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Fig. 9. Activation of MAPK signaling pathways in THP-1 cells treated with terbinafine.

Immunoblot analyses of MAPK proteins in THP-1 cells were performed (A, C, and E) and quantified (B,
D, and F). Before the treatment of 100 pM terbinafine, THP-1 cells were pretreated with the indicated
concentrations of MAPK inhibitors for 1 h. U0126, SB203580, and SP600125 were used as specific
inhibitors of MEK 1/2, p38 MAPK, and JNK 1/2, respectively. After 1 h-incubation with terbinafine, cell
lysates were subjected to immunoblot analyses using antibodies of anti-Thr202/Tyr204 phosphorylated
ERK1/2 (A and B), anti-Thr180/Tyr182 phosphorylated p38 MAPK (C and D), and anti-Thr183/Tyr185
phosphorylated INK1/2 (E and F). The same sample treated with 2 pg/mL LPS was used as a positive
control. Data represent the mean + SD of triplicate determinations. *, P < 0.05; ***, P < 0.001,
compared with control (0.1% DMSO). t, P <0.01; 1+, P <0.001, compared with terbinafine only.
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Fig. 10. Effects of MAPK inhibitors on the IL-8 and TNFa levels in THP-1 cells treated with
terbinafine. Before the treatment of 100 uM terbinafine, THP-1 cells were pretreated with the indicated
concentrations of MAPK inhibitors for 1 h. After 3 h-incubation with terbinafine, the mRNA expression
levels of IL-8 (A) and TNFa (B) in THP-1 cells were measured by real-time RT-PCR analysis. After 6
h-incubation with terbinafine, the release of [L-8 (C) and TNFa (D) in supernatant was measured by
ELISA. Data represent the mean + SD of triplicate determinations. *, P < 0.05; **, P <0.01; *** P <
0.001, compared with control (0.1% DMSO). ¥, P <0.05; 111, P <0.001, compared with terbinafine
only.
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Fig. 11. Effects of MAPK inhibitors on the IL-8 and TNFa levels in THP-1 cells treated with
antifungal drugs. Before the incubation with 100 uM antifungal drugs, THP-1 cells were pretreated
with 10 pM MAPK inhibitors for 1 h. After 3 h-incubation with antifungal drugs, the mRNA expression
levels of IL-8 (A) and TNFa (B) in THP-1 cells were measured by real-time RT-PCR analysis. After 6
h-incubation with antifungal drugs, the release of IL-8 (C) and TNFa (D) in supernatant was measured
by ELISA. Data represent the mean + SD of triplicate determinations. *, P <0.05; **, P <0.01; ***, P
<0.001, compared with control (0.1% DMSO). ¥, P <0.05; 11, P <0.01; 117, P < 0.001, compared
with an antifungal drug only. ND, not detectable.
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Scheme 1. Differentiation mechanism of Th cell subsets.
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