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About IFOM Review

The idea of publishing an annual report for the institute has been
in the air for a very long time. However, we did not like producing
every year a cold document highlighting our own results with plain
scientific data.

Thus, we came to the conclusion that it would have been better
to receive a sincere and frank opinion on our work from external
colleagues and collect these commentaries in an editorial product.

Therefore, we consider the IFOM Review a chance for reflection on
the progress of knowledge, moving from IFOM activities and results.

A special thanks goes to the authors who generously spent their time
and energy to share their views on the progress and perspectives of
our research.

Marco Foiani Francesco Blasi

|
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Prof. Foiani has a Ph.D. in Molecular Biology from the University of Milan (Italy).
Since 2002, Prof. Foiani, who is also Head of the Genome Integrity Laboratory at
IFOM since its establishment, is Full Professor in Molecular Biology at the University
of Milan.

His research interest focuses on the regulatory mechanisms that control genome
integrity. Particularly, his work has contributed to elucidate the cellular mechanisms
causing genome instability in cancer cells and chromosome abnormalities in certain
human syndromes leading to cancer predisposition. Prof. Foiani has more than 80
papers published in international scientific journals.

Since 2008 Prof. Marco Foiani is the Scientific Director of IFOM.

Prof. Foiani was honored with internationally recognized memberships and awards,
such as: the European Molecular Biology Organization membership; the Academia
Europaea membership; the New York Academy of Sciences membership; the Italian
Society of Genetics (AGI) membership; the Italian Society of Biophisics and Molecular
Biology (SIBBM) membership; the Award from the Italian Society for Biophysics and
Molecular Biology (SIBBM); the Biotec Award promoted by Amgen and Dompé; the
“Chiara D’Onofrio” Prize from the Italian Federation of Life Sciences.

He was the founder in 2009 of the European Nanomedicine Foundation (CEN) and
vice-president up to 2011.

He is also member of the Scientific Advisory Board of AIRC, the Italian Cancer Research
Association, member of the editorial board of Cell and editor and reviewer for top
impact factor scientific journals.

Francesco Blasi born in Naples, October 19, 1937.

MD from Naples University Medical School, then two post-Docs at the Max Planck
Institut fuer Biophysik (Frankfurt, Germany) and NIH (National Institute of Arthritis
and Metabolic Diseases) Bethesda, MD (U.S.A.).

In 1970 back in Italy at the CNR Research Center in the Naples University Medical
School, then in 1980 Full Professor at the Il Faculty of Medicine of the University of
Naples.

Subsequently, Professor at the University of Copenhagen, Denmark and finally in
Milano since 1992.

Is at IFOM since 2004, Director of research program Transcriptional Regulation in
Development and Cancer.

From 2007 to 2011 coordinates the Molecular Oncology PhD program of SEMM. In
2011 becomes Deputy Director for Science of IFOM.

Has previously been Director of the International Institute of Genetics and Biophysics
of CNR in Naples (1980-1983), of the Molecular and Cellular Biology Center in
Copenhagen (Denmark), (1988- 1992), and of the Department of Cellular Biology and
Functional Genomics (1998-2006) at DIBIT, Ospedale San Raffaele.
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Organization, and 1991-1993 of its Council. Since 1992 is a member of Academia
Europaea.

Has received national and international prizes and is Author of over 270 research
articles in prestigious international Journals, including Nature and Cell.

Has been a member of the Advisory Board of AIRC, Associazione Italiana per la Ricerca
sul Cancro, and of the Board of EMBO Journal.

Francesco Blasi
IFOM Deputy Director
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A commentary on Vincenzo
Costanzo’s paper published in
Nature Communications

by Penny Jeggo

Autosomal recessive primary microcephaly
(MCPH) and Seckel Syndrome (SS) are
overlapping disorders characterised by a reduced
head circumference. MCPH has no or mild growth
delay; growth delay in SS can be severe. Many
causal genes for microcephaly encode centrosomal
proteins although DNA damage response (DDR)
genes have also been described. CEP63 is the
causal defect in one MCPH/SS family with marked
microcephaly and mild growth delayi. CEP63
co-localises with pericentrin (PCNT), a well-
studied centrosome protein, and regulates the
centrosomal localisation of CEP152, a conserved
centrosome duplication factor 2. CEP152/63 form
aring like structure around the parental centriole,
and CEP63 loss in patients causes centrosome
loss.

To investigate how CEP63 loss causes
microcephaly, Costanzo, Stracker and colleagues
examined neuronal development in mice with
inactivated Cep63 3. Cep63 T/T, like CEP63
deficient patients, displayed growth delay and
small head size. The mice showed abnormal Cep152
localisation in the embryonic neocortex and cells

p53-dependent
apoptosis: novel
insight into the
basis underlying
microcephaly

with monopolar spindles or abnormal spindle
poles. Strikingly, in the embryonic neural stem
cell region, the ventricular/subventricular zone
(VZ/SVZ), the mitotic cell number was modestly
increased with mitotic cells being frequently
mislocalised. Enhanced apoptosis was observed
throughout the neocortex. p53 is a DDR protein
that regulates apoptosis. Strikingly, apoptosis was
suppressed in p53-/-Cep63T/T mice and normal
head size completely restored, although aberrant
mitotic cell localisation remained. Thus, a striking
finding is p53-dependent apoptotic activation
arising from centrosome/mitotic abnormalities.

The embryonic VZ/SVZ cells proliferate rapidly
from E11.5 to E16.5, initially via symmetric
division to generate two daughter stem cells;
subsequently, a switch to asymmetric division
occurs producing a daughter destined to become
a neuron. Premature switching to asymmetric
division will diminish stem cell accrual and
has been proposed as a mechanism underlying
reduced brain size4. Centrosome dysfunction has
been proposed to promote premature switching.
However, centrosome loss remains in p53-/-



Cep63T/T mice suggesting that this cannot
directly confer microcephaly. Cilia emanate
from centrioles, the centrosome basal body and
centrosome dysfunction impairs cilia signalling,
providing a further possible causal mechanism.
However, this defect will also remain in p53-/-
Cep63T/T mice.

Elevated apoptosis correlates with microcephaly
in other situations, such as radiation exposure or
mouse models defective in the major DNA double
strand break (DSB) repair pathway. LigIV-/- mice
(DSB repair deficient) are embryonic lethal due to
extensive neuronal apoptosis, which is rescued by
p53 loss 5. Such apoptosis is DSB driven and ATM
(a DDR kinase)-dependent; aberrant replication
can activates ATR-dependent apoptosis. Yet DNA
damage was not detected in Cep63T/T mice.
Previous studies have observed p53 activation
following centrosome loss. Importantly, two
recent studies have provided mechanistic insight
into a p53-dependent centrosome surveillance
pathway, which is activated by centrosome loss
or extended mitotic duration without detectable
DNA damage 6, 7. p53 activation prevented cell
cycle progression in the system examined.

