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Message from the Collection Editors

Mutations in LRRK2 have been recognized as the most
common genetic cause of familial Parkinson’s disease, and
L R R K 2 itself is considered a risk factor in idiopathic
Parkinson’s disease. LRRK2 is a large multidomain protein
with a GTPase and kinase catalytic core surrounded by
protein–protein interaction domains. LRRK2 regulates
several cellular functions, including vesicle trafficking,
cytoskeletal dynamics, neurotransmitter release, synaptic
plasticity, mitochondrial function, autophagy, and immune
response. All of these functions are dysregulated in
Parkinson’s disease, suggesting LRRK2 may play a direct or
indirect role. Indeed, preclinical studies have revealed that
pathogenic LRRK2 mutations, notably the p.G2019S
substitution at the kinase domain, favor the degeneration
of nigrostriatal dopaminergic neurons and formation of
alpha-synuclein inclusions, which are neuropathological
hallmarks of the disease. The enhancement of kinase
activity proved to be instrumental for LRRK2-mediated
neurodegeneration, leading to the development of LRRK2
kinase inhibitors as possible disease-modifying agents in
Parkinson’s disease.
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Message from the Editorial Board

Cells has become a solid international scientific journal
that is now indexed on SCIE and in other databases. We
have successfully introduced a special issues format so
that these issues serve as mini-forums in specific areas of
cell science. Cells encourages researchers to suggest new
special issues, serve as special issues editors, and
volunteer to be reviewers. Our main focus will remain on
cell anatomy and physiology, the structure and function of
organelles, cell adhesion and motility, and the regulation
of intracellular signaling, growth, differentiation, and aging.
We are open to both original research papers and reviews.
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