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[bookmark: _Toc2]Article summary:
1. The PI3K/AKT/mTOR pathway is activated in gastric cancer and may have immunomodulatory potential.
2. The mTOR pathway mediates the non-canonical Hedgehog signaling cascade to induce PD-L1 expression.
3. Patient-derived organoids (PDOs) were used to study the immunosuppressive function of MDSCs and the mTOR signaling pathway may be targeted to decrease PD-L1 expression and increase response to immunotherapy in gastric cancer.
[bookmark: _Toc3]Article rating:
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 “Hedgehog transcriptional effector GLI mediates mTOR-Induced PD-L1 expression in gastric cancer organoids” provides a comprehensive overview of the role of the PI3K/AKT/mTOR pathway in gastric cancer, as well as its potential for immunomodulation. The authors present evidence from patient-derived organoid (PDO) cultures, NanoString Digital Spatial Profiling (DSP), orthotopic transplantation, and PDO/immune cell co-cultures that suggest that mTOR mediates GLI-induced PD-L1 expression in gastric cancer. 
The article is generally reliable and trustworthy, as it presents evidence from multiple sources to support its claims. Furthermore, the authors provide detailed descriptions of their methods and results, which allows readers to evaluate their findings objectively. Additionally, the authors acknowledge potential limitations of their study such as the lack of clinical data on patients with gastric cancer treated with mTOR inhibitors or other therapies targeting Hh signaling pathways. 
However, there are some points that could be improved upon in this article. For example, while the authors discuss potential therapeutic implications of their findings, they do not provide any information on possible risks associated with targeting these pathways or any other side effects that may arise from such treatments. Additionally, while they discuss how Hh signaling mediates PD-L1 expression within tumor cells, they do not explore any counterarguments or alternative explanations for this phenomenon. Finally, while they discuss how mTOR inhibitors may be used in combination with standard chemotherapy or immunotherapy for treating gastric cancer patients, they do not provide any evidence for this claim or discuss any potential drawbacks associated with such treatments. 
In conclusion, overall this article is reliable and trustworthy due to its comprehensive coverage of relevant topics related to gastric cancer treatment and its use of multiple sources to support its claims; however there are some areas where it could be improved upon by providing more information on possible risks associated with targeting these pathways or exploring alternative explanations for certain phenomena discussed in the article.
[bookmark: _Toc5]Topics for further research:
· Gastric cancer immunotherapy
· Potential risks of mTOR inhibitors
· Alternative explanations for Hh signaling
· Combination therapy for gastric cancer
· Side effects of Hh signaling therapies
· Clinical data on gastric cancer treatments
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