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Biography Paola Campomenosi was born in Miraflores Lima Peru, in 1965.

She studied Biological Sciences at the University of Genoa, where she
received her degree magna cum laude in 1989.

She worked at the National Institute for Cancer Research in Genoa as
Research fellow between 1989 and 1996 and in the meantime she
specialized in Hygiene at the University of Genoa (1992).

She held a Post-doctoral position at the University of Dundee, dept. of
Pathology between 1996 and 1997.

Moving to Italy, she was Research fellow at the National Institute for
Cancer Research between 1997 and 2000 and specialized in Medical
Genetics at the University of Genoa.

She moved to the laboratory of Human Genetics of the University of
Insubria as Research Fellow and became an Assistant Professor in
2002, in the Department of Structural and Functional Biology first and,
since its foundation in 2004, in the Department of Biotechnology and
Molecular Sciences.

Qualifications and awards  Gaetano Fichera Fellow Award, Johns Hopkins Oncology Center,
Baltimore, USA.

Fellowship from the University of Insubria.

Post-doctoral position at the University of Dundee, dept. of Pathology
Short term UICC (International Union against Cancer) fellowship
(ICRETT) in Dr. P.B. Farmer laboratory, MRC Toxicology Unit,

Carshalton, UK.

AIRC (ltalian Association for Cancer Research) fellowship, laboratory of
Mutagenesis, National Institute for Cancer Research, Genova, ltaly.

Degree (magna cum laude) in Biological Sciences



Research interests

Teaching experience and
appointments

Representative
publications

Specialization in Hygiene, Public Health

Specialization in Medical Genetics

Since the beginning of her career, PC has been interested in studying
the process of tumorigenesis by using molecular and cellular biology
techniques. Specifically, she participated in the characterization of
genes involved in the process of tumorigenesis, particularly tumor
suppressor genes.

In the field of cancer research she started working in mutational
spectrometry soon concentrating on a particular target, p53, frequently
mutated during human carcinogenesis. She demonstrated p53
involvement in cancer development in different types of neoplasia, i.e.
gliomas, colon and esophageal adenocarcinomas and relative
preneoplastic lesions with her molecular epidemiology studies.

She applied a yeast based p53 transactivation assay to study the ability
of specific p53 mutants to transactivate different targets and their ability
to interact with other members of the p53 family. This powerful method
also allowed her to study mutational and lethal capacity of novel
chemotherapeutic drugs.

She also worked on GADDA45, one of p53 targets and other genes
involved in cellular growth control, showing that this gene does not
represent a mutational target during cancer development.

Since joining Prof. Taramelli’s group at the University of Insubria, she
started the biochemical and functional characterization of a new
candidate tumor suppressor gene named RNASET2, which maps on a
chromosomal region frequently deleted in many types of cancers
including ovarian carcinoma and melanoma. This gene codes for a
ribonuclease belonging to a family highly conserved during evolution. In
spite of conservation, a common biological function in all organisms
remains to be discovered, although all the activities described so far
have in common the inhibition of cell proliferation. PC demonstrated
that RNASET2 is a secreted protein and is active as a ribonuclease.
Moreover, with colleagues and collaborators, she has demonstrated the
antitumorigenic and antimetastatic activities of this protein in vivo.

Teaching activities:

- Genetics

- Life Sciences |

- Laboratory of Experimental Biology (Genetics)
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Although not directly involved in clinical studies, PC has been
characterizing genes directly involved in human pathologies,
particularly cancer. She had several collaborations with clinical units
and is currently collaborating with the Anatomopathology Unit of the
University of Insubria.



