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Study on inhibition of CD18 to alleviate intestinal injury in sepsis mice
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Abstract Objective: To study the role and mechanism of CD18 in sepsis intestinal injury. Methods: Thirty-
six mice were randomly divided into control group, sepsis group and anti-CD18 group, and the sepsis mouse model
was established by intraperitoneal injection of LPS. In the anti-CD18 group, CD18 antibody was injected into cau-
dal vein at first, and LLPS was injected intraperitoneally 30 min later. The serum levels of 2 integrin, HBP, D-
lactate and TNF-a were detected 24 hours after modeling. Meanwhile, RhoA activity and the expression levels of
inflammatory factors(1L-6., 1L-10) . tight junction proteins (ZO-1. Claudin-1). Rho signaling pathway proteins
(ROCK1., mDial) in small intestine were also detected. HE staining was used to evaluate the pathological damage
of small intestine, and the ultrastructural changes of small intestine were observed by transmission electron mi-
croscopy. Results: (D Anti-CD18 treatment increased the survival rate of sepsis mice for 24 h. @ Anti-CD18 treat-
ment attenuated intestinal pathological injury in sepsis mice, repaired tight junctions between epithelial cells(in-
crease of tight junction proteins), and improved intestinal permeability(decrease of D-lactate level). @ Anti-CD18
treatment inhibited the Rho signaling pathway(decrease of RhoA activity, decrease of ROCK1 and mDial expres-
sion). Conclusion: Inhibition of CD18 can alleviate intestinal damage and improve intestinal permeability in sepsis.
CD18 may be involved in intestinal damage in sepsis through the Rho signaling pathway.

Key words CDI18; sepsis; intestinal permeability; tight junction protein; Rho signaling pathwa
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