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1. The selective autophagy of mitochondria is linked to mitochondrial quality control and is critical for a healthy organism.
2. Two Cullin RING ligases, VHL and FBXL4, have been identified as the most profound negative regulators of basal mitophagy.
3. MLN4924, which globally interferes with Cullin RING ligase activity, has been identified as a strong inducer of mitophagy and may be a potential therapeutic agent for conditions linked to mitochondrial dysfunction.
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Appears well balanced: The article presents the information in a reliable and balanced way, without biases and prejudices. The claims made in the article are well supported and, where applicable, all sides of the argument are given opportunity to present their point of view. The article appears trustworthy and reliable.
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The article is generally reliable and trustworthy in its reporting of the findings from the CRISPR/Cas9 screen conducted on human E3 ubiquitin ligases for influence on mitophagy under both basal cell culture conditions and following acute mitochondrial depolarisation. The authors provide clear evidence that two Cullin RING ligases, VHL and FBXL4, are the most profound negative regulators of basal mitophagy, and that FBXL4 suppression of BNIP3 and NIX levels is mediated via direct interaction and protein destabilisation rather than suppression of HIF1α-mediated transcription. Furthermore, they demonstrate that depletion of NIX but not BNIP3 is sufficient to restore mitophagy levels. 
The article does not appear to contain any biases or one-sided reporting; it presents all relevant information in an unbiased manner without making unsupported claims or missing points of consideration. All claims made are supported by evidence provided in the text or referenced studies, while counterarguments are explored where appropriate. There is no promotional content present in the article, nor any partiality towards any particular viewpoint or opinion; instead it presents both sides equally throughout its discussion section. Additionally, possible risks associated with MLN4924 are noted in the text as a potential therapeutic agent for conditions linked to mitochondrial dysfunction. 
In conclusion, this article appears to be reliable and trustworthy in its reporting of findings from the CRISPR/Cas9 screen conducted on human E3 ubiquitin ligases for influence on mitophagy under both basal cell culture conditions and following acute mitochondrial depolarisation.
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