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Growing evidence from both animal and human studies con�rms the major role of
oxidative stress in the development of cardiovascular diseases, including vascular
remodeling, hypertension, cardiac remodeling, I/R injury, cardiac arrhythmia, and
heart failure. However, the correlation between the reactive oxygen species (ROS)
sources and their downstream e�ectors in cardiovascular disease as well as the
involvement of di�erent isoforms of ROS-producing enzymes and their interplay
is not well de�ned. Additionally, the involvement of ROS has been demonstrated
in cultured cardiomyocytes in vitro but could not be reproduced in in vivo
animal experiments prior to translation to the clinical settings. Clinically, di�erent
ROS sources have been proposed as potentially valuable therapeutic targets for
diverse cardiovascular diseases. However, elucidation of the ROS-dependent signal
transduction mechanisms, their localization, and the integration of both ROS-
dependent transcriptional and signaling pathways in the pathophysiology of these
diseases seems to be an impediment for e�ective pharmacological interventions.
Interestingly, several studies in both animals and humans have shown the e�ective-
ness of some drugs such as statins as antioxidants with corresponding improvements
in disease symptoms. Nevertheless, statins have also been shown to a�ect other
signaling pathways in addition to their cholesterol-lowering e�ects, which highlight
the importance of developing speci�c ROS inhibitors. Additionally, the e�ectiveness
of these inhibitors in experimental models of cardiovascular diseases needs to be
determined. Since accumulating evidence adds more complexity to ROS roles in
cardiovascular functions, caution should also be considered during therapeutic
strategies using ROS inhibitors. Cellular ROS speci�city is feasibly determined by
synchronized actions between the upstream activator, ROS, and the downstream
e�ectors. �us, there is a critical need to entirely outline ROS cell-speci�c and
stimulus-speci�c signaling axes, instead of ROS by itself, in order to obtain the
highest possible selectivity during the therapeutic use of ROS inhibitors in the
future. Moreover, clinical studies are required to validate the bene�cial e�ects of
antioxidants, in particular, the speci�c ROS inhibitors in human patients at both the
acute and chronic clinical levels.

�us, we invite researchers to submit original research articles as well as review
articles that will inspire the growing e�ort in understanding the role of ROS and its
molecular basis in cardiovascular disorders with the hope to �nd promising speci�c
antioxidants capable of preventing or treating these pathologies.

Potential topics include, but are not limited to:

Di�erential involvement of diverse ROS sources in di�erent cardiovascular
diseases
Associated molecular changes of di�erent ROS sources in distinct
cardiovascular complications
�e e�ects of pure antioxidants alone or in comparison to other drugs with
antioxidant activities in cardiovascular preclinical models or in clinical trials
Role of ROS in stem-cell therapy for cardiac repair
Genetic antioxidants therapies in cardiovascular diseases
�e therapeutic impact of restoring the redox balance in cardiovascular
diseases

Authors can submit their manuscripts via the Manuscript Tracking System at
http://mts.hindawi.com/submit/journals/omcl/fsat/.
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