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[Abstract] Objective To investigate the regulatory mechanism of medicated serum containing Shenling Baizhu Powder
(SLBZP) on lipopolysaccharide (LPS)—induced inflammatory injury of H9C2 myocardial cells based on Toll-like receptor 4 (TLR4)/
nuclear factor—-kB (NF—«B) signaling pathway. Methods The fully differentiated H9C2 cells were divided into blank serum group,
model group, medicated serum containing SLBZP group, and TLR4 inhibitor (TAK-242) group, with six replicates in each group.
Except for the blank serum group, cells of the other groups were treated with LPS 10 pwg-mL™ to establish an in vitro model

of myocardial cell inflammatory injury. Blank serum group, model group, and TAK-242 group were cultured with 10% blank
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serum, and medicated serum containing SLBZP group with 10% medicated serum. All groups had been cultured for 24 h.
CCK-8 assay was used to test the cell proliferation of each group; ELISA and immunofluorescence were used to determine the
content of interleukin—18 (IL-1B) and tumor necrosis factor—-a (TNF-a) and their protein expression levels in cells, respectively;
Western blot was used to check the protein expression levels of TLR4, NF-kB, and degradation of protein kB-a (IkBa).
Results The results of CCK-8 assay showed that 10% SLBZP-medicated serum had no inhibitory effects on cell proliferation.
Compared with the blank serum group, the content of TNF-a and IL-1B and their fluorescent expression levels in cells of
model group significantly increased (P<0.01), and the protein expression levels of TLR4, NF—«B, and IkBa were significantly up—
regulated (P<0.01). Compared with the model group, medicated serum containing SLBZP group showed significantly reduced content
of IL-1B and TNF-a (P<0.01) and significantly down-regulated protein expression levels of TLR4, NF-kB, and IkBa (P<0.01).
Conclusion Medicated serum containing SLBZP can inhibit the LPS—induced inflammatory response in HOC2 cells. Its mechanism
may be related to regulating TLR4/NF-kB pathway and down-regulating the expression of inflammatory factors of TNF-a and
1L-1B.
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