So why does apoptotic induction preferentially
confer microcephaly. Recent studies examining
the haematopoietic system suggest that
proliferating progenitors are sensitive to apoptosis
whilst quiescent stem cells are resistant®. Adult
neural SVZ stem/progenitor cells appear to
behave similarly®. Rapid proliferation in the
embryonic VZ/SVZ generates a large number
of apoptotic-sensitive proliferating progenitor
cells. Indeed, apoptosis in the VZ/SVZ of mice
hypomorphic for LiglV is greater than in most
other tissues'. Thus, the embryonic brain may be
exquisitely sensitive to apoptosis because it has
an abundance of sensitive cells. Since replication
ceases by E16.5, further progenitor replenishment
may be precluded.

Cells from multiple SS patients display
supernumerary centrosomes, which also likely
prolongs mitosis 11. Thus, activation of apoptosis
by centrosome abnormalities may be a common
mechanism driving microcephaly in patients.
However, abnormal mitoses persist in p53-/-
Cep63T/T mice, potentially causing neuronal
dysfunction despite normal head size. Patients
lacking ATM do not show microcephaly but rather
progressive ataxia, and it is tempting to speculate
that the persistence of damaged neurons could be
a contributing factor.

In summary, this significant study demonstrates
that activation of p53-dependent apoptosis due
to Cep63 loss confers microcephaly. This could
represent a common mechanism for microcephaly
since neuronal development produces
many apoptotic-sensitive progenitor cells.
Understanding the basis underlying microcephaly
is currently important to evaluate the impact of
the Zika virus.

p53-dependent apoptosis: novel insight into
the basis underlying microcephalyt
by Penny Jeggo
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CEP63 deficiency promotes p53-dependent microcephaly
and reveals a role for the centrosome in meiotic
recombination

CEP63 is a centrosomal protein that facilitates centriole
duplication and is regulated by the DNA damage response.
Mutations in CEP63 cause Seckel syndrome, a human
disease characterized by microcephaly and dwarfism. Here
we demonstrate that Cep63-deficient mice recapitulate
Seckel syndrome pathology. The attrition of neural
progenitor cells involves p53-dependent cell death, and
brain size is rescued by the deletion of p53. Cell death is
not the result of an aberrant DNA damage response but is
triggered by centrosome-based mitotic errors. In addition,
Cep63 loss severely impairs meiotic recombination, leading
to profound male infertility. Cep63-deficient spermatocytes
display numerical and structural centrosome aberrations,
chromosome entanglements and defective telomere
clustering, suggesting that a reduction in centrosome-
mediated chromosome movements underlies recombination
failure. Our results provide novel insight into the molecular
pathology of microcephaly and establish a role for the
centrosome in meiotic recombination.

[PMID 26158450]

DNA metabolism
Vincenzo Costanzo

p53-dependent apoptosis: novel insight into
the basis underlying microcephalyt
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Commentary on Paolo
Peterlongo’s paper published
in Human Molecular
Genetics.

by William D Foulkes

Breast cancer susceptibility genes

Over twenty years ago, the important breast
cancer susceptibility genes, BRCA1 and BRCA2
were discovered. Since this time, the search for
“BRCA3” has been vigorously pursued by many
laboratories around the world. Several candidate
susceptibility genes have been identified, but none
match the unique properties held by mutations
in BRCA1 and BRCA2 — that is, being both highly
penetrant and quite frequent in most populations.
Nevertheless, an international collaborative
group, including Dr. Paolo Peterlongo and myself,
showed in 2014 that PALB2 is a bona fide cancer
susceptibility gene associated with a clinically
significant risk for breast (and possibly other)
cancers.

The challenge now is to validate the many other
candidate breast cancer susceptibility genes that
have emerged from large-scale studies in Europe
and North America. One such study has been led
by Dr. Paolo Peterlongo, from IFOM, the FIRC
Institute of Molecular Oncology, in Milan and has
uncovered an association between the presence of
likely pathogenic mutations in the gene encoding
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FANCM - a
new cancer
susceptibility gene?

FANCM, a member of the Fanconi Anemia (FA)
protein family, and risk for breast cancer.Cell
therapy for muscular dystrophy.

How was FANCM discovered?

FANCM, initially known as FAAP250, was
identified in 2005 as a human ortholog of the
ancient bacterial DNA repair protein, Hefi,
via mass spectrometry analysis of FA protein
complexes. While its role as a true FA protein is
questionable (see below) it does have key DNA
repair functions, briefly outlined below. Since
nearly all existing breast cancer susceptibility
genes appear to have roles in DNA repair, FANCM
is a priori a candidate breast cancer susceptibility
gene.

What does it do?

There are 19 FA associated proteins. Among many
functions, it is believed that FANCM acts as a
DNA translocase, and interacts with a number
of partners to recognise stalled replication
forks and activate the FA pathway. Other FA
core components are then recruited to the DNA



lesion. However, it is not clear that FANCM is
a bona fide FA gene, since several homozygous
mutation carriers have been found not to have
any molecular or clinical signs of FA, and the only
known carrier of biallelic mutations in FANCM
was later found to have mutations in FANCA,
another FA gene, as well.

How was FANCM linked to breast cancer?

A study of multiple-case breast cancer families
identified a single affected woman who was
heterozygous for a variant in FANCM known as
¢.5791C>T (rs144567652). Further analysis of
several thousand cases suggested that this variant
was associated with breast cancer risk, but the
sample size, while large in the first study, was
not definitive, because the variant was only seen
in about 3 in 1000 women with breast cancer. A
subsequent study, lead by Dr. Peterlongo, which
analysed 8635 familial breast cancer cases and
6625 controls from several different countries
for this single mutations ¢.5791C>T, found an
association between this mutation and breast
cancer risk [odds ratio = 3.9 (95% confidence
interval = 1.3—-12.1; P = 0.017)]. Functionally,
it was shown that this mutation causes an out-
of-frame deletion of exon 22, resulting from the
creation of a de novo binding site for the pre-
mRNA processing protein hnRNP A1; moreover,
genetic complementation analyses showed that
the ¢.5791C>T mutation can influence the DNA
repair activity of FANCM. Along with another
study, suggesting that a Finland-specific FANCM
mutation is associated with triple negative breast
cancer, these observations are quite compelling.
Additional support for these data comes from a
large study of 4034 cases of a total of 12 tumor
types, published in Nature Communications in
2015, which revealed that using a total frequency
test FANCM was significantly enriched for
germline truncating mutations in breast cancer
— in fact, FANCM was the third most-frequently
mutated gene, after BRCA1 and BRCA2, but this
excess did not cross the 5% false discovery rate
threshold.

