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ABSTRACT Objective: To establish the ischemic/reperfusion model of microglia in vitro, and to observe the effects of QingKaiLing
on the expression of NADPH oxidase subunit gp®™™ of BV2 microglial cells. Methods: BV2 microglial cells were cultured in vitro and
divided into control group, model group, QingKaiLing low, medium and high concentration groups. The hypoxia duration was 12 hours
with 1 % O, in a tri-gas incubatorwhile reoxygenation lasted 12 hours, the normal group was cultured in CO, incubator for 24 hours.
Real-Time PCR was used to evaluate the gene expression of gp”™> and Western blot assay was used to detect the gp®™™™ protein
expression. Results: The gp®'™* expression increased in BV2 microglial cells exposed to hypoxia and reoxygenation conditions (P<0.05).
Compared with the model group, the gene expression of gp°?™* in the low dose of Qingkailing injection decreased significantly and gp?vh=
protein declined obviously in the high dose group. Conclusion: QingKaiLing can inhibit the oxidative stress reaction in brain ischemia
disease partly by decreasing the expression of gp”™* in microglial cells to reduce the production of ROS.
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Fig. 1 Hypoxia/reoxygenation induced changes in the mRNA expression
levels of gp”™~ of BV2 microglia cells
i SIEE AL, P<0.01;* SEEIHLLE, P<0.05,
Note: #P<0.01, compared to the control group; *P<0.05 compared to the
model group.



REYES#HE www.shengwuyixue.com Progress in Modern Biomedicine Voll4 NO.35 DEC.2014

+ 6809 -

control  model QKL{low) QKL{medium) QKL{high)

o [ o

2 FF R BV2 AR SMR I T R ep” ™ B A RIERI I
Fig. 2 Effect of QKL on gp®™™ protein expression in BV2 microglial cells
exposed to hypoxia/reoxygenation.
iE:" SIERHELE,P<0.05;* SEAIALLEE, P<0.05,

Note: “P<0.05, compared to the control group; *P<0.05, compared to the

model group.
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