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Figure 1. Graphical representation of the tumour/metastasis heterogeneity and of the main targets and
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Metastasis is the primary target for cancer chemotherapy, independently of the kind of drug being
used. The main reason is that the primary tumour can often, if not always, be aggressed by surgery
and/or radiotherapy whereas metastases, spread in several tissues and organs, are believed to be
better reached with drugs that follow the pharmacological rules of distribution in the body.
The generation of these novel drugs, whether selective and specific monoclonal antibodies or
small organic molecules, requires a deep knowledge of the nature of the tumour cell and particularly
of tumour metastasis. Similarly, to the primary lesions, tumour metastases are characterised by the
interactions with healthy cells and extracellular matrix leading to a complex microenvironment in
dynamic evolution but extremely important for the metastatic growth [7,8].
The twin research that joins the biochemistry and molecular biology of cancer metastasis with
the study of novel targets and novel approaches to combat their growth is even more mandatory in
a scientific era in which the improvements of human health are transforming cancers into chronic
diseases and therefore significantly prolonging the life-time expectancy.
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