FANCM c.5791C>T nonsense mutation (rs144567652) induces
exon skipping, affects DNA repair activity and is a familial
breast cancer risk factor.

Numerous genetic factors that influence breast cancer risk
are known. However, approximately two-thirds of the overall
familial risk remain unexplained. To determine whether some
of the missing heritability is due to rare variants conferring
high to moderate risk, we tested for an association between
the ¢.5791C>T nonsense mutation (p.Arg1931%*; rs144567652)
in exon 22 of FANCM gene and breast cancer. An analysis of
genotyping data from 8635 familial breast cancer cases and
6625 controls from different countries yielded an association
between the ¢.5791C>T mutation and breast cancer risk [odds
ratio (OR) = 3.93 (95% confidence interval (Cl) = 1.28-12.11;

P =0.017)]. Moreover, we performed two meta-analyses of
studies from countries with carriers in both cases and controls
and of all available data. These analyses showed breast
cancer associations with OR = 3.67 (95% Cl = 1.04-12.87;

P =0.043) and OR = 3.33 (95% Cl = 1.09-13.62; P = 0.032),
respectively. Based on information theory-based prediction,
we established that the mutation caused an out-of-frame
deletion of exon 22, due to the creation of a binding site for
the pre-mRNA processing protein hnRNP A1. Furthermore,
genetic complementation analyses showed that the mutation
influenced the DNA repair activity of the FANCM protein. In
summary, we provide evidence for the first time showing that
the common p.Arg1931* loss-of-function variant in FANCM is a
risk factor for familial breast cancer.

[PMID 26130695]

FANCM - a new cancer
susceptibility gene?
by William D Foulkes



Are FANCM mutations found in other cancers/
conditions?

In the abovementioned Nature Communications
study, germline FANCM mutations were
unexpectedly frequent in persons with head and
neck squamous cell carcinoma (HNSCC) and clear
cell carcinoma of the kidney (RCC). Many of the
germline FANCM mutations were associated with
LOH, suggesting that they might be biologically
important. Notably, using a Wilcoxon rank-sum
test, FANCM mutations were associated with a
greater number of somatic mutations in HNSCC
and RCC, than in tumors without FANCM
mutations.

Where do we go next?

Validation of FANCM as a breast cancer
susceptibility gene will require much larger
studies than already been conducted; to disprove
that BRIP1 was a breast cancer susceptibility
gene required genotyping for one variant in a
combined total of 91,000 cases and controls, and
full sequencing of the gene in a further 24,000
women. These types of sample sizes are needed
for rare variants with modest effects. Thus, along
with functional studies, further sequencing is in
order, but Dr. Peterlongo has certainly identified a
strong candidate breast cancer susceptibility gene
— no mean feat.

FANCM - a new cancer
susceptibility gene?
by William D Foulkes
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Commentary on Simona
Polo’s paper published on
Current Biology

by Yossi Yarden

Although mutations affecting critical genes are
the major drivers of cancer, tumor cells, especially
those starting their journey to full malignancy,
depend on growth factors for renewed cycles of
proliferation, attraction of blood vessels, as well
as for their resistance to chemo- and radiotherapy.
Some tumors free themselves from the reliance
on growth factors by expressing constitutively
active, mutant forms of either the respective
receptors or the downstream biochemical
pathways. A typical example is provided by
the epidermal growth factor (EGF) family. All
members of this group avidly bind with a cell
surface receptor, called EGFR, the cytoplasmic
portion of which harbors an enzymatic activity,
namely a tyrosine-specific protein kinase.
By simultaneously phosphorylating multiple
substrates, EGFR initiates several biochemical
and metabolic pathways playing essential roles
in tumor progression and colonization of distant
organs. Normally, the cellular “ON” state is
rapidly downregulated by means of EGF-induced
ubiquitination of EGFR and subsequent ubiquitin-
dependent sorting of activated receptors to

Deubiquitination
enzymes in the
limelight

internalization and degradation in lysosomes.
However, oncogenic mutant forms of EGFR, such
as mutants frequently detected in lung cancer,
evade endocytosis or they rapidly recycle back to
the plasma membrane.

An elegant report published in Current Biology
in 2015 by the research team of Dr. Simona Polo
sheds new light on the important process that
targets EGFR, and possibly additional growth
factor receptors, to intracellular degradation.
Because covalent tagging of EGFRs with ubiquitin
instigates the whole process, CBL, the enzyme in
charge of receptor ubiquitination, for example
is stealing the limelight from other molecules
engaged by EGFRs while en route. Especially
interesting are the deubiquitinating enzymes
(denoted DUBs), which reverse ubiquitination,
and scaffold proteins like HRS, EPS15, EPSIN
and STAM, which bind ubiquitin, lipids or
membrane coat proteins associated with the
endocytic process. What complicates the matter
is the observation, originally made in yeast
cells, that scaffold ubiquitination, similar to
cargo ubiquitination, is necessary for receptor



endocytosis, and both entail mono-ubiquitination.
To dig deeper into the roles played by cargo and
scaffold ubiquitination, Polo and her colleagues
employed a library of small RNAs, each blocking
expression of one of the approximately 100 DUBs
encoded by the human genome. As readout of
functional interference, they assayed degradation
of EGFRs while using highly sensitive quantitative
tests their laboratory previously established. This
genome-wide systematic approach permitted
identification of a remarkably large group of
18 candidate molecules, including some DUBs
previously identified by other teams, all affecting
the rate of EGF-induced degradation of EGFR.

