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Qingnao Dripping Pills Antagonise Apoptosis of C6 Glial Cells Induced by Oxygen-glucose Depriva-
tion and Reoxygenation via Down-regulating HIF-1a/BNIP3 Expression HE Fang', ZENG Zi-xiu',
ZHANG Xin-yang', LIANG Xiao', WANG Feng-li’ ,and LIU Xue-mei’* 1 Graduate School,Beijing Uni
versity of Chinese Medicine, Beijing (100029 ) ; 2 Experimental Center, Dongfang Hospital, Beijing Uni
versity of Chinese Medicine, Beijing(100078)

ABSTRACT Objective To study the effect of Qingnao Dripping Pills (QNDP) on HIF-1a/BNIP3 ex-
pression and apoptosis of C6 glial cell induced by oxygen-glucose deprivation/reoxygenation. Methods
C6 glial cells were exposed to oxygen-glucose deprivation and reoxygenation (OGD/R) stress. The cells
were randomly divided into 3 groups: control group,OGD/R 6 h group,QNDP group. The protein expres-
sion of HIF-1a, BNIP3, Cleaved Caspase-3 were detected by Western Blot. The expression of HIF-1a,
BNIP3 and Cleaved Caspase-3 were detected by immunofluorescence staining. Apoptosis was detected
by flow cytometry. Results Compared with the control group, cell viability decreased obviously in the
OGD/R 6 h group (P <0.01), expressions of HIF-1a, BNIP3 and Cleaved Caspase-3 increased in the
OGD/R 6 h group (P <0.01, P <0.05). Compared with the OGD/R 6 h group, cell viability increased obvi-
ously in the QNDP (1.25 g/L) group, expression of HIF-1a, BNIP3, Cleaved Caspase-3 and apoptosis
decreased in the QNDP group (P <0.01, P <0.05). Conclusions QNDP could reduce the apoptosis of
C6 glial cells exposed to OGD/R. The protective effect of QNDP might be related to decrease Cleaved
Caspase-3 expression via down-regulating HIF-1a/BNIP3 expression.

KEYWORDS Qingnao Dripping Pills ; apoptosis; hypoxia inducible factor-1«; glial cells ; oxygen-glu-
cose deprivation and reoxygenation
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