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Influences of copper sulfate on

related inflammatory markers of HepG2 cells
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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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Abstract Objective To determine the properties of iTregs expanded by mature tolerogenic dendritic cells (mt—
DCs) plus TGF and explore their potential toameliorate collagen-induced arthritis (CIA) in a mouse model.

Methods In vitro CD4 " CD25 " T cells were purified from splenocytes of D1 mice; after induction by TGF and
expansion by mtDCs the phenotype proliferation and the suppression of iTreg, .. were assessed by flow cytome—
try. For in vivo experiments 1 x 10° iTreg, . cells were transferred into CIA mice when CIA onset. Clinical and his—
topathologic scores cytokine and anti-C [[ IgG antibody secretion in serum were analyzed. Results  After induction
of TGF3 and mtDCs in vitro the iTreg, ;. cells could be expanded effectively and continued to express higher level
of Foxp3. Compared with iTregs iTreg, ;. cells showed stronger inhibitory effect. The more remarkable anti-arthrit—
ic activity the improved clinical scores and histological end—-points were found in the iTreg,,,.-reated group than
those in iTreg-treated group. Serological levels of TNF-o« IL-6 IL-47 and anti-C Il antibodies were also signifi—
cantly lower and TGF- production was higher in CIA mice following adoptive transfer of iTreg, . cells as compared
with iTregs. Conclusion These results indicate that iTreg, ;. reduced more markedly the severity and progression
of CIA than iTregs which was associated with modulating inflammatory cytokine and anti-C [I IgG secretions to
lower levels.
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