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Fig. 2 Effect of Geldanamycin on cell viability
MDCK (a), A549 (b) cells were seeded in 96-well plates. Cells were then treated with the indicated concentrations of Geldanamycin or PBS, as shown,
for 24 h, and cell viability was measured using a CCK-8 kit as described in instructions. Values represent the x + s of three independent experiments.
I1: Control; 2: 50 nmol/L; 3: 100 nmol/L; 4: 200 nmol/L; 5: 500 nmol/L; 6: 1000 nmol/L. l: 12 h; [: 24 h.
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Fig. 3 Geldanamycin inhibits growth of influenza A virus HSN1 in two cells culture (MDCK cell and A549 cell)
(a, b) Effect of Geldanamycin at the indicated concentrations on virus titres in MDCK cells and A549 cells infected with influenza A virus HSN1 at

0.001 moi. for 24 h. 0 nmol/L Geldanamycin as Control. Viral titers were determined using a focus forming assay with MDCK cells and A549 cells.
1: Control; 2: 50 nmol/L; 3: 100 nmol/L; 4: 200 nmol/L; 5: 500 nmol/L; 6: 1000 nmol/L. (¢c~f) MDCK cells and A549 cells were infected with influenza
virus HSN1 (0.001 moi) for 12 h, 24 h, 36 h or 48 h in the absence or presence of 1000 nmol/L Geldanamycin. Viral titers were determined using a focus

forming assay with MDCK cells and A549 cells at the indicated time points. Values represent the x + s of three independent experiments. B: Virus; I :

Geldanamycin+Virus; A—A: A549; e— ¢: MDCK.
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Fig. 4 Effect of Geldanamycin on the production of major pro-inflammatory
cytokines associated with influenza pathogenesis
A549 cells were infected with influenza A virus HSN1 (2 moi) 12 or 24 h in the presence or absence of 1000 nmol/L Geldanamycin. Cell supernatants
were collected and levels of IFN-a (a), TNF-o (b) or IL-6 (c) were determined using ELISA. Values represent the x + s of three independent

experiments.
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