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Mechanism of propofol attenuating CCL4-induced inflammation
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Abstract: Objective To investigate the inflammatory and cytotoxic effects of CCL4-induced brain micro-
vascular endothelial cells, and to analyze the antagonistic effect of propofol on CCL4-induced effects.
Methods In vitro immortalized human brain microvascular endothelial cells hCMEC/D3 were divided into
control group,CCL4 group and propofol+CCL4 group. Cell proliferation activity was detected by CCK-8, cell
cloning ability was analyzed by cell cloning assay,and apoptosis was detected by flow Annexin V/PI double
staining. Reverse transcription real-time fluorescence quantitative PCR (qPCR) was used to detect the expres-
sion of inflammatory genes and thrombosis-related genes,and enzyme activity detection kit was used to detect
COX2 and thrombin activities. Results Compared with the control group,cell proliferation activity in CCL4
group was significantly decreased, cell cloning ability was decreased, and apoptosis was increased, and the
differences were statistically significant (P<C0. 001). Compared with CCL4 group,the cell proliferation activi-
ty of propofol+CCL4 group was significantly up-regulated, the cell cloning ability was increased,and the ap-
optotic cells were decreased, with statistical significance (P<C0. 001). The results of qPCR showed that com-
pared with the control group, the expressions of inflammatory genes IL-18, I1L-6, I[.-8, NF-«kB, TNF-a and
COX-2 genes were upregulated in CCLL4 group,and Thrombin,Factor 8, VWF and TXA expressions were in-
creased, the activities of COX2 enzyme and thrombin were increased,and the difference was statistically signif-
icant (P<C0. 001). Propofol can significantly inhibit the promoting expression of inflammation related genes
and thrombosis genes of hCMEC/D3 by CCL4,and the COX2 enzyme and thrombin activity of CCL4 on hC-
MEC/D3. Conclusion Propofol could reduce the cytotoxic effect of CCL4 on cerebral microvascular endotheli-
al cells and antagonize the expression of proinflammatory and prothrombous genes.
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