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[Abstract] Objective To investigate the improvement effect of ginkgo lactone on the periventricular
white matter injury (WMI) in preterm neonatal rats and its mechanism. Methods The pregnant Wistar rat
was intraperitoneally injected by lipopolysaccharide (LPS) to establish the preterm neonatal rat WMI model.
The modelled neonatal rats were divided into the model group,ginkgo lactone group and agonist group. The
pregnant rats injected by normal saline served as the control group. The ginkgo lactone group and agonist
group were intraperitoneally injected by ginkgo lactone and Ras homologous gene (Rho)/Rho associated coiled
coil forming protein kinase (ROCK) pathway agonist+ ginkgo lactone intervention,the model group and con-
trol group were intraperitoneally injected by equal volume of normal saline for consecutive 2 weeks interven-
tion. The suspension test,slope test and open field test were used to detect the neuroethology in the neonatal
rats. The HE staining was used to observe the pathological changes of lateral ventricle and cerebral white mat-
ter. The apoptosis of oligodendrocytes was detected by immunohistochemistry. Western blot was used to de-
tect the expression of Rho/ROCK pathway related proteins. Results The score of suspension test in the mod-
el group,agonist group, ginkgo lactone group and control group was gradually increased, the slope test time
was gradually decreased,the open field test score was gradually increased (P<C0. 05) ,and the lateral ventricle
index was gradually decreased (P<C0.05). In the model group.,the cerebral white matter staining was light,
the structure was sparse, the cell arrangement was disordered, and the nuclear had pyknosis;in the agonist

group and ginkgo lactone group,the white matter staining, structure and cell arrangement were significantly
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improved. The number of O4 positive cells in the white matter of the model group,agonist group,ginkgo lac-

tone group and control group was gradually increased,and the expression levels of p-RhoA,ROCK2 and p-

MLC2 proteins were gradually decreased (P <C0. 05). Conclusion Ginkgo lactone may inhibit the oligodendro-

cyte apoptosis by down-regulating Rho/ROCK pathway.and alleviate WMI in preterm neonatal rats.
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