interventions (Viale, 2012).

Classification of breast cancer:

As a general rule, a suitable classification of any disease has to be
scientifically sound, clinically useful, easily applicable and widely
reproducible.

Several classifications are available for breast cancer from the more
traditional histopathological subtypes to the newer molecular classes.
Histopathological classification:

The histopathological classification of breast carcinoma is based on
the diversity of the morphological features of the tumors. It includes 20
major tumor types and 18 minor subtypes as endorsed by the WHO in 2003
(Sencha et al., 2015).

According to this classification 70%-80% of all breast cancers will
eventually belong to either one of the two major histopathological classes,
namely invasive ductal carcinomas (IDCs) not otherwise specified (NOS) or
invasive lobular carcinoma (ILC). This implies that this classification is
unable to actually mirror the much wider heterogeneity of breast cancer,
because it groups together, within the same class, tumors that have a very
different biological and clinical profile. As a result, the histopathological
classification has minimal prognostic and predictive implications, and its

clinical utility is quite modest (Viale, 2012).



