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Abstract

* AIM: To investigate the protective effect of resveratrol
on human lens epithelial cells against ultraviolet-induced
apoptosis.

¢ METHODS ; Subcultured human lens epithelial cell line,
ultraviolet induced cell apoptosis, 20umol/L resveratrol
pretreated cell, the indicators change was observed: rate
of apoptosis was detected by flow cytometry and
apoptosis- related factors of caspses-3 and caspase-9
were detected by colorimetric detection, ultrastructure
changes were observed under transmission electron
microscope.

e RESULTS:. Flow cytometry instrument testing found
that resveratrol can suppress the apoptosis induced by
ultraviolet irradiation, caspses-3 and caspase-9 content
in positive control group were significantly higher than
that of the negative control group at the same time
period, the difference was statistically significant ( P<
0.05) ; caspses-3 and caspase-9 content in experimental

group were lower than that in the positive control group
at the same time, the difference was statistically
significant (P<0.05). In addition, the damage of human
lens epithelial cells was alleviated with the incubation
time of resveratrol elongated.

e CONCLUSION: Resveratrol may inhibit ultraviolet -
induced apoptosis of human lens epithelial cells, it has
preventive function against radioactive cataract, and it
can provide reliable evidence for pursuing effective
medicine to prevent and treat cataract.
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FEPTETAL BN 1h+ 1E % B 32 5 35 . B FHPE X FR 4
e A FE P 2L ) A b A TR AN R ORI R
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