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Effects of propofol on the changes in cytoskeleton and cellular permeability of human umbilical vascular
endothelial cells monolayer induced by lipopolysaccharide GAO Ju* , ZHAO Wei-zian, ZHOU Luo-jing,

LIU Dongs ZENG Bang-xiong, YAO Shang-long. * Department of Anesthesiology, the Second Affiliated
Hospital of Guangzhou University of Traditional Chinese Medicine, Guangzhou 510120, Guangdong, China
[Abstract] Objective To investigate the effects of propofol on the changes in actin cytoskeleton and
permeability of cultured human umbilical vascular endothelial cells (HUVECs) monolayer induced by
lipopolysaccharide (LPS). Methods HUVECs were randomly assigned to one of the following seven
groups: no additives (negative control), LPS alone (1 mg/L and 10 mg/L), propofol alone (4 mg/L),
_introlipid alone, LPS (10 mg/L) combination with propofol (4 mg/L) and LPS (10 mg/L) together with
introlipid (4 mg/L). Changes in filtration coefficients (Kf) and osmotic reflection coefficients (o) were
measured, and changes in filamentous actin (F —actin) measured by F —actin fluorometry, and expression of
nitrotyrosine analyzed by immunocytochemistry were observed in cultured HUVECs. Results Compared
with the control group, the LPS alone group Kf values were significantly increased and the ¢ values
decreased, the F - actin content was decreased and the expression of nitrotyrosine was increased
(all P<C0.01), especially in the high dose LPS alone group. The co — treatment of propofol and LPS
significantly reduced levels of LPS —enhanced nitrotyrosine protein, and significantly attenuated the changes
in Kf and o values (all 27<C0.01), while introlipid group had no such benefical effects. Conclusion 'Propofol
rather than introlipid, significantly inhibit LPS —induced increase in permeability of HUVECs and alterations
in F - actin organization. The scavenging actions of propofol on peroxynitrite may be helpful to attenuate
endothelial barrier dysfunction as shown in our current study.
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P4 # 0.142+0. 015 0.35340.042  0.16740.011
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