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[ Abstract)] Objective To explore the protective effect of luteolin on acute kidney
injury. Methods Mice with endotoxin-induced acute kidney injury model were constructed
by lipopolysaccharide (LPS). Kidney-injured mice were treated with luteolin and given tail vein
injection of miR-30c-5p antagomir to knock down the expression of miR-30c-5p. Animals were
grouped as follows: normal control group, LPS group, lignocaine treated group (LPS+Lu group),

negative control group for lignocaine treatment (LPS+DMSO group), miR-30c-5p expression
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knockdown group (antagomir 30c-5p group) and miR-30c-5p expression knockdown control
group ( antagomir NC group). Serum creatinine (SCr) and blood urea nitrogen (BUN) were
measured in mice by taking automated chemical analyzer, and renal histopathological damage
was observed by HE staining. Serum Cystatin C (Cys-C), inflammatory factors tumor necrosis
factor (TNF)-a, interleukin (IL)-6 and IL-4 levels were measured in mice using ELISA kits, and
apoptosis was detected by TUNEL staining and Western blot. Results Compared with the
normal control group, acute kidney injury pathology was more severe in the LPS group, with
significantly higher expression levels of SCr, BUN and serum Cys-C, pro-inflammatory factor
IL-6, TNF-a, and pro-apoptotic factor Bax protein expression level, and expression levels of
anti-inflammatory factor IL-4, anti-apoptotic factor Bcl-2, and miR-30c-5p expression levels
were significantly decreased (P<0.05). Compared with the LPS group, the pathology of kidney
injury was reduced in the LPS+Lu group, and the expression levels of SCr, BUN and Cys-C,
IL-6, TNF-a, and Bax were significantly reduced, while the levels of IL-4, Bcl-2, and miR-30c-
5p were significantly increased (P<0.05). Compared with mice in the antagomir NC group,
antagomir 30c-5p group mice owned more severe inflammation and apoptosis (P<0.05).

Conclusion Luteolin protected mice with acute kidney injury by upregulating miR-30c-5p
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expression to inhibit inflammation and apoptosis.
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