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Protective effect of polydatin on NF-kB expression in rat cortical neurons during

cerebral ischemia-reperfusion injury in vitro

XU Jing, WANG Xing-yong, YANG Ting-fang, HU Yu-hang, XIONG Yi, ZHOU Hai-yin, HE Rong (Department of E-
mergency, Children’ s Hospital, Chongqing Medical University, Chongqing 400014, China)

Abstract: Objective To observe the expression of NF-kB and explore the effect of polydatin (PD) dur-
ing ischemia-reperfusion (I-R) induced cortical neuron injury in wvitro. Methods The cortical neurons from
newborn SD rats cultured for 7 d were randomly divided into control group, model group and PD group. The
morphological features of neuronal apoptosis were observed with AO/EB and DAPI staining. Apoptosis, Bel-2/
Bax, and the expressions of NF-kB p65 were determined 0, 6, 12, 24 48 h after reperfusion. Results Typi-
cal morphological changes of neuronal apoptosis were observed in model group. The number of apoptotic cells
and the expressions of NF-kB p65 increased with time prolongation after reperfusion (P <0.05), peaked 24 h
after reperfusion, then decreased in model group compared with those in control group, while Bel-2/Bax ratio
peaked 6 h after reperfusion, then decreased (P <0.05). The number of apoptotic cells and the expressions of
NF-kB p65 were decreased in PD group compared with those in model group with statistical significance (P <
0.05), while Bel-2/Bax ratio was increased (P <0.05). Conclusion The activation of NF-kB p65 partici-
pates in cerebral I-R injury. PD protects against in vitro 1-R injury by decreasing neuron apoptosis that may be
through suppressing NF-kB p65 activation and upregulating Bel-2/Bax ratio.
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