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Figure S3 (color, 2-column). INH, but not PZA, significantly suppressed HO-1 expression in LO2.
INH suppressed HO-1 expression at 10 mM (one-way ANOVA, p = 0.0275), 20 mM (one-way ANOVA,
p = 0.0133), and 40 mM (one-way ANOVA, p = 0.0028); but not Gclc, NQO1, and Srxnl expression in
LO2 in vitro. PZA did not have any effect on HO-1, Gclc, NQO1, and Srxnl at the concentrations tested.
Positive control was treated with 10 yM SU for 24 h. Data represent mean + S.E.M. of two replicates.

*p < 0.05, * p <0.01 vs control.



