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[bookmark: _Toc2]Article summary:
1. Alzheimer's disease (AD) is a major unmet medical need worldwide, and the Aβ hypothesis has been proposed as a causal factor.
2. Several epidemiological studies suggest that traumatic brain injury, lifestyle-related diseases, and smoking are major risk factors for AD, while physical exercise is a risk-reducing factor.
3. This study aimed to elucidate the phenomenon of skeletal muscle atrophy-induced acceleration of AD onset and its molecular mechanism, focusing on the role of hemopexin in cognitive impairment in AD.
[bookmark: _Toc3]Article rating:
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 by Nagase (2021) presents an interesting hypothesis regarding the role of skeletal muscle atrophy in accelerating the onset of cognitive impairment in Alzheimer's disease (AD). The article provides evidence from several epidemiological studies suggesting that traumatic brain injury, lifestyle-related diseases, and smoking are major risk factors for AD, while physical exercise is a risk-reducing factor. The authors then propose that some molecules traveling from the skeletal muscles to the brain may affect the brain function and that sarcopenia induced by a decline in physical exercise may be a cause of age-associated lowering of the brain function.
The article is generally well written and provides an interesting hypothesis which could potentially lead to new treatments for AD. However, there are some potential biases which should be noted when considering this article. Firstly, it does not provide any evidence for its claims regarding the role of hemopexin in cognitive impairment in AD; rather it simply states that this molecule "may" have an effect on cognitive impairment without providing any supporting evidence or data to back up this claim. Additionally, there is no discussion or exploration of possible counterarguments or alternative explanations for why skeletal muscle atrophy might accelerate onset of cognitive impairment in AD; rather it simply presents its own hypothesis without considering other possibilities. Finally, there is no discussion or exploration of potential risks associated with this hypothesis; rather it simply presents its own findings without considering any potential risks or drawbacks associated with them.
In conclusion, while this article provides an interesting hypothesis regarding the role of skeletal muscle atrophy in accelerating onset of cognitive impairment in AD, there are some potential biases which should be noted when considering this article such as lack of evidence for its claims regarding hemopexin and lack of exploration into possible counterarguments or alternative explanations as well as lack of discussion about potential risks associated with this hypothesis.
[bookmark: _Toc5]Topics for further research:
· Hemopexin role in Alzheimer's disease
· Skeletal muscle atrophy and cognitive impairment
· Risk factors for Alzheimer's disease
· Physical exercise and Alzheimer's disease
· Alternative explanations for Alzheimer's disease
· Potential risks associated with skeletal muscle atrophy
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