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Relation between hmSD activity and apoptosis rate in a PC- 3M cell line
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[ABSTRACT] AIM: To investigate the correlation between human membrane— associated sialidase (hmSD) activity and
apoptosis rate in a PC— 3M cell line. METHODS: Sodium butyrate was added to the culture media of PC— 3M cells for 48 h to in-
duce apoptosis and then the cells were collected, homogenated and centrifuged. The supernatant was incubated with the substrate.
TBA reaction was then used to detect the sialic acid and the activity of the sialidase was calculated. Meanwhile, the apoptosis rate
was detected by AO/ EB assay, and the correlation between hmSD activity and apoptosis rate was calculated. RESULTS: HmSD
activity of PC— 3M cells was significantly down— regulated when cell apoptosis was induced by sodium butyrate and high correlation

between hmSD activity and apoptosis rate was observed. CONCLUSION: There is a significant correlation between apoptosis rate

and hmSD activity in prostate cancer.
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Fig 1 Apoptosis cells induced by NaBT for 48 h. A: control ( phase
— contrast microscope, X 100); B: apoptosis cells ( phase

— contrast microscope, % 100).
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Fig 2 Apoptosis rate of PC— 3M cells induced by NaBT for 48 h
(detected by AO/EB assay, x 100). x *s. n=3." P<
0.05 vs control.
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Fig 3 Effect of down— regulate of hmSD activity after NaBT' treat-
ment for 48 h. x *5. n=5." P< 0.05 vs control.
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