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mechanisms responsible for resilience [19]. Most recently, the 
advent of somatic cell reprogramming technologies allowed with 
patient-specific, induced pluripotent stem cells new insight into 
molecular mechanisms of psychiatric disorders [20]. Somatic cell 
reprogramming enabled the direct conversion of no neuronal somatic 
cells, such as skin fibroblasts, to neuronal phenotypes [21]. This 
approach facilitates the in vitro modeling of human neuropsychiatric 
diseases without having to rely on brain biopsies. 

Despite of these sophisticated approaches there are still no 
reliable biomarkers as diagnostic tools to allow the early identification 
of subjects at risk to develop a depressive episode. Biomarkers for the 
identification of severe side effects or successful response following 
therapy with antidepressants or psychotherapy would enable a tailor-
made treatment of depressed patients, but are still not available. The 
complexity of the regulation of gene transcription and its interactions 
with environmental factors makes a direct translation of individual 
genetic information into tailored treatment unlikely [22]. However, 
the advent of somatic cell reprogramming may uncover mechanisms 
involved in neuropsychiatric disorders caused by multiple interacting 
genetic and nongenetic factors, thus support previous approaches 
with new targets and foster the development of personalized medicine 
strategies [21].

This new open access peer-reviewed journal publishes 
innovative clinical, translational and basic research that advances 
our understanding in the biology of emotions and related disorders. 
Additionally, new treatment algorithms targeting specific affective 
symptoms are presented. The open access mode will provide a fast 
and reliable method for publication and visibility.
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Editorial
Stress-related disorders like major depression are predicted 

to become a leading cause of mortality and morbidity world-wide 
[1]. They impair patient’s mood, cognition, functioning and social 
relations and may result in suicidal behavior. With a prevalence 
of 15-20% in the general population major depression is the 
most commonly observed psychiatric disorder [2]. Despite this 
tremendous impact, the pathogenesis of major depression remains 
poorly understood. Even with the advent of DSM-5, no diagnostic 
parameters derived from peripheral blood, brain imaging, or 
genomics have been established for diagnosing affective disorders 
[3]. Additionally, the development of antidepressant drugs was put 
on hold by many pharmaceutical companies [4] and the efficacy of 
treatment with novel antidepressants in daily practice is questioned 
once in a while [5]. Since antidepressant drugs were introduced into 
the clinic in the 1950s there has been little improvement in efficacy, 
only side effects were significantly reduced. Hence, there is still great 
need to further intensify efforts to expand the understanding of the 
pathophysiology and treatment of major depression. Obviously, these 
efforts require a suitable platform to spread and share new insights 
giving rise to this new journal. 

Current studies analyzing genetic markers associated with 
affective disorders provided only modest results, even in a 
mega-analysis of several GWAS no gene reached genome-wide 
significance [6]. Likewise no gene was robustly associated with 
antidepressant treatment response in a meta-analysis of the three 
large pharmacogenetic samples STAR*D, GENDEP and MARS 
[7]. The discrepancy between the consistently observed substantial 
heritability of major depression and the failure to successfully 
replicate detected genes has been attributed to several factors [8,9] 
and gave rise to investigate the interplay of genes and environmental 
factors [10], epigenetic modifications [11] and alterations in gene [12] 
and protein expression [13]. Additionally, next to the genetic driven 
approaches brain imaging, neuroendocrinology and metabolomics 
provide substantial pieces to characterize subtypes of depressed 
patients. A combination of these approaches already lead to a better 
understanding of systems implicated with the development of 
major depression, such as the monoaminergic system [14], the 
hypothalamic-pituitary-adrenal axis [15], inflammatory pathways 
[16], neuroplasticity [17] and several other brain circuits [18]. 
Interestingly, alterations in these systems not only predispose for 
the development of affective disorders, but also may underlie neural 
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