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Effect of TUG1 on dexamethasone-induced apoptosis in mouse MC3T3-E1 cells
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Abstract: Objective To investigate the effect of long non-coding RNA-TUGI in dexamethasone-induced
mice MC3T3-El cell apoptosis. Methods MC3T3-El cells were cultured in vitro to establish a model of apop-
tosis. After induction of apoptosis for 24h,qPCR was used to detect the expression of TUGI1. The recombinant
plasmid was introduced into MC3T3-El cells to obtain a stably transfected cell line. The experiment was di-
vided into control group, dexamethasone group, dexamethasone + TUG1 overexpression plasmid group and
dexamethasone + negative plasmid group. qPCR was used to detect the expression of TUGI ,and the apoptosis
was detected by flow cytometry. Bcl-2 expression was observed byimmunofluorescence,and the mean fluo-
rescence intensity was calculated. Results The apoptosis model was successfully established. Fluorescence
microscopy showed that plasmid transfected cells were correctly transfected with qPCR (P <0.05). Apopto-
sis of dexamethasone + TUGI overexpressing plasmid group was significantly lower than that of dexametha-
sone group and dexamethasone + negative plasmid group. Meanwhile ,the expression of Bcl-2 was significant-
ly higher in the dexamethasone + TUG1 overexpression plasmid group than in the dexamethasone group and
the dexamethasone + negative plasmid group (P < 0. 05). Conclusion TUGI1 can inhibit the apoptosis of
mouse MC3T3-El cells induced by dexamethasone by up-regulating the expression of Bcl-2. TUG1 may be a
protective factor for glucocorticoid-induced osteoblast apoptosis.
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