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[Abstract] Objective: To investigate the mechanism of ginsenoside Rgl in alleviating sepsis—associated
intestinal injury by regulating miR-30e-5p. Methods: Lipopolysaccharide (LPS)-induced intestinal mucosal
epithelial cell (MEC) sepsis in vitro model and cecal ligation and puncture (CLP)—induced sepsis rat model were
established. After ginsenoside Rgl intervention, miR-30e—5p expression was detected. In the cellular model,
MECs were transfected with miR-30e-5p inhibitor followed by ginsenoside Rgl treatment (15, 30, and 60 pwmol/L)
for 48 h. Cell apoptosis was assessed by flow cytometry. IL-6, IL-1B, and TNF-a levels were quantified by enzyme
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linked immunosorbent assay (ELISA), and ZO-1 and Occludin protein expression was analyzed via Western blotting.
In rats, AAV-miR-30e-5p inhibitor was injected, followed by ginsenoside Rgl (30 mg/kg) via tail vein. Peripheral
blood leukocytes and granulocyte subsets were measured by automated hematology analyzer. Serum inflammatory
factors (IL-6, IL-1B, TNF-a) and intestinal barrier injury markers [endotoxin, diamine oxidase (DAO), lipopolysac—
charide, and D-lactate] were assessed by ELISA. Small intestinal injury was observed via HE staining, and
Z0-1 and Occludin expression was detected by immunohistochemistry. Results: The miR-30e—5p was downregu—
lated in septic rat intestinal tissues and LPS—treated MECs (P<0.05), which was upregulated by ginsenoside Rgl
intervention in both models (P<0.05). Ginsenoside Rgl inhibited LPS—induced MEC apoptosis (P<0.05), reduced
pro—inflammatory cytokine (IL-6, IL-13, TNF-a) levels (P<0.05), and restored ZO-1 and Occludin expression
(P<0.05). miR-30e-5p knockdown partially reversed ginsenoside Rgl’s protective effects (P<0.05). In rats,
AAV-miR-30e-5p inhibitor attenuated Rgl-mediated improvements in intestinal injury, inflammation, bacterial
translocation, and barrier function (P<0.05). Conclusion: Ginsenoside Rgl can alleviate sepsis—induced intestinal
epithelial apoptosis, systemic inflammation, and intestinal barrier dysfunction by up-regulating miR-30e-5p,
involving regulation of tight junction protein expression and bacterial translocation suppression.
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