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Protective effect of ginkgo biloba extract (4R #F 2 E#) on neuronal axon injury after cerebral infarction
LI Xin, JING Xiao-li, LIN Ji-yan, CUI Xi-mei, WEI Hong-yan, HU Chun-lin, LIAO Xiao-xing. Depart-
ment of Emergency, the First Affiliated Hospital of Sun Yat-Sen University, Guangzhou 510080, Guangdong,
China
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[Abstract] Objective To approach the neuronal axon injury situation during chronic stage of cerebral
infarction and the interference mechanism of ginkgo biloba extract (EGB761, 3 #f M2 B #)). Methods The
rat model of cerebral cortical focal ischemic infarction named as photo-thrombotic cortical injury (PCI) was
induced by photochemistry. Fifteen Sprague-Dawley (SD) rats were divided into three groups (each n=5);
EGB761 group, phosphate buffer solution (PBS) group and sham operation group. EGB761 group was treated
by intra-peritoneal injection of EGB761 (25 mg/kg); equal amount of PBS was injected into the peritoneal
cavity of sham operation and PBS groups, once everyday for 7 days. One day after the establishment of PCI,
magnetic resonance imaging (MRI) was applied to investigate the infarction focus and calculate its volume.
Seven days after PCI formation, the rats were sacrificed and their brains were taken. Under the electron
transmission microscope, the situation of cortical neuronal axon injury in and close to the focus of infarction
was studied. Results The cortical infarction in rat was successfully induced by photochemistry. The volumes
of infarction area in EGB761 and PBS groups were similar ((265.1424.2) mm® vs. (262.9%+26.3) mm?®,
P>0.05). Seven days after PCI formation, compared with sham operation group, the pathological changes in
PBS groups were more serious, in the fiber without neurilemma, extensive edema or dissolution in axoplasm
and paler matrix could be seen, and in the fiber with neurilemma, extensive sheath thickening or folding and
shrinking with lamella arrangement disturbance could be found. The pathological changes of axons in EGB761
group were obviously lighter than those in PBS group. Conclusion In a relatively long time after the onset of
cerebral infarction, significant axon injury exists; EGB761 has an obvious protective effect on this kind of axon
injury.
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