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[ Abstract] Objective To investigate the cytotoxic effects of di-(2-ethylhexyl) phthalate (DEHP)
on viability, proliferation and apoptosis of MING islet B cells. Methods Murine MING islet B cells were
used in this study and were divided into DEHP group and control group. In DEHP group, MING6 B cells were
exposed t0 0.25, 0.5, 1 or 2 mmol/L DEHP for 16, 48 or 72 hours. Cells in control group were exposed to
dimethylsulfoxide (0. 1% ) for 16, 48 or 72 hours. Cell viability was determined by MTT assay. Apoptosis
rate and cell cycle were determined using flow cytometric assay. Results Compared with control group,
treatment of MIN6 B cells with DEHP inhibited cell viability and decreased cell survival rate in a consentra-
tion-dependent manner at 16, 48, 72 h(F =112.25, 91.06, 589.25, all P <0.01) ; treatment of MIN6
cells with 0.25, 0.5 or 1 mmol/L. DEHP led to a marked increase in apoptosis rate [ (5.00 £0.22)% ,
(8.33+£0.09)%, (19.62 £0.44)% , F=3006.09,P <0.01]; treatment of MIN6 B cells with 0.5 or
1 mmol/L. DEHP significantly disrupted cell cycle, increased the percentage of G,/G, cells [ (68.50 =
0.89)% , (73.63 £0.96)% , F=242.46, P <0.01] and decreased the percentage of cells entering S
phase [ (17.57 £1.15) %, (14.40% +0.91)% , F =49.28, P <0.01] and G,/M phase [ (13.93 £0.42) % ,
(11.97 £1.85)% , F =72.70, P <0.01]. Conclusion DEHP inhibits cell proliferation, induces apoptosis
and arrests cell cycle in interphase in MING islet B cells.
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