Although the Polo lab focused on one DUB, USP9X,
the other 12 new enzymes they identified will
likely open many windows into the main receptor
desensitization process and its manipulation
in malignancies. For example, by using RNA
interference screens, my own group identified
in 2012 another DUB, OTUD7/Cezanne-1, as an
enzyme that directly deubiquitinates EGFR by
forming a physical complex with the receptor and
preventing its sorting for intracellular degradation.
In line with the ability of OTUD7/Cezanne-1 to
augment EGFR signaling, the corresponding gene
is amplified in approximately one third of human
breast tumors, and high transcript levels predict
an aggressive disease course. Unlike OTUD7/
Cezanne-1, which modifies cargoes, Simona and
her colleagues clearly showed that USP9X affects
one or more scaffolds of the endocytic process,
primarily EPS15. As befits a non-catalytic scaffold,
EPS15 comprises several structural motifs,
including two ubiquitin interacting motifs, UIMs.
In 2002 Simona reported in Nature that the
UIMs of several scaffolds (e.g., EPS15, EPS15R,
Epsins and HRS) is responsible for two activities:
ubiquitin recognition and monoubiquitination
of the scaffold. After clearly establishing that
USP9X modifies EPS15 rather than directly
EGFR, the team showed that this DUB is
nevertheless necessary for rapid internalization
and degradation of EGFR, while other receptors
tested, for example the transferrin receptor, are
not be regulated by the DUB they identified.

USP9X Controls EGFR Fate by Deubiquitinating the
Endocytic Adaptor Eps15.

Following activation by its cognate ligand(s), the epidermal
growth factor receptor (EGFR) is rapidly routed to the
lysosome for degradation in a ubiquitination-dependent
fashion. This pathway represents the major mechanism

of long-term attenuation of EGFR signaling, and its
deregulation is a significant feature in different types

of cancers. Here we demonstrate, through a systematic
RNAi-based approach, that several deubiquitinating (DUB)
enzymes extend or decrease EGFR half-life upon EGF
stimulation. We focus on USP9X, whose depletion severely
affects EGFR turnover, interfering with its internalization
and trafficking. We identify the endocytic protein Eps15

as one of the critical substrates of USP9X, and we map

the Eps15 ubiquitination sites. We found that Eps15
monoubiquitination occurs already at minimal dose of
EGF stimulation and is essential for EGFR internalization.
Overall, our findings identify USP9X as a novel regulator
of EGFR endocytosis and suggest a model whereby cycles
of ubiquitination and deubiquitination events on endocytic
accessory proteins may regulate the internalization and
trafficking of the EGFR toward the lysosomes.

[PMID 26748853]

Deubiquitination enzymes in the limelight
by Yossi Yarden



The availability of new information and reagents
able to modify the interaction between USP9X
and EPS15, including a mutant form of EPS15 that
undergoes no ubiquitination, will surely inspire
renewed attempts to resolve the roles played
by the coordinated monoubiquitination of both
cargo and scaffold molecules. The prevailing
dogma assumes that the scaffolds attach to cargo’s
ubiquitins, but scaffold monoubiquitination
instigates an intramolecular folding responsible
for dissociation of the scaffold-cargo complex.
Repeated cycles of cargo engagement might
underlay sorting of receptors at the plasma
membrane and also later, at the early and late
endosomes, toward lysosomes. In line with this
model, Polo and her team demonstrated that
USP9X is involved in EGFR sorting occurring at
the plasma membrane, as well as at subsequent,
intracellular trafficking stations. Still, their
results attribute an interesting role for EPS15 in
sustaining the interaction with cargoes, as well as
call for re-examination of the current dogma.

Highlighting all of the future streams of research
opened by the elegant study performed by Simona
and colleagues would be quite challenging. One
example is provided by the identification, made
by another laboratory, of an ubiquitin ligase
potentially mediating EPS15 monoubiquitination.
The ligase, called Parkin, is one of a few genes
mutated in patients with familial Parkinson’s
disease, a degenerative disorder of the central
nervous system, mainly affecting the motor
system. Treatment of cells with EGF stimulates
Parkin binding to both EPS15 and the EGFR
and promotes ubiquitination of EPSi5.
Conceivably, the interplay between Parkin and
USP9X normally regulates EGFR signaling and
protects motor neurons from apoptosis, but this
steady state is defective in familial and other
forms of Parkinson’s disease, leading to some
symptoms of Parkinson’s disease. Thus, the 2015
publication from IFOM might provide novel keys
to understanding not one but two major diseases,
cancer and Parkinson’s disease.

Ubiquitin and Signal Transduction
Simona Polo

Deubiquitination enzymes in the limelight
by Yossi Yarden
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Nat Commun. 2015 Jul 9;6:7676. doi: 10.1038/ncomms8676.
[PMID: 26158450] IF 11,47

Chronic Replication Problems Impact Cell Morphology and Adhesion of DNA Ligase I
Defective Cells.

Cremaschi P, Oliverio M, Leva V, Bione S, Carriero R, Mazzucco G, Palamidessi A, Scita G, Biamonti G,
Montecucco A.

PLoS One. 2015;10(7):e0130561. doi: 10.1371/journal.pone.0130561.
[PMID: 26151554] IF 3,234

A Periodic Diet that Mimics Fasting Promotes Multi-System Regeneration, Enhanced
Cognitive Performance, and Healthspan.

Brandhorst S, Choi IY, Wei M, Cheng CW, Sedrakyan S, Navarrete G, Dubeau L, Yap LP, Park R,
Vinciguerra M, Di Biase S, Mirzaei H, Mirisola MG, Childress P, Ji L, Groshen S, Penna F, Odetti P, Perin L,
Conti PS, Ikeno Y, Kennedy BK, et al.

Cell Metab. 2015 Jul 7;22(1):86-99. doi: 10.1016/j.cmet.2015.05.012. Epub 2015 Jun 18.
[PMID: 26094889] IF 17,565

Sulindac metabolites decrease cerebrovascular malformations in CCM3-knockout mice.

Bravi L, Rudini N, Cuttano R, Giampietro C, Maddaluno L, Ferrarini L, Adams RH, Corada M, Boulday G,
Tournier-Lasserve E, Dejana E, Lampugnani MG.

Proc Natl Acad Sci U S A. 2015 Jul 7;112(27):8421-6. doi: 10.1073/pnas.1501352112. Epub 2015 Jun 24.
[PMID: 26109568] IF 9,674
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Polymorphisms in a Putative Enhancer at the 10q21.2 Breast Cancer Risk Locus Regulate
NRBF2 Expression.

Darabi H, McCue K, Beesley J, Michailidou K, Nord S, Kar S, Humphreys K, Thompson D, Ghoussaini M,
Bolla MK, Dennis J, Wang Q, Canisius S, Scott CG, Apicella C, Hopper JL, Southey MC, Stone J, Broeks A,
Schmidt MK, Scott RJ, Lophatananon A, et al.

Am J Hum Genet. 2015 Jul 2;97(1):22-34. doi: 10.1016/j.ajhg.2015.05.002. Epub 2015 Jun 11.
[PMID: 26073781] IF 10,931

Clonal evolution and resistance to EGFR blockade in the blood of colorectal cancer patients.

