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Study on the Protective Effect of Clarithromycin on Cortical Neurons Deprived of Oxygen and Glucose
in Rats and Its Mechanism of Inhibition of Apoptosis

GU Aimingl, GUO Ruyaz, ZHAI Changlinz(].Jiaxing Maternity and Child Health Care Hospital, Jiaxing 314000, China;
2.Jiaxing First Hospital, Jiaxing 314000, China)

ABSTRACT: OBJECTIVE To research the protective effect of clarithromycin(CAM) on cortical neurons deprived of oxygen
and glucose in rats and its related apoptosis mechanisms. METHODS Extraction of primary rat cortical neurons, to establish
the oxygen glucose deprivation (OGD) model with CAM pretreatment; the survival/apoptosis detection kit was used to detect the
cell apoptosis; LDH kit was used to measure the content of LDH in the medium of each group to evaluate the apoptosis. The
expression of caspase-3, Bax and Bcl-2 in each group were detected by Western blot. RESULTS  After treatment with OGD,
compared with the control group, the apoptosis of cortical neurons and the content of lactic acid were significantly increased, the
difference was significant (P<0.01); With 100 pmol-L™" CAM pretreatment the apoptosis and LDH release induced by OGD was
significantly reduced (P<0.01). After treatment with OGD, the expression of caspase-3 and Bax/Bcl-2 in cortical neurons was
significantly higher than that in control group (P<0.01), while CAM pretreatment effectively reduced the expression of caspase-3
and Bax/Bcl-2. CONCLUSION CAM has protective effect on cortical neurons deprived of oxygen and glucose, which may be
related to the promotion of caspase-3, upregulation of Bax, downregulation of Bcl-2 protein on apoptosis related pathways.
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