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Education

Specialisation in Microbiology, 1985, Universita degli Studi di Roma “La Sapienza”, Rome, Italy
Degree in Biology, 1981, Universita degli Studi di Roma “La Sapienza”, Rome, Italy
Work Experience

2007 — present Istituto Superiore di | Senior scientist.

Sanita (ISS) Research activity: Analysis of genotoxicic activity
of chemicals. Study of the molecular
mechanisms of mutagenesis.

Institutional and regulatory tasks and
responsibilities: Inspector for Good laboratory
practice, as expert for mutagenesis and
carcinogenesis. Italian National Coordinator of
the OECD Test Guideline Programme. Head of
the Italian Delegation to the Joint Meeting of the
Chemicals Committee and the Working Party on
Chemicals, Pesticides and Biotechnology.

Risk assessment activity (as expert for
genotoxicity and carcinogenicity): Member of
the Committee for Risk Assessment (RAC) of the
European Chemicals Agency (ECHA). Chair of the
Working Group “Evaluation of intrinsic
properties and classification of chemicals”
established by the ISS following a request of the
Italian Competent Authority for REACH
Regulation. Member of the “Working Group on
Biocides” of the ISS.

1986 — 2006 Istituto Superiore di | Researcher.

Sanita (ISS) Research activity: Analysis of the genotoxic
activity of chemicals in bacterial systems and




cultured mammalian cells. Study of the
molecular mechanisms of mutagenesis. Analysis
of the role of the mismatch repair system in the
modulation of the genotoxicity of chemicals.
Regulatory and risk assessment tasks: Member
of the Advisory Committee for Biocides the
Italian Ministry of Health. Member of the ISS
Expert Panel on Biocides for the evaluation of
biocides as expert for genotoxicity and
carcinogenicity.

1981 - 1986 Istituto Superiore di | Holder of post-graduate scholarships and grants,
Sanita (ISS) Analysis of the genotoxic activity of chemicals in
bacterial systems and cultured mammalian cells.

Scientific expertise

Genetic Toxicology

In vitro and in vivo genotoxicity testing methods
Mechanism of genotoxicity and carcinogenicity
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Moreover, co-author of over 300 Scientific Opinions published in the EFSA Journal, including 69
opinions as responsible for the assessment of the genotoxic potential and 13 opinions as rapporteur.