Siravegna G, Mussolin B, Buscarino M, Corti G, Cassingena A, Crisafulli G, Ponzetti A, Cremolini C, Amatu
A, Lauricella C, Lamba S, Hobor S, Avallone A, Valtorta E, Rospo G, Medico E, Motta V, Antoniotti C,
Tatangelo F, Bellosillo B, Veronese S, Budillon A, et al.

Nat Med. 2015 Jul;21(7):795-801. doi: 10.1038/nm.3870. Epub 2015 Jun 1. Erratum in: Nat Med. 2015
Jul;21(7):d0i:10.1038/nm0715-827b. Nat Med. 2015 Jul;21(7):827.

[PMID: 26030179] IF 28,223

Alternative Okazaki Fragment Ligation Pathway by DNA Ligase III.
Arakawa H, Iliakis G.

Genes (Basel). 2015 Jun 23;6(2):385-98. doi: 10.3390/genes6020385. Review.
[PMID: 26110316] IF 1,151

Vascular endothelial growth factor C disrupts the endothelial lymphatic barrier to promote
colorectal cancer invasion.

Tacconi C, Correale C, Gandelli A, Spinelli A, Dejana E, D’Alessio S, Danese S.
Gastroenterology. 2015 Jun;148(7):1438-51.e8. doi: 10.1053/j.gastro.2015.03.005. Epub 2015 Mar 6.
[PMID: 25754161] IF 16,716

Fasting induces anti-Warburg effect that increases respiration but reduces ATP-synthesis to
promote apoptosis in colon cancer models.

Bianchi G, Martella R, Ravera S, Marini C, Capitanio S, Orengo A, Emionite L, Lavarello C, Amaro A,
Petretto A, Pfeffer U, Sambuceti G, Pistoia V, Raffaghello L, Longo VD.

Oncotarget. 2015 May 20;6(14):11806-19.
[PMID: 25909219] IF 6,359

Fasting potentiates the anticancer activity of tyrosine kinase inhibitors by strengthening
MAPK signaling inhibition.

Caffa I, D’Agostino V, Damonte P, Soncini D, Cea M, Monacelli F, Odetti P, Ballestrero A, Provenzani A,
Longo VD, Nencioni A.

Oncotarget. 2015 May 20;6(14):11820-32.
[PMID: 25909220] IF 6,359

Mechanical stimulation induces formin-dependent assembly of a perinuclear actin rim.
Shao X, Li Q, Mogilner A, Bershadsky AD, Shivashankar GV.

Proc Natl Acad Sci U S A. 2015 May 19;112(20):E2595-601. doi: 10.1073/pnas.1504837112. Epub 2015 May 4.
[PMID: 25941386] IF 9,674
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Fine-mapping identifies two additional breast cancer susceptibility loci at 9q31.2.

Orr N, Dudbridge F, Dryden N, Maguire S, Novo D, Perrakis E, Johnson N, Ghoussaini M, Hopper JL,
Southey MC, Apicella C, Stone J, Schmidt MK, Broeks A, Van’t Veer LJ, Hogervorst FB, Fasching PA,
Haeberle L, Ekici AB, Beckmann MW, Gibson L, Aitken Z, et al.

Hum Mol Genet. 2015 May 15;24(10):2966-84. doi: 10.1093/hmg/ddv035. Epub 2015 Feb 4.
[PMID: 25652398] IF 6,393

Selective modulation of the functions of a conserved DNA motor by a histone fold complex.
Xue X, Choi K, Bonner JN, Szakal B, Chen YH, Papusha A, Saro D, Niu H, Ira G, Branzei D, Sung P, Zhao X.
Genes Dev. 2015 May 15;29(10):1000-5. doi: 10.1101/gad.259143.115. Epub 2015 May 8.

[PMID: 25956905] IF 10,798

Human nuclear ARGONAUTE 2 interacts in vivo only with small RNAs and not with DNA.
Gioia U, d’Adda di Fagagna F.

Cell Cycle. 2015;14(13):2001-2. doi: 10.1080/15384101.2015.1044171. Epub 2015 May 13.

[PMID: 25970378] IF 4,565

Telomerase abrogates aneuploidy-induced telomere replication stress, senescence and cell
depletion.

Meena JK, Cerutti A, Beichler C, Morita Y, Bruhn C, Kumar M, Kraus JM, Speicher MR, Wang ZQ, Kestler
HA, d’Adda di Fagagna F, GAVanes C, Rudolph KL.

EMBO J. 2015 May 12;34(10):1371-84. doi: 10.15252/embj.201490070. Epub 2015 Mar 27.
[PMID: 25820263] IF 10,434

Prohibitin: A Novel Molecular Player in KDEL Receptor Signalling.
Giannotta M, Fragassi G, Tamburro A, Vanessa C, Luini A, Sallese M.

Biomed Res Int. 2015;2015:319454. doi: 10.1155/2015/319454. Epub 2015 May 10.
[PMID: 26064897] IF 1,579

Oncogenic KRAS sensitizes premalignant, but not malignant cells, to Noxa-dependent
apoptosis through the activation of the MEK/ERK pathway.

Conti A, Majorini MT, Elliott R, Ashworth A, Lord CJ, Cancelliere C, Bardelli A, Seneci P, Walczak H, Delia
D, Lecis D.

Oncotarget. 2015 May 10;6(13):10994-1008.
[PMID: 26028667] IF 6,359

Regulation of the microtubular cytoskeleton by Polycystin-1 favors focal adhesions turnover
to modulate cell adhesion and migration.

Castelli M, De Pascalis C, Distefano G, Ducano N, Oldani A, Lanzetti L, Boletta A.
BMC Cell Biol. 2015 May 7;16:15. doi: 10.1186/s12860-015-0059-3.
[PMID: 25947155] IF 2,341
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No clinical utility of KRAS variant rs61764370 for ovarian or breast cancer.

Ovarian Cancer Association Consortium, Breast Cancer Association Consortium, and Consortium of
Modifiers of BRCA1 and BRCA2, Hollestelle A, van der Baan FH, Berchuck A, Johnatty SE, Aben KK,
Agnarsson BA, Aittomaiki K, Alducci E, Andrulis IL, Anton-Culver H, Antonenkova NN, Antoniou AC,
Apicella C, Arndt V, Arnold N, Arun BK, Arver B, Ashworth A; Australian Ovarian Cancer Study Group,
Baglietto L, Balleine R, et al.

