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ABSTRACT Objective: To investigate the protective effect of PP2 on the facial nerve ischemia injury in a rat model and to furnish
the theoretic foundation and experimental evidence for further researching on the facial nerve ischemia injury. Methods: 40 male SD rats
were selected and divided into four groups: sham group, Injury group, DMSO group, and PP2 group. All animals were anesthetized. The
petrosal artery was interrupted by the bipolar electrocoagulation. The same operation procedures were taken without interrupting the
petrosal artery in the sham group. 15 ug PP2 (total volume 10 wL ) were infused into the rat left cereboventricle by a stepper-motorized
microsyringe in the PP2 group and the same dose of DMSO was infused into the rat left cereboventricle in DMSO group. Behavioral
changes were observed after 3 days and the techniques of co-immunoprecipitation and immunoblotting were used to analysis the
Molecular mechanism. Results: (1) Blink reflex and whisker movement of rats in the PP2 group improved significantly. (2) The
interactions of NMDAR with PSD95 and Src increased immediately in the injury group (P<0.05). (3) The increased interactions of
NMDAR with PSD95 and Src were simultaneously suppressed in PP2 group compared with injury and DMSO group. Conclusion: There
is a signal pathway assembled by NMDAR-PSD95-Src in the rat model of facial nerve ischemia. PP2 can inhibit the formation of
NMDAR-PSD95-Src signal pathway effectively and play the role of protection in the rat model of facial nerve ischemia .
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Fig.1 Co-IP analysis of interactions of NR2A and PSD95 with Src after
ischemic injury of facial nerve and the effect of PP2 on the interactions of
NMDAR -PSD95-Src induced by the ischemic injury of facial nerve.
Sample proteins were IP with anti-PSD-95 or anti-Src antibodies and then
IB with anti-NR2A or anti-PSD-95 respectively. Rats were pretreated with
15 pg of PP2 (total volume 10 p.L )or the same dose of DMSO 30 min
before ischemia injury in the PP2 group and the DMSO group. Data are the
meant SD and are expressed as fold versus respective sham. aP<0.05

versus sham; bP<0.05 versus respective injury groups (n=5 rats)
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