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PROFILE

MONTSE SOLE

Montse Solé obtained her PhD in Neurosciences from the Universitat Autobnoma de Barcelona
(UAB) in 2009. Immediately after the PhD she started as a postdoc in UAB, and until 2017 she
was studying the neurovascular dysfunction present in Alzheimer’s disease (AD). Dr. Solé
performed a stay in Stanford University (2012) (Ca, USA) to study neurodegeneration associated
to stroke in in vivo post-stroke dementia models, in the laboratory of Dr. M. Buckwalter. From
2017 to 2020, she was Postdoctoral researcher at the Neurovascular Research group at Vall
d’Hebron Institute of Research (VHIR) of Hospital Vall d’"Hebron (Barcelona, Spain), with Dr. M.
Hernandez-Guillamon. There, she studied the protective effect of apolipoproteins in
neurodegeneration, and worked with different AD mouse models. During this time, she also
performed a short stay (3 months) at the Blood-Brain Barrier laboratory of Dr. F. Gosselet at
Faculté des Sciences Jean Perrin, Université d’Artois, (Lens, France) to learn novel in vitro blood-
brain barrier models. From 2019, Dr. Solé became Adjunct Professor at the Department of
Biochemistry and Molecular Biology of UAB, teaching on basic Biochemistry and Molecular
Biology to Medicine students. Then, in 2020 she joined Dr. Joan Comella group at VHIR as Senior
Researcher, where she started investigating the neurodegenerative process at the molecular
level. From 2023, Dr. Solé is a Ramon y Cajal researcher at UAB, where she is starting her
independent career, focused in the study of neurovascular system degeneration in different
models of neurodegenerative diseases, including AD. In particular, she is interested in
elucidating the role of the vascular system in the onset and progression of neurodegeneration,

as well as that associated to tau pathology. During her trajectory she has so far co-directed 3



doctoral thesis (plus 2 ongoing), 5 master students (plus 2 ongoing), and several undergraduate
and technicians students. She has participated in 36 scientific publications in international
journals in the fields of neuroscience and molecular and cellular biology, 6 as first author and 7

as corresponding author, with more than 800 citations and an H index of 16.
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JOAN X. COMELLA

Joan X Comella holds a degree in Medicine and Surgery and a PhD in Neuroscience (Medicine
and Surgery) from the University of Barcelona. He is currently Professor of Cellular Biology at
the Universitat Autonoma (on leave for special services), and since September 2009 to
September 2022 was Director General of the Vall d’'Hebron Hospital Research Institute (VHIR).
At present, and since October 1st 2022, he is Director of Research, Innovation and Knowledge
Management at Sant Joan de Déu Hospital (HSID) in Barcelona. Dr Comella started his
professional career as an independent researcher in 1991 at the University of Lleida, creating
the Cellular Signaling and Apoptosis Research Group. Currently, he continues investigating the
molecular mechanisms that regulate neuronal survival in order to understand the development
of diseases such as Alzheimer’s disease, spinal muscular atrophy, retinal diseases and other
neurodegenerative pathologies. Since 2007, his group is part of the CIBERNED Spanish network
for the study of neurodegenerative diseases. He has developed more than 25 competitive
projects as IP, including several EU funded projects. He has published so far 116 articles
(November 2022) in international journals in the fields of molecular and cell biology and

neuroscience, with more than 8000 citations and an H index of 51.



In the field of management, his activity includes Vice Chancellor for Research at the University
of Lleida (1995-2000), Director of the Agencia Nacional de Evaluacidon y Prospectiva (ANEP)
(2004-2005), General Director of the Fundacidn Espaiola de Cienciay Tecnologia (FECYT) (2005-
2006) and General Director of the Fundacié Catalana para la Investigacién e Innovacion (FCRI)

(2007-2009), as well as having served as the national director of EATRIS (2020-2022).
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RESEARCH

RESEARCH INTERESTS

Our work is mainly focused in the study of neurodegeneration in order better
understand this extremely difficult process and help finding new treatments that can
ameliorate the suffering of patients afflicted by these diseases, especially Alzheimer’s
disease. One of our aims is to characterize the neurodegenerative process at the
molecular level, in order to find new therapeutic targets to prevent neuronal cell death.
In this regard, we have been focused in the last years in the study of the physiological
and pathological roles of the anti-apoptotic neuronal protein and death receptor
antagonist, FAIM-L. We have evidenced its interaction in neurons with XIAP and Siva-1,
confirming that FAIM-L is involved in neuronal plasticity processes through stabilization
of XIAP and modulating caspases activity. These results, added to our finding that FAIM-
L controls neuroinflammation in Alzheimer’s disease (AD), allows positioning FAIM-L as
an interesting target for the treatment of the disease. We have also demonstrated post-
transcriptional regulation of faim gene by miRNAs altered in AD. In addition, we have
completed the characterization of the in vivo faim knockout model, which has a
surprising link with retinopathy. In particular, we have discovered that FAIM, with the
two isoforms L and S, is abundantly expressed in retinal tissue, and that its absence in
this tissue results in an elevated sensitivity to neurodegeneration, and in a dark
adaptation delay, characteristic of several retinal pathologies. We are further
characterizing the interaction of FAIM-L with other relevant proteins for

neurodegeneration, and its role in human diabetic retinopathy. We are also developing



tools to characterize FAIM-L expression and modulating its levels in different animal

models of AD.

STRATEGIC OBJECTIVES

To advance in the knowledge of neurodegenerative diseases from the most basic science,
through pre-clinical models, with the objective of finding novel therapeutic targets that can help

generating potential therapeutic treatments to prevent or stop these pathologies.

To collaborate with public and private entities with the objective of applying our research to a
more translational field, by directly studying human samples or transferring our research and

tools to advance in the generation of novel therapies.

MAIN RESEARCH LINES

Study of the physiological and pathological roles of a neuron-specific protein, FAIM-L, in
Alzheimer’s disease (AD) and in the neurodegeneration associated to diabetic
complications.

Study of the role of FAIM in the physiopathology of the retinal tissue.

Role of TNF in cell survival and differentiation, in opposition to its role in apoptosis.
Generation and characterization of transgenic animals overexpressing death receptor

antagonists (FAIM, Lifeguard) in the nervous system.
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