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Effect of BDNF on Apoptosis of Hippocampal Neurons in Non - cardiac Ischemic Stroke Rats and Its Mechanism. Wang Huilin, Liu De-
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Abstract Objective To investigate the effect of brain derived neurotrophic factor (BDNF) on apoptosis of hippocampal neurons in
noncardiac ischemic stroke rats and its mechanism. Methods  Forty five rats, 10 were reserved for the sham operation group, 35 were
for the establishment of a non — cardiac ischemic stroke model, thirty one were successfully modeled and randomly divided into 10 rats in
the model group, 10 rats in the no — load group, and 11 rats in the BDNF group. The no - load group and BDNF group were injected with
pGenesil —1 = NC and pGenesil - 1 — BDNF liposome plasmid complexes into the subarachnoid space respectively, and normal saline was
injected into the model group and sham operation group. After 5 days, the learning and memory abilities of rats, pathological morphologi-
cal changes of hippocampus and apoptosis of hippocampal neurons was observed, and BDNF, tyrosine receptor kinase B (TrkB) and
phosphatidyl inositol — 3 — kinase (PI,K), serine — threonine protein kinase ( AKT) mRNA and protein expression, p — AKT/AKT ex-
pression changes were detected. Results HE staining showed that the neurons in the model group and the no — load group were disorder-
ed and degenerated neurons appeared. The neurons in the BDNF group were slightly injured. Compared with the sham operation group,
the escape latency, quadrant stay time were shorted, the numbers of crossing platforms were decreased of the water maze experiments, the
hippocampal neuron apoptosis rates were increased, the relative expressions of BDNF, TrkB, PI;K mRNA and protein, and p — AKT/
AKT were reduced in the model group, the no —load group, and the BDNF group( P <0.05). Compared with the model group and the
no — load group, the escape latency, quadrant stay time were prolonged, the numbers of crossing platforms were increased of the water
maze experiments, the apoptosis rates of hippocampal neurons were decreased, the relative expression levels of BDNF, TrkB, PI,K mRNA
and protein, and p — AKT/AKT in hippocampus were increased (P <0.05). Conclusion Up - regulating the expression of BDNF can
reduce the apoptosis of hippocampal neurons and protect neurons in non — cardiac ischemic stroke rats. The mechanism may be by activa-
ting the PI,K/AKT signaling pathway to play a protective role.
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