Gynecol Oncol. 2015 May 2. doi:pii: S0090-8258(15)00863-X. 10.1016/j.ygyno.2015.04.034. [Epub ahead of print]
Review.

[PMID: 25940428] IF 3,774

Emergence of Multiple EGFR Extracellular Mutations during Cetuximab Treatment in
Colorectal Cancer.

Arena S, Bellosillo B, Siravegna G, Martinez A, Canadas I, Lazzari L, Ferruz N, Russo M, Misale S, Gonzalez
I, Iglesias M, Gavilan E, Corti G, Hobor S, Crisafulli G, Salido M, Sanchez J, Dalmases A, Bellmunt J, De
Fabritiis G, Rovira A, Di Nicolantonio F, et al.

Clin Cancer Res. 2015 May 1;21(9):2157-66. doi: 10.1158/1078-0432.CCR-14-2821. Epub 2015 Jan 26.
[PMID: 25623215] IF 8,722

The Mpsi1 kinase modulates the recruitment and activity of Cnn1(CENP-T) at Saccharomyces
cerevisiae kinetochores.

Thapa KS, Oldani A, Pagliuca C, De Wulf P, Hazbun TR.
Genetics. 2015 May;200(1):79-90. doi: 10.1534/genetics.115.175786. Epub 2015 Feb 25.
[PMID: 25716979] IF 5,963

New insights in the control of vascular permeability: vascular endothelial-cadherin and
other players.

Trani M, Dejana E.
Curr Opin Hematol. 2015 May;22(3):267-72. doi: 10.1097/MOH.0000000000000137. Review.
[PMID: 25767951] IF 3,97

The molecular landscape of colorectal cancer cell lines unveils clinically actionable kinase
targets.

Medico E, Russo M, Picco G, Cancelliere C, Valtorta E, Corti G, Buscarino M, Isella C, Lamba S, Martinoglio
B, Veronese S, Siena S, Sartore-Bianchi A, Beccuti M, Mottolese M, Linnebacher M, Cordero F, Di
Nicolantonio F, Bardelli A.

Nat Commun. 2015 Apr 30;6:7002. doi: 10.1038/ncomms8002.
[PMID: 25926053] IF 11,47

Replication and transcription on a collision course: eukaryotic regulation mechanisms and
implications for DNA stability.

Brambati A, Colosio A, Zardoni L, Galanti L, Liberi G.
Front Genet. 2015;6:166. doi: 10.3389/fgene.2015.00166. Review.
[PMID: 25972894]
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An original phylogenetic approach identified mitochondrial haplogroup T1a1 as inversely
associated with breast cancer risk in BRCA2 mutation carriers.

Blein S, Bardel C, Danjean V, McGuffog L, Healey S, Barrowdale D, Lee A, Dennis J, Kuchenbaecker
KB, Soucy P, Terry MB, Chung WK, Goldgar DE, Buys SS; Breast Cancer Family Registry, Janavicius R,
Tihomirova L, Tung N, Dorfling CM, van Rensburg EJ, Neuhausen SL, Ding YC, et al.

Breast Cancer Res. 2015 Apr 25;17:61. doi: 10.1186/s13058-015-0567-2.
[PMID: 25925750] IF 5,49

XomAnnotate: Analysis of Heterogeneous and Complex Exome- A Step towards
Translational Medicine..

Talukder AK, Ravishankar S, Sasmal K, Gandham S, Prabhukumar J, Achutharao PH, Barh D, Blasi F.
PLoS One. 2015;10(4):e0123569. doi: 10.1371/journal.pone.0123569.
[PMID: 25905921] IF 3,234

Common germline polymorphisms associated with breast cancer-specific survival.

Pirie A, Guo Q, Kraft P, Canisius S, Eccles DM, Rahman N, Nevanlinna H, Chen C, Khan S, Tyrer J, Bolla
MK, Wang Q, Dennis J, Michailidou K, Lush M, Dunning AM, Shah M, Czene K, Darabi H, Eriksson M,
Lambrechts D, Weltens C, et al.

Breast Cancer Res. 2015 Apr 22;17:58. doi: 10.1186/s13058-015-0570-7.
[PMID: 25897948] IF 5,49

Oxidative Stress during the Progression of 3-Amyloid Pathology in the Neocortex of the
Tg2576 Mouse Model of Alzheimer’s Disease.

Porcellotti S, Fanelli F, Fracassi A, Sepe S, Cecconi F, Bernardi C, Cimini A, Certit MP, Moreno S.
Oxid Med Cell Longev. 2015;2015:967203. doi: 10.1155/2015/967203. Epub 2015 Apr 20.
[PMID: 25973140] IF 3,516

ChIP-Seq and RNA-Seq analyses identify components of the Wnt and Fgf signaling pathways
as Prep1 target genes in mouse embryonic stem cells.

Laurent A, Calabrese M, Warnatz HJ, Yaspo ML, Tkachuk V, Torres M, Blasi F, Penkov D.
PLoS One. 2015;10(4):e0122518. doi: 10.1371/journal.pone.0122518.
[PMID: 25875616] IF 3,234

Purification and characterization of a DNA-binding recombinant PREP1:PBX1 complex.
Mathiasen L, Bruckmann C, Pasqualato S, Blasi F.

PLoS One. 2015;10(4):e0125789. doi: 10.1371/journal.pone.0125789.

[PMID: 25856340] IF 3,234

Association of type and location of BRCA1 and BRCA2 mutations with risk of breast and
ovarian cancer.

Rebbeck TR, Mitra N, Wan F, Sinilnikova OM, Healey S, McGuffog L, Mazoyer S, Chenevix-Trench G,
Easton DF, Antoniou AC, Nathanson KL; CIMBA Consortium, Laitman Y, Kushnir A, Paluch-Shimon S,
Berger R, Zidan J, Friedman E, Ehrencrona H, Stenmark-Askmalm M, Einbeigi Z, Loman N, et al.

JAMA. 2015 Apr 7;313(13):1347-61. doi: 10.1001/jama.2014.5985. Erratum in: JAMA. 2015 Aug 11;314(6):628.
[PMID: 25849179] IF 35,289
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Assessing associations between the AURKA-HMMR-TPX2-TUBG1 functional module and
breast cancer risk in BRCA1/2 mutation carriers.

Blanco I, Kuchenbaecker K, Cuadras D, Wang X, Barrowdale D, de Garibay GR, Librado P, Sanchez-Gracia
A, Rozas J, Bonifaci N, McGuffog L, Pankratz VS, Islam A, Mateo F, Berenguer A, Petit A, Catala I, Brunet J,
Feliubadalo L, Tornero E, Benitez J, Osorio A, et al.

