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[bookmark: _Toc2]Article summary:
1. The endoplasmic reticulum (ER) and mitochondria are critical subcellular compartments involved in a plethora of vital cellular functions, including Ca2+ homeostasis, mitochondrial dynamics, transport, bioenergetics and turnover, ER stress, apoptotic signaling and inflammation.
2. An increasing number of disease-associated proteins have been reported to physically associate with the ER-mitochondria interface and cause structural and/or functional perturbations of this compartment.
3. Alterations in ER-mitochondria communication have been implicated in various neurodegenerative disorders such as Alzheimer's disease, Parkinson's disease, and amyotrophic lateral sclerosis. However, the exact contribution of these defects to the neurodegenerative process is still not fully understood.
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Appears moderately imbalanced: The article provides some useful information, but is missing several important points or pieces of evidence that would be required to present the discussed topics in a balanced and reliable way. You are encouraged to seek a more balanced perspective on the presented issues by exploring the provided research topics and looking at different information sources.
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The article "From dysfunctional endoplasmic reticulum-mitochondria coupling to neurodegeneration" provides a comprehensive review of the current understanding of the role of ER-mitochondria contact sites in neurodegenerative disorders. The authors summarize the architecture and functions of these contact sites, highlighting their critical involvement in vital cellular functions such as Ca2+ homeostasis, mitochondrial dynamics, transport, bioenergetics and turnover, ER stress, apoptotic signaling, and inflammation.

The article is well-written and informative, providing a detailed overview of the topic. However, there are some potential biases and limitations that should be considered. For example, the authors focus primarily on disease-associated proteins that physically associate with the ER-mitochondria interface and cause structural or functional perturbations. While this is an important aspect to consider in understanding neurodegenerative disorders, it may overlook other factors that contribute to these diseases.

Additionally, while the authors acknowledge the difficulties in defining the nature and origin of defects in ER-mitochondria communication and their contribution to neurodegeneration, they do not explore potential counterarguments or alternative explanations for these phenomena. This could lead to a one-sided reporting of the topic.

Furthermore, while the article notes some potential risks associated with altered ER-mitochondria coupling in neurodegenerative disorders (such as inflammation), it does not provide a balanced discussion of both positive and negative effects. This could be seen as promotional content for a particular viewpoint.

Overall, while "From dysfunctional endoplasmic reticulum-mitochondria coupling to neurodegeneration" provides valuable insights into this complex topic, readers should be aware of its potential biases and limitations.
[bookmark: _Toc5]Topics for further research:
· Alternative explanations for altered ER-mitochondria communication in neurodegenerative disorders

· Non-protein factors contributing to neurodegeneration

· Positive effects of ER-mitochondria coupling in cellular function and health

· Mechanisms of Ca2+ homeostasis and mitochondrial dynamics in neurodegeneration

· Role of ER stress and apoptotic signaling in neurodegenerative disorders

· Inflammation and its impact on neurodegeneration and ER-mitochondria coupling
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