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Effects of manganese on the growth of HUVEC-304 cells and the expressions of p53  p21™A"™ ™! proteins
HUANG Guoxiang WU Qing GUO Xiao-peng SONG Shtzhen ’
(School of Medicine, Wiuhan University of Science and Technology,  Withan 430065, China)

Abstract: Objective To study the effects of manganese on the gowth of HUVEC-304 cells and the expressions of p53 and
pZIWAFV o proteins. Method HUVEC-304 cells in exponential phase of growth were incubated in culture mediawith 100. 200. 400.
800 mol/ L. manganese (MnCly) for 24, 48 and 72 h respectively; MTT colorimetty test was performed to examine the growth and sur-
vival of HUVEC-304 cells flow cytometry (FCM) was used to monitor cell apoptesis  and Westem blot was used to measured the ex-

pression of p33 and p2 1V url

proteins. Result MTT measuring results revealed that manganese chloride (from 100 to 800 fmol/ L)
might suppress the proliferation of HUVEG-304 cells in dose and time-dependent manner (P< 0. 05); FCM resulis showed that man-
ganese might induce the HUVEC-304 cells apoptosis. Westem blot test found that manganese might down-regulate the expression of p53
pmwoteins and up-regulate the express the pZIWA”/CIPl poteins  which were dose-dependent (P<< 0. 05). Conclusion It was shown that
manganese has obvious inhibition effect on the proliferation of HUVEG-304 cells and induce their apoptosis by downrregulate the expres-
sion of p53 proteins and up-regulate the expression of pZIWAWCIPI
ganese toxicity on HUVEG-304 cells.
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poteins  which probably is one of the important mechanisms of man-
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