PLoS One. 2015;10(4):e0120020. doi: 10.1371/journal.pone.0120020.
[PMID: 25830658] IF 3,234

SEPN1, an endoplasmic reticulum-localized selenoprotein linked to skeletal muscle
pathology, counteracts hyperoxidation by means of redox-regulating SERCA2 pump activity.

Marino M, Stoilova T, Giorgi C, Bachi A, Cattaneo A, Auricchio A, Pinton P, Zito E.
Hum Mol Genet. 2015 Apr 1;24(7):1843-55. doi: 10.1093/hmg/ddu602. Epub 2014 Dec 1.
[PMID: 25452428] IF 6,393

Genome-wide association analysis of more than 120,000 individuals identifies 15 new
susceptibility loci for breast cancer.

Michailidou K, Beesley J, Lindstrom S, Canisius S, Dennis J, Lush MJ, Maranian MJ, Bolla MK, Wang Q,
Shah M, Perkins BJ, Czene K, Eriksson M, Darabi H, Brand JS, Bojesen SE, Nordestgaard BG, Flyger H,
Nielsen SF, Rahman N, Turnbull C; BOCS, et al.

Nat Genet. 2015 Apr;47(4):373-80. doi: 10.1038/ng.3242. Epub 2015 Mar 9.
[PMID: 25751625] IF 29,352

Whole exome sequencing identifies driver mutations in asymptomatic computed
tomography-detected lung cancers with normal karyotype.

Belloni E, Veronesi G, Rotta L, Volorio S, Sardella D, Bernard L, Pece S, Di Fiore PP, Fumagalli C, Barberis
M, Spaggiari L, Pelicci PG, Riva L.

Cancer Genet. 2015 Apr;208(4):152-5. doi: 10.1016/j.cancergen.2015.02.004. Epub 2015 Feb 20.

[PMID: 25850996] IF 2,975

Transgenic fatal familial insomnia mice indicate prion infectivity-independent mechanisms
of pathogenesis and phenotypic expression of disease.

Bouybayoune I, Mantovani S, Del Gallo F, Bertani I, Restelli E, Comerio L, Tapella L, Baracchi F,
Fernandez-Borges N, Mangieri M, Bisighini C, Beznoussenko GV, Paladini A, Balducci C, Micotti E, Forloni
G, Castilla J, Fiordaliso F, Tagliavini F, Imeri L, Chiesa R.

PLoS Pathog. 2015 Apr;11(4):e1004796. doi: 10.1371/journal.ppat.1004796. Erratum in: PLoS Pathog. 2015
Jul;11(7):e1005046.

[PMID: 25880443] IF 7,562

Nuclear envelope and chromatin, lock and key of genome integrity.

Gay S, Foiani M.

Int Rev Cell Mol Biol. 2015;317:267-330. doi: 10.1016/bs.ircmb.2015.03.001. Epub 2015 Mar 30. Review.
[PMID: 26008788] IF 3,419

miR-Test: a blood test for lung cancer early detection.

Montani F, Marzi MJ, Dezi F, Dama E, Carletti RM, Bonizzi G, Bertolotti R, Bellomi M, Rampinelli C,
Maisonneuve P, Spaggiari L, Veronesi G, Nicassio F, Di Fiore PP, Bianchi F.

J Natl Cancer Inst. 2015 Mar 19;107(6):djv063. doi: 10.1093/jnci/djv063. Print 2015 Jun.
[PMID: 25794889] IF 12,583
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P63 Sustains self-renewal of mammary cancer stem cells through regulation of Sonic
Hedgehog signaling.

Memmi EM, Sanarico AG, Giacobbe A, Peschiaroli A, Frezza V, Cicalese A, Pisati F, Tosoni D, Zhou H,
Tonon G, Antonov A, Melino G, Pelicci PG, Bernassola F.

Proc Natl Acad Sci U S A. 2015 Mar 17;112(11):3499-504. doi: 10.1073/pnas.1500762112. Epub 2015 Mar 4.
[PMID: 25739959] IF 9,674

Starvation promotes REV1 SUMOylation and p53-dependent sensitization of melanoma and
breast cancer cells.

Shim HS, Wei M, Brandhorst S, Longo VD.
Cancer Res. 2015 Mar 15;75(6):1056-67. doi: 10.1158/0008-5472.CAN-14-2249. Epub 2015 Jan 22.
[PMID: 25614517] IF 9,239

A functional in vitro model of heterotypic interactions reveals a role for interferon-positive
carcinoma associated fibroblasts in breast cancer.

Hosein AN, Livingstone J, Buchanan M, Reid JF, Hallett M, Basik M.
BMC Cancer. 2015 Mar 15;15:130. doi: 10.1186/s12885-015-1117-0.
[PMID: 25884794] IF 3,362

Concerted and differential actions of two enzymatic domains underlie Rads contributions to
DNA damage tolerance.

Choi K, Batke S, Szakal B, Lowther J, Hao F, Sarangi P, Branzei D, Ulrich HD, Zhao X.
Nucleic Acids Res. 2015 Mar 11;43(5):2666-77. doi: 10.1093/nar/gkv004. Epub 2015 Feb 17.
[PMID: 25690888] IF 9,112

Trans-membrane area asymmetry controls the shape of cellular organelles.
Beznoussenko GV, Pilyugin SS, Geerts WJ, Kozlov MM, Burger KN, Luini A, Derganc J, Mironov AA.
Int J Mol Sci. 2015 Mar 9;16(3):5299-333. doi: 10.3390/ijms16035299.

[PMID: 25761238] IF 2,862

PW1/Peg3 expression regulates key properties that determine mesoangioblast stem cell
competence.

Bonfanti C, Rossi G, Tedesco FS, Giannotta M, Benedetti S, Tonlorenzi R, Antonini S, Marazzi G, Dejana E,
Sassoon D, Cossu G, Messina G.

Nat Commun. 2015 Mar 9;6:6364. doi: 10.1038/ncomms7364.
[PMID: 25751651] IF 11,47

Error-free DNA damage tolerance and sister chromatid proximity during DNA replication
rely on the Pola/Primase/Ctf4 Complex.

Fumasoni M, Zwicky K, Vanoli F, Lopes M, Branzei D.
Mol Cell. 2015 Mar 5;57(5):812-23. doi: 10.1016/j.molcel.2014.12.038. Epub 2015 Feb 5.
[PMID: 25661486] IF 14,018

Mast Cells Are Required for Full Expression of Allergen/SEB-Induced Skin Inflammation.

