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Propofol protects angiotensin II-induced cell injury by inducing autophagy
HU Zhe'?, LIANG Jiu-qing', WANG Jing-jing?, ZHANG Liang-qing'* (1. Key Laboratory for Organ Injury and
Protection; 2. Department of Anesthesiology; Affiliated Hospital of Guangdong Medical University, Zhanjiang 524001, China)

Abstract: Objective To study the protective mechanism of propofol on angiotensin I (Ang II )-induced cell injury.
Methods Human umbilical vein endothelial cells (HUVECSs) were used to establish the Ang II -induced cell injury model,
and divided into control (NC), Angll , Ang II +propofol, dimethyl sulfoxide (DMSO) and Ang 1-7 inhibitor groups. Cell
viability, and expression cytochrome C and autophagy related proteins LC3 and P62 were detected by CCKS,
immunofluorescence, and Western blot, respectively. Results The most effect concentrations of Ang I1 and propofol were 107
§ mol/L and 100 pmol/L, respectively. The mitochondrial cytochrome C level was higher in AngIT and DMSO groups than in
Ang 1l +propofol group (P<0.05) but similar to that in Ang 1-7 inhibitor group (P>0.05). P62 expression and conversion from
LC3-1 to LC3-1 were mildly upregulated in Ang II +propofol group compared with DMSO group (P>0.05). Conclusion
Propofol can inhibit Ang I -induced endothelial injury through autophagy pathway.
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M, ACE2 M) 12, EEENEMMPRE, Mk
HMARFME R ER LD, ACE25ACERN S
1, BACE2K % SACERTMIER . ACE2/Kf#
Ang I =4 TRk AY Ang(1-7), ARG 5 HZ{EMass &,
Ang(1-7)K¥EE 5 Ang I A4 BB, Ang(1-
NEABIH N M ER 2, @idr-AEngaE—
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