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Effects of human membrane associated sialidase on apoptosis of PC3 cells
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[ABSTRACT] AIM: To explore the effects and mechanisms of human membrane associated sialidase (NEU3) on
apoptosis of PC3 cells induced by vitamin K3 (VK3). METHODS: The target cells was PC3 cells stable transfected the
gene of NEU3 (neu3). The relation of NEU3 and apoptosis was detected by MTT assay and AO/EB - staining. The mech-
anisms were investigated by examining intracellular ROS and p65, Bel — XL protein expression. RESULTS: (1) The sur-
vival rate of PC3 —neu3 cells were higher than that of PC3 cells under the condition of the same VK3 density. The apopto-
sis rate of PC3 — neu3 cells was lower, and the fluorescence intensity of ROS in PC3 - neu3 cells was weaker than that in
PC3 cells. (2) The expression tendency of p65 was the same in the two groups treated by VK3. The density of VK3 was
increased, the protein expression was stronger. With the density of VK3 increased, the Bel — XL protein expression was
weaker in PC3 cells and it was stronger in PC3 —neu3 cells (P <0.01). CONCLUSION: The antiapoptotic mechanisms
of NEU3 may be related with the suppressed intra — cellar ROS synthesis, upregulation of p65 and Bel — XL expression.
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Tab1 The survival rate of PC3 and PC3 — neu3 cells treated
with VK3 for 24 h(%. % +s. n=5)

Group PC3 cells PC3 - neu3 cells
Control 1.00 +£0.11 1.00 +0.03
VK3(30 wmol/L) 0.92+0.03° 0.96 +0.01*
VK3 (60 pmol/L) 0.47 £0.01** 0.62 £0.02***

*P<0.05,** P<0.01 vs control; *P <0.05,*P <0.01 vs
PC3 cells.
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Fig 1 Cells apoptosis detected by AO/EB staining( x200).
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Tab 2 The apoptotic rate of PC3 and PC3 — neu3 cells treated
with VK3(% .z £s.n=3)

Group PC3 cells PC3 —neu3 cells
Control 3.30+£1.52 4.30 +0.58
VK3(30 pmol/L) 39.70 +9.07 24.30 +4.04*
VK3(60 pmol/L) 63.00 +7.54 49.70 +8.96%

#P <0.05 vs PC3 cells.
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Fig2 ROS detection in two kinds of cells under laser cofocal

microscope.
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Fig 3 The content changing of p65 and Bel — XL in PC3 cells
and PC3 — neu3 cells treated with VK3. 1:control; 2.
VK3(30 pmol/L); 3:VK3(60 wmol/L).
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Tab 3 p65 and Bel — XL protein expression(x 5. n=3)

P65 Bd-XL
Group
PG3 PC3 - nead PG3 PC3 - nea3
Control 1.00£0.03 1.20£0.00%  1.00£0.09 1.%:0.16*
VE3(30 pmal/L) L20£0.09%  138:0.13%  0.%0.19 1.56£0.08 =
VE3(60 pumal/L) L8£0.08%%  17920.15°%% 0.7740.4%  L90:0.13%°*

*P<0.05,%* P <0.01 vs control; *P <0.05,%P <0.01 ws
PC3 cells.
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