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Abstract: Objective This study was designed to investigate the antiviral activity of Dengshi (Qingdu Decoction
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against influenza virus (H3N2) and its potential role in regulating inflammatory host immune response. Methods The
in vitro inhibitory effect of Dengshi Qingdu Decoction on the replication of influenza virus (H3N2) was evaluated by
plaque reduction and other tests. Real-time RT-PCR was used to detect the expression levels of pro—inflammatory
cytokines (IL-6, IL-8, IP-10, TNF-a, MCP-1 and CCL-5) in A549 cells infected with influenza virus (H3N2).
Western Blot was used to detect the expression levels of IkBa, p—IkBa, NF-kB p65, p— NF-kB p65. Results
The results showed that 23.4, 11.7, 5.85 mg - mL ™' Dengshi Qingdu Decoction could significantly inhibit the
replication of H3N2 in wvitro, reduce the formation of viral plaque. Real-time RT-PCR showed that Dengshi Qingdu
Decoction could significantly reduce the mRNA levels of [L-6, 1L-8, IP-10, TNF-a, MCP-1 and CCL-5 in the
infected cells. Western Blot detection showed that Dengshi (Qingdu Decoction could significantly reduce the
expression of p—IkBa and p—~NF-kB p65, while increase the IkBa in the infected cells, thus, inhibit the activation
of NF— kB signaling pathway induced by influenza virus (H3N2) , and reduce the expression of inflammatory
cytokines. Conclusion Studies have shown that Dengshi Qingdu Decoction can inhibit the replication of influenza
virus (H3N2) in witro, inhibit the activation of NF-kB signal pathway induced by influenza virus, and reduce the

expression of inflammatory cytokines, which proves that Dengshi Qingdu decoction has the potential of preventing

and treating influenza virus.
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Figure 1 Dengshi Qingdu Decoction inhibits the activity of influenza virus H3N2 in vitro(x +s, n=3)
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Figure 2 Effect of Dengshi Qingdu Decoction on the plaque assay of H3N2

infection(x =5, n=3)
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Figure 3 Dengshi Qingdu Decoction inhibited the mRNA levels of IL-6, [L-8, IP-10, TNF-a, MCP-1 and CCL-5 in A549 cells

induced by influenza virus infection(x +s, n=3)
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Figure 4 Dengshi Qingdu Decoction can inhibit the inflammatory response of virus by regulating NF-kB signaling pathway(x +s, n=3)
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