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1.

Role of calcium in phenotype modulation in prostate cells resistant to androgen treatment




Androgen receptor plays a crucial role in growth and proliferation of normal prostatic cells. It has been
involved in the development of the main forms of prostate cancer.

Androgen deprivation is the main focus treatment in prostate cancer therapy and it has been seen that
this often causes a consistent regression of the cancer. Despite of this, in some patients the cancer goes
towards very aggressive phenotypes which haven’t valid therapies. The transition between the
phenotypes may be driven by membrane calcium channels, whose role is still poorly investigated. My
research wants to focus on the possible mechanisms involved in this transition and evaluate if calcium
dynamics can antagonize this process. We will evaluate the different expression of calcium-dependent
protein and calcium channels in different cell lines with increasing malignity.

ACADEMIC COMMISSIONS

2015 - Referent for Erasmus at DISIT

2010 - 2015 Referent for International Commission at DISIT

LIST OF SIGNIFICANT PUBLICATIONS

e Resveratrol induces intracellular Ca(2+) rise via T-type Ca(2+) channels in a mesothelioma cell
line. Marchetti C, Ribulla S, Magnelli V, Patrone M, Burlando B. Life Sci. 2016 148:125-31

e Epigallocatechin-3-gallate elicits Ca2+ spike in MCF-7 breast cancer cells: essential role of Cav3.2
channels. Ranzato E, Magnelli V, Martinotti S, Waheed Z, Cain SM, Snutch TP, Marchetti C,
Burlando B.

e Cell Calcium. 2014 56:285-95.

e Epigallocatechin-3-gallate induces mesothelioma cell death via H2 02 -dependent T-type Ca2+
channel opening. Ranzato E, Martinotti S, Magnelli V, Murer B, Biffo S, Mutti L, Burlando B. J Cell
Mol Med. 2012 16:2667-78

e Antagonists-resistant calcium currents in rat embryo motoneurons. Magnelli V, Baldelli P,
Carbone E. Eur ) Neurosci. 1998 10:1810-25

e The action of amyotrophic lateral sclerosis immunoglobulins on mammalian single skeletal
muscle Ca2+ channels. Magnelli V, Sawada T, Delbono O, Smith RG, Appel SH, Stefani E. )
Physiol. 1993 461:103-18


https://www.ncbi.nlm.nih.gov/pubmed/26845536
https://www.ncbi.nlm.nih.gov/pubmed/26845536
https://www.ncbi.nlm.nih.gov/pubmed/25260713
https://www.ncbi.nlm.nih.gov/pubmed/25260713
https://www.ncbi.nlm.nih.gov/pubmed/22564432
https://www.ncbi.nlm.nih.gov/pubmed/22564432
https://www.ncbi.nlm.nih.gov/pubmed/9751152
https://www.ncbi.nlm.nih.gov/pubmed/8394422
https://www.ncbi.nlm.nih.gov/pubmed/8394422

