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Effect of curcumin on JAK-STAT signaling pathway in hepatoma cell lines
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Abstract: The effect of curcumin on JAK-STAT signaling pathway was investigated in hepatoma cell lines

Huh7 and Hep3B. Curcumin inhibited cell proliferation and induced apoptosis of both cell lines, but Huh7

cells were more sensitive to curcumin than Hep3B cells.

Curcumin (50 pmol-L™") significantly increased

phosphorylations of p38 (T180/Y182) and STAT-1 (S727) in Huh7 and Hep3B cells, and caused relocalization of

phosphorylated-STAT-1 (Y701) from cytoplasm to nucleus in Hep3B cells.

In addition, curcumin (25 and 50

pmol-L™") dramatically suppressed the phosphorylation level of STAT-1 (Y701) and resulted in a significant
reduction of nuclear phosphorylated-STAT-1 (Y701) in Huh7 cells.
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Figure 1 Effect of curcumin on cell proliferation of Huh7 and
Hep3Bcells. n=3, X=*s
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Figure 2  Effect of curcumin on apoptosis of Huh7 (A) and Hep3B (B) cells. Representative images show apoptotic nuclei ((indicated
by arrows) for Huh7 cells (C). n=3, X+s. P<0.05, " P<0.01 vs D (control) group
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Figure 3 Effect of curcumin on the phosphorylations of p38 (T180/Y182) and STAT-1 (S727) levels in Hep3B (A) and Huh7 (B) cells.
The intensity for each band was densitometrically quantified and then normalized by the intensity of f-actin in each lane. The normalized
intensity in the first lane was set as relative expression level of 1. n=3, X +s. P<0.01 vs D (control) group
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Figure 5 Effect of curcumin on the phosphorylation of STAT-1
(Y701) in Huh7 cells. n=3, X+s. P <0.01 vs D (control)

group
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Figure 4 Effect of curcumin on the cellular localization of phosphorylated-STAT-1 (Y701) in Huh7 and Hep3B cells (magnification,

200x). Nuclei were visualized by DAPI staining
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