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1. The present study used CRISPR/Cas9 to generate mice with mutagenesis of the overlapping cleavage site for both proteases in PRR (termed as PRRR279V/L282V) to examine the phenotype during AngII infusion.
2. PRRR279V/L282V mice exhibited a reduction of sPRR level in plasma and kidney, and had drastically suppressed renin levels from plasma, urine, and the kidney as compared with WT controls.
3. The results demonstrated an essential role of sPRR in mediating the hypertensive response to AngII infusion in mice, which involves activation of intrarenal RAS and selective stimulation of renal medullary α-ENaC expression.
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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 is generally reliable and trustworthy due to its use of scientific methods such as CRISPR/Cas9 technology to generate a novel mouse model with mutagenesis of the cleavage site of PRR during AngII-induced hypertension. The results demonstrate an essential role of sPRR in mediating the hypertensive response to AngII infusion in mice, which involves activation of intrarenal RAS and selective stimulation of renal medullary α-ENaC expression. However, there are some potential biases that should be noted. For example, the article does not explore any counterarguments or alternative explanations for its findings; it also does not discuss any possible risks associated with this research or provide evidence for its claims made. Additionally, it does not present both sides equally; instead it focuses solely on supporting its own conclusions without considering other perspectives or points of view.
[bookmark: _Toc5]Topics for further research:
· Alternative explanations for AngII-induced hypertension
· Risks associated with CRISPR/Cas9 technology
· Evidence for claims made in the article
· Counterarguments to the article's conclusions
· Perspectives on AngII-induced hypertension
· Stimulation of renal medullary α-ENaC expression
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