
SB 9200 is a Novel Broad-Spectrum Antiviral Agent Effective Against RSV and Flu
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Induction of anti-viral response by SB 9000 and SB 9200
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SB 9000 interacts directly with RIG-I 
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Surface Plasmon Resonance
KD = 7.39x10-12 M  X2=0.319

B.

RU

Time/sec

Vehicle

SB 9000



SB 9200 (250nM)SB 9200 (100nM)untreated

flu (MOI 2) flu (MOI 1)

GAPDH

Influenza A HA

Anti-viral activity of SB 9000/SB 9200 in A549 cells
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Anti-viral therapeutic or prophylactic activity of SB 9200 in infected airways 
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SB 9200 induces an anti-inflammatory response
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❑ SB 9200 interacts with RIG-I

❑ SB 9200 activates IRF3 to produce anti-viral cytokines

❑ SB 9200 requires RIG-I for IFN-β response

❑ SB 9200 possesses therapeutic anti-viral activity against RSV and prophylactic anti-viral activity against flu in human 
lung epithelial (A549) cells

❑ SB 9200 possesses therapeutic anti-viral activity against RSV and prophylactic anti-viral activity against flu in the 
murine respiratory tract

❑ SB 9200 diminishes airway disease severity by reducing infection and lung inflammation
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