Ando T, Matsumoto K, Namiranian S, Yamashita H, Glatthorn H, Kimura M, Dolan BR, Lee JJ, Galli SJ,
Kawakami Y, Jamora C, Kawakami T.

J Invest Dermatol. 2015 Mar;135(3):925. doi: 10.1038/jid.2014.359. Epub 2014 Sep 11.
[PMID: 25209389] IF 7,216
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An epigenetic view of B-cell disorders.

Alberghini F, Petrocelli V, Rahmat M, Casola S.

Immunol Cell Biol. 2015 Mar;93(3):253-60. doi: 10.1038/icb.2014.116. Epub 2015 Jan 20. Review.
[PMID: 25601271] IF 4,147

The role of non-coding RNAs in the regulation of stem cells and progenitors in the normal
mammary gland and in breast tumors.

Tordonato C, Di Fiore PP, Nicassio F.
Front Genet. 2015;6:72. doi: 10.3389/fgene.2015.00072. Review.
[PMID: 25774169]

Epithelial-to-Mesenchymal Plasticity Harnesses Endocytic Circuitries.
Corallino S, Malabarba MG, Zobel M, Di Fiore PP, Scita G.

Front Oncol. 2015;5:45. doi: 10.3389/fonc.2015.00045. Review.

[PMID: 25767773]

Nuclear and cellular plasticity: nuclear RAC1 takes center stage.
Disanza A, Scita G.

Dev Cell. 2015 Feb 9;32(3):261-3. doi: 10.1016/j.devcel.2015.01.015.

[PMID: 25669881] IF 9,708

A targeted approach to genetic counseling in breast cancer patients: the experience of an
Italian local project.

La Verde N, Corsi F, Moretti A, Peissel B, Dalu D, Girelli S, Fasola C, Gambaro A, Roversi G, Azzollini J,
Radice P, Pensotti V, Farina G, Manoukian S.

Tumori. 2016 Feb 4;102(1):45-50. doi: 10.5301/tj.5000407. Epub 2015 Sep 10.
[PMID: 26357973] IF 1,269

Antibody repertoire diversification through VH gene replacement in mice cloned from an
IgA plasma cell.

Kumar R, Bach MP, Mainoldi F, Maruya M, Kishigami S, Jumaa H, Wakayama T, Kanagawa O, Fagarasan
S, Casola S.

Proc Natl Acad Sci U S A. 2015 Feb 3;112(5):E450-7. doi: 10.1073/pnas.1417988112. Epub 2015 Jan 21.
[PMID: 25609671] IF 9,674

Inherited variants in the inner centromere protein (INCENP) gene of the chromosomal
passenger complex contribute to the susceptibility of ER-negative breast cancer.

Kabisch M, Lorenzo Bermejo J, Diinnebier T, Ying S, Michailidou K, Bolla MK, Wang Q, Dennis J, Shah
M, Perkins BJ, Czene K, Darabi H, Eriksson M, Bojesen SE, Nordestgaard BG, Nielsen SF, Flyger H,
Lambrechts D, Neven P, Peeters S, Weltens C, Couch FJ, et al.

Carcinogenesis. 2015 Feb;36(2):256-71. doi: 10.1093/carcin/bgu326. Epub 2015 Jan 13.
[PMID: 25586992] IF 5,334

Mining cancer gene expression databases for latent information on intronic microRNAs.

Monterisi S, D’Ario G, Dama E, Rotmensz N, Confalonieri S, Tordonato C, Troglio F, Bertalot G,
Maisonneuve P, Viale G, Nicassio F, Vecchi M, Di Fiore PP, Bianchi F.

Mol Oncol. 2015 Feb;9(2):473-87. doi: 10.1016/j.molonc.2014.10.001. Epub 2014 Oct 15.
[PMID: 25459350] IF 5,331
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Higher metastatic efficiency of KRas G12V than KRas G13D in a colorectal cancer model.

Alamo P, Gallardo A, Di Nicolantonio F, Pavon MA, Casanova I, Trias M, Mangues MA, Lopez-Pousa A,
Villaverde A, Vazquez E, Bardelli A, Céspedes MV, Mangues R.

FASEB J. 2015 Feb;29(2):464-76. doi: 10.1096/fj.14-262303. Epub 2014 Oct 30.
[PMID: 25359494] IF 5,043

Identification of six new susceptibility loci for invasive epithelial ovarian cancer.

Kuchenbaecker KB, Ramus SJ, Tyrer J, Lee A, Shen HC, Beesley J, Lawrenson K, McGuffog L, Healey S,
Lee JM, Spindler TJ, Lin YG, Pejovic T, Bean Y, Li Q, Coetzee S, Hazelett D, Miron A, Southey M, Terry MB,
Goldgar DE, Buys SS, et al.

Nat Genet. 2015 Feb;47(2):164-71. doi: 10.1038/ng.3185. Epub 2015 Jan 12.
[PMID: 25581431] IF 29,352

USP9X Controls EGFR Fate by Deubiquitinating the Endocytic Adaptor Eps15.
Savio MG, Wollscheid N, Cavallaro E, Algisi V, Di Fiore PP, Sigismund S, Maspero E, Polo S.
Curr Biol. 2016 Jan 25;26(2):173-83. doi: 10.1016/j.cub.2015.11.050. Epub 2015 Dec 31.

[PMID: 26748853] IF 9,571

The hidden genomic landscape of acute myeloid leukemia: subclonal structure revealed by
undetected mutations.

Bodini M, Ronchini C, Giaco L, Russo A, Melloni GE, Luzi L, Sardella D, Volorio S, Hasan SK, Ottone T,
Lavorgna S, Lo-Coco F, Candoni A, Fanin R, Toffoletti E, Iacobucci I, Martinelli G, Cignetti A, Tarella C,
Bernard L, Pelicci PG, Riva L.

Blood. 2015 Jan 22;125(4):600-5. doi: 10.1182/blood-2014-05-576157. Epub 2014 Dec 12. Review.
[PMID: 25499761] IF 10,452

Collective cell motility promotes chemotactic prowess and resistance to chemorepulsion.
Malet-Engra G, Yu W, Oldani A, Rey-Barroso J, Gov NS, Scita G, Dupré L.

Curr Biol. 2015 Jan 19;25(2):242-50. doi: 10.1016/j.cub.2014.11.030. Epub 2015 Jan 8.

[PMID: 25578904] IF 9,571
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to understand the molecular processes responsible for the onset
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