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Fig.1 Morphological changes in SW480 cells and de-
tection of apoptosis after exposure to 50mmol/ L
Na;SeOs. A: morphological of SW480 under phase
(x200) . B:

cells treated with Na;SeO; in the absence or presence

of SOD, catalase., *P <0.01 vs control, *P <0.05 vs

contrast microscope apoptotic rate of

Se alone. Values are the mean +SD (n =3)
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Fig.2 Time course of ROS production and effect of SOD, catalase on ROS production in Na;SeO; - stimulated
SW480 cells. A: Cells were exposed to 50tmol/ L Na;SeOs for indicated time and loaded with DCFH - DA,
images were collected after cells were exposed to Na;SeO; for 0(a), 1(b), 2(c), 3(d), 4(e), Shr(f). B: rela-

tive levels of intracellular DCF fluorescence were determined over time exposed to 50#mol/L. Na,SeOs;. C treated

with Na;SeO; in the absence or presence of SOD, catalase. Values are the mean + SD of determinations made in

three cultures(30 ~ 40 cells per culture). *P <0.01 vs control, *P <0.05 vs Se alone
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Fig.3 The effect of mitochondrial electron trans-
port inhibitiors on Na;SeO; — induced DCF fluores-
cence. Cells were incubated with either NaCN or
rotenone in the absence or presence of Na;SeO; for
2h. P <0.01 vs Na,SeO; alone, *P <0.01 vs con-
trol. Values are the mean £ SD of determinations

made in three cultures (30~40 cells per culture)
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Fig.4 Time course of the effects of NaSeOs; on
AV, disruption in SW480 cells. Left: Cells were
exposed to 50¢mol/L Na,SeOs for indicated time and
loaded with rhodaminel23,
after cells were exposed to Na;SeO; for 0(a), 1(b),
2(c), 3(d), 4(e), 5hr(f) .

intracellular rhodaminel23 fluorescence were deter-

images were collected

Right: relative levels of

mined over time exposed to 50¢mol/ L NaSeOs.
Values are the mean +SD of determinations made in

three culture (20 cells per culture)
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EFFECT OF REACTIVE OXYGEN SPECIES ON APOPTOSIS
INDUCED BY Na,SeO; IN SW480 CELLS

WANG Hai - tao', YANG Xiang - liang', ZHANG Zhi - hong’, LU Jing - ling’, XU Hui - bi'
(1. Department of Chemistry, 2. Institute of Biomedical Photonics, University of Science & Technology,
Hubei, Wuhan 430074, China)

Abstract: To investigate the mechanism of apoptosis induced by sodium selenite in a human
colonic cancer cell line SW480. SW480 cells were loaded with fluorescent probes 2', 7'- DCFH -
DA, and rhodaminel23, respectively. The changes of intracellular ROS, and mitochondrial trans-
membrane potential (AW, ) was detected by using multiphoton imaging system. The results showed
that (1) Na,SeO; elevated SW480 cells apoptotic rate and intracellular ROS; SOD, catalase evidently
suppressed ROS increase and reduced apoptotic rate, (2) Inhibition of mitochondrial electron trans-
port with NaCN or rotenone almost blocked selenite —induced ROS production, (3) Na,SeO; induced
disruption of the mitochondrial transmembrane potential (AW, ) . The data suggest that Na,SeO;
results in the increase intracellular ROS which origitesfrom mitochondia and mediates Na;SeO; — in-
duced apoptosis.
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