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Role of mitochondrial quality control in sepsis-induced acute lung injury
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[ Abstract]

quality control plays a crucial role in sepsis induced ALI, including mitochondrial biosynthesis, mitochondrial fusion and fission, and

Sepsis induced acute lung injury ( ALI) is common clinically, with high incidence rate and mortality. Mitochondrial

mitophagy. Impairment of mitochondrial quality control can lead to mitochondrial dysfunction, leading to programmed death of pulmonary
endothelial cells, which is an important mechanism for pathogenesis of ALI. Therefore, in recent years many studies have focused on the
mitochondrial quality control as a targeted treatment strategy for sepsis induced ALIL. In this study, we reviewed the recent research
progress of mitochondrial quality control in septic induced ALI, hoping to provide theoretical reference for the clinical prevention and
treatment of septic induced ALIL.
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Figure 1 PINK1-Parkin mediated autophagy pathway

PINKI1 : phosphatase and tension homolog-induced putative kinase 1;
TOMM?7; translocase of outer mitochondrial membrane 7; PARL:
presenilin associated rhomboid like protein; LC3: light chain 3;

p62: sequestosome-1; ub: ubiquitin.
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Table 1 ~ Current potential targets for mitochondrial quality control in sepsis ALl

Mitochondrial quality control Drug Targets Reference
Mitochondrial fusion( —) Dexmedetomidine Inhibition of OPA1, Mfnl, Mfn2 [34]
Mitochondrial division( —) Suhuang antitussive capsule Promotion of Drpl [31]
Mitochondrial division(—) Paroxicillin Inhibition Of Drpl [35]
Mitochondrial division( =) Melatonin Inhibition Of Drpl [24]
Mitochondrial autophagy (+) Hydrogen Promotion of PINK1 [32]

(+) : promotion; (—): inhibition; ALI: acute lung injury; PINKI: phosphatase and tension homolog-induced putative kinasel; OPA 1. optic atrophy 1;

Mfnl; mitofusin 1; Mfn2: mitofusin 2; NLRP3:; nucleotide-binding oligomerization domain-like receptor family pyrin domain contain 3; Drp 1: dynamin-

related protein 1.
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