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Influences of copper sulfate on

related inflammatory markers of HepG2 cells
Zhang Liangliang' Dong Jianjian’ Xu Chenchen' et al
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Abstract Objective To observe the influences of copper sulfate on related inflammatory markers such as nuclear
factor«B(NF—«B) of HepG2 cells the cell lines of hepatocellular carcinoma(HCC) . Methods HepG2 cells were
cultured by RPMI-4640 contained various concentrations of copper sulfate in vitro. MTT colorimetric assay was used
to detect the growth inhibitory effect of copper sulfate on HepG2 cell. Western blot was used to estimate the effect
of copper sulfate on changes of related inflammatory markers for instance NF-+«Bp65 interleukind g (IL4B)
interleukin 4 (IL-4) interleukin-5 (IL-5) interleukin6 (IL-6) and ~y-interferon (IFN—y). Results The growth
of HepG2 cells was inhibited by copper sulfate in certain concentrations. The expression levels of NF«B IFN-y
and IL-5 were reduced and IL43 IL4 and IL-6 were up—regulated in HepG2 cells by copper sulfate with a dose—
dependent manner. Conclusion Copper sulfate may inhibit the proliferation of HepG2 cells. And the inflammatory
reaction in HepG2 cells can be suppressed by copper sulfate through lowering the levels of NF«B IFN—y and IL-
5 and increasing the levels of IL43 IL4 and IL-6.
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