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[Abstract] Objective To identify the effect of endoplasmic reticulum stress in high glucose
aggravating hypoxia-reoxygenation injury in neuroblastoma cells. Methods Mouse neuroblastoma
cells (N2a) were cultured in DMEM/F12 culture medium supplemented with 10% fetal bovine serum.
The cells were then divided into 4 groups using a random number table: normal glucose control group
(group NC), normal glucose hypoxia-reoxygenation group (group NH) . high glucose control group
(group HC), high glucose hypoxia/reoxygenation group (group HH). The cells were incubated in
high glucose culture medium (30. 0 mmol/L) for 48 h to simulate high glucose damage model. To
mimic the hypoxia-reoxygenation injury, the cells were incubated in a hypoxic chamber(under 95%
nitrogen and 5% CO,) for 3 h, then transferred to a normoxic incubator (under 95% air and 5%
CO;,) for 2 h to reoxygenation. The cells in group NC were cultured without any treatment. The cells
in group NH were subjected to hypoxia-reoxygenation injury only. The cells in group HC were cul-
tured in high glucose medium. The cells in group HH were cultured with high glucose medium. and
then subjected to hypoxia-reoxygenation injury. The cell viability was measured by CCK-8 assay, the
cell apoptosis was detected by flow cytometry and the apoptosis rates were calculated. In addition, the
contents of GRP78, CHOP were detected by Western blot. Results Compared with group NC and
group HC respectively, the cell viability was significantly weakened, the cell apoptosis rates were sig-
nificantly increased, and the contents of GRP78 and CHOP were significantly increased (P < 0.01)
in group NH and group HH. Compared with group NH. the cell viability was significantly weakened.,
the apoptosis rate was significantly increased, and the contents of GRP78 and CHOP were significant-
ly increased in group HH (P <C 0. 01). Conclusion High glucose aggravates neuroblastoma cells hy-

poxia-reoxygenation injury. which is associated with endoplasmic reticulum chaperones GRP78 and
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proapoptotic transcription factor CHOP induction.
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