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SK3 channel and mitochondrial ROS mediate NADPH oxidase-independent NETosis induced by calcium influx - PubMedhttps://pubmed.ncbi.nlm.nih.gov/25730848/
[bookmark: _Toc2]Article summary:
1. This study identified SK3 channels and mitochondrial ROS as major regulators of NADPH oxidase-independent NETosis induced by calcium influx.
2. The activation of the calcium-activated potassium channel is sufficient to induce NOX-independent NETosis, which is accompanied by a substantially lower level of activation of ERK and moderate level of activation of Akt compared to NOX-dependent NETosis.
3. Mitochondrial ROS is needed for NOX-independent NETosis, but not for NOX-dependent NETosis.
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May be slightly imbalanced: The article presents the information in a generally reliable way, but there are minor points of consideration that could be explored further or claims that are not fully backed by appropriate evidence. Some perspectives may also be omitted, and you are encouraged to use the research topics section to explore the topic further.
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The article “SK3 channel and mitochondrial ROS mediate NADPH oxidase-independent NETosis induced by calcium influx” provides an in-depth analysis into the mechanisms regulating two major types of cell death known as “NETosis”. The authors identify SK3 channels and mitochondrial ROS as major regulators of NADPH oxidase-independent NETosis induced by calcium influx, and demonstrate that the activation of the calcium-activated potassium channel is sufficient to induce this form of cell death. Furthermore, they show that while mitochondrial ROS is needed for NOX-independent NETosis, it is not important for NOX-dependent NETosis. 
The article appears to be reliable and trustworthy overall, with no obvious biases or unsupported claims present in the text. The authors provide evidence for their claims through experiments conducted on human neutrophils, which are clearly described in detail throughout the paper. Additionally, all relevant points are considered and discussed thoroughly in the text, with potential risks noted where appropriate. The article also presents both sides equally without any promotional content or partiality towards one side over another. 
However, there are some minor issues with the article that should be noted. For example, while the authors discuss potential counterarguments to their findings, they do not explore them in depth or provide evidence against them; this could have strengthened their argument further if done so. Additionally, while the authors note that ERK activation is essential for NOX-dependent pathway but not essential for NOX-independent pathway, they do not explain why this might be so; exploring this further could have provided more insight into these pathways and their differences from each other. 
In conclusion, overall this article appears to be reliable and trustworthy due to its clear description of experiments conducted on human neutrophils and thorough consideration of relevant points throughout its text; however there are some minor issues such as unexplored counterarguments and lack of explanation regarding certain findings that should be noted when assessing its trustworthiness and reliability.
[bookmark: _Toc5]Topics for further research:
· ERK activation in NETosis
· Mitochondrial ROS and NETosis
· Calcium-activated potassium channels
· NADPH oxidase-independent NETosis
· NOX-dependent and NOX-independent pathways
· Mechanisms of NETosis in human neutrophils
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