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ABSTRACT Objective: To investigate the effect of static pressure on the expression of apoptosis related protein in HPDLSCs.
Methods: HPDLSCs cultured in vitro were incubated under continuous static pressure of 100 Kpa and 200 Kpa for 1 h, 6 h and 12 h. The
expression of apoptosis related protein caspase-3 and caspase-8 in HPDLSCs were tested by Western Blot. The apoptosis level of
HPDLSCs was determined by Flow cytometry. Results: Under the static pressure of 100 Kpa for 1 h, both the expressions of the apoptosis
related protein caspase-3 and caspase-8 and the level of apoptosis increased more significantly than that of the controls (P<0.05), but no
statistical significance was found when the static pressure continued for 12 h (P>0.05). Under the static pressure of 200 Kpa for 1 h, both
the expressions of the apoptosis related protein caspase-3 and caspase-8 and the level of apoptosis were lower than that of the controls
(P<0.05), but no statistical significance was found when the static pressure continued for 12 h (P>0.05). Conclusions: Continuous static
pressure of 100 kpa for 1 h promotes apoptosis, while continuous static pressure of 200 kpa for 1 h inhibits apoptosis.
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Fig.3 Effect of 100 Kpa static pressure on the expressions of the apoptosis related protein caspase-3 and caspase-8(*P<0.05)
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Fig.7 Effect of 200 Kpa static pressure on the apoptosis (*P<0.05)
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