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3. EC-18 attenuates inflammatory cell infiltration and chemokine expression in BALF of

|IAV- infected mice.
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ABSTRACT

Since the 2009 H1N1 pandemic, Influenza A (H1N1) virus has become
a seasonal virus circulating worldwide. Additionally, severe acute
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cell infiltration and the cytokine levels in BALF. Moreover, EC-18
effectively decreased extracellular HMGB1 released from dying
bronchial and alveolar cells. Similar to the EC-18 effect on H1N1 virus,
we Iinvestigated the effects of EC-18 on SARS-CoV-2-induced
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2. EC-18 attenuates virus titer in lungs of IAV-infected mice.

Inflammatory profile in lung of mice following IAV infection. The mice were infected with a sub-lethal dose of HIN1 IAV, and

B H1N1 + PBS BALF was harvested at days 1, 4, 7 post inoculation. Absolute numbers of (a) neutrophils (b) monocytes (c) lymphocytes (d)
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cytopathic effect (CPE) and viral replication in Vero E6 cells. As a result, 8 ] B HINL + EC-18 eosinophils in BALF. The protein levels of (€) CXCL1 and (f) CXCL2 in BALF. *p < 0.05, **p < 0.01 vs. HIN1 + PBS.
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1. A mouse model of HIN1 Influenza A virus infection =N

Viral titers in lung of mice infected with HIN1 influenza A virus. (a) Virus titers in lung

homogenate were determined by performing hemagglutination (HA) assay. (b) IAV antigen in lung Lung damage of mice following IAV infection. (a) Photographs of lungs (b) Lung injury was assessed by hematoxylin and eosin
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O.A. Daily Inoculation BhAEIi'rI\:/ith%?g sections was detected by performing IHC staining using anti-influenza A nucleoprotein (NP) mAb. staining. (c) Histological scoring of lung injury. (d) Release of HMGB1 to extracellular space was determined by IHC staining.
1 1 analysis *p <0.05, **p <0.01vs. HIN1 + PBS. *%%p <0.001vs. HIN1 + PBS.
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= Our results show therapeutic potential of EC-18 for preventing virus- o . quantitative RCR analysis. staining. (b) SARS-CoV-2 antigen in lung sections was detected by performing IHC staining using nucleoprotein (NP) mADb.

Induced inflammatory lung injury.

CXCL1 CXCL2



