Curcumin inhibits Rift Valley fever virus

Supplemental Figure 1

A) B)
1.00E+08 - ~
\k
1.00E+07 - g @QN
1.00E+06 - ~ == |« P-p65 (ser536)
1.00E+05 1 Hela 7 | 4w W <— T-p65

pfu/ml

1.00E+04 - || | «— (-Actin

1.00E+03 - [ = |« P-p65 (ser536)
1.00E+02 - HepG2 - E’F T-p65

1.00E+01 - EI‘— B-Actin

1.00E+00 - 1 2
MP12  UV-MP12




Supplemental Figure 2

Curcumin inhibits Rift Valley fever virus
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Curcumin inhibits Rift Valley fever virus

Supplemental Figure 3
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Curcumin inhibits Rift Valley fever virus

Supplemental Figure 1. A) Inactivation of MP-12 after UV exposure was confirmed by carrying out
plaque assays on vero cells. Mock infected cells were maintained as controls. Total number of colonies
were counted and graphed. B) HeLa and HepG2 cells were infected with MP-12 virus. Phosphorylation
status of p65 at 5 and 3 hours after infection respectively are indicated. Total p65 and B-actin levels were
determined as controls.

Supplemental Figure 2. HSAECs were pretreated with multiple inhibitors of the NF«xB cascade for 2
hours, infected with MP-12 and post treated for up to 24 hours. All supernatants were quantified for
infectious progeny virus by plaque assays and toxicity by CellTiter Glo assay.

Supplemental Figure 3. A) HSAECs were pretreated with the proteasome inhibitors, lactacystin,
resveratrol and genistein for 2 hours. Pretreated cells were infected with MP-12 and continued to be post
treated with the inhibitors. Twenty four hours later, supernatants were collected and quantified for
infectious progeny virus by plaque assays. Inhibitor toxicity was also evaluated by measuring survival of
inhibitor treated cells in comparison with DMSO treated and untreated cells. B) Viral genomic copies in
culture supernatants obtained from MP-12-infected, proteasome inhibitor-treated HSAECs were evaluated
using gRT-PCR.



