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[ ABSTRACT] Aim To investigate the effect of leonurine on the pathological changes of cerebral tissue in rats with
ischemic stroke based on PI3K/AKT/NF-kB signaling pathway. Methods The rat model of ischemic stroke was es-
tablished, and leonurine was administered continuously for 7 days. = The neurological impairment score of each group was
observed.  The content of oxidative stress index was detected in rat brain tissue. ~ The percentage of cerebral infarction ar-
ea in rats was detected by TTC staining. HE staining was used to observe the pathological changes in cortex and hippo-
campus of rat brain.  The expressions of vascular endothelial growth factor ( VEGF) and hypoxia-inducibal factor 1o ( Hif-
la) in cerebral infarction cortex of rats were measured by real-time fluorescence quantitative polymerase chain reaction.
Western blot was used to detect the protein expressions of phosphatidyl inositol-3-kinase (PI3K) , serine-threonine protein
kinase (AKT) and nuclear factor-kB ( NF-kappa B) in brain tissue. Results Compared with the blank control
group, the neurological impairment score, the contents of nitric oxide (NO) and endothelial nitric oxide synthase (eNOS)
mRNA expressions of VEGF and Hif-1a and protein expression of NF-kB were increased significantly, the contents of oxi-

dized low density lipoprotein (ox-LDL) and superoxide dismutase (SOD) , and protein expressions of AKT and PI3K were
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decreased significantly in rats of model control group; The differences had statistical significance (P<0.01).

Compared

with the model control group, the neurological impairment score, the contents of NO and eNOS, mRNA expressions of

VEGF and Hif-1a and protein expression of NF-kB were decreased significantly, the contents of ox-LDL and SOD, and

protein expressions of AKT and PI3K were increased significantly in rats of positive control group and middle- and high-dose

leonurine group; The differences had statistical significance (P<0.01).

effect on rats with experimental brain injury.
cerebral infarction and reduce oxidative stress response.

ling pathway.
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Table 1. Real-time PCR primer amplification sequence
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Figure 1. Effect of leonurine on neurological impairment score in rats (n=12)
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Figure 2. Effect of leonurine on the contents of ox-LDL,SOD,NO and eNOS in rats (n=4)
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Table 2. Effect of leonurine on the pathological changes of

cerebral cortex in rats
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Figure 3. Effect of leonurine on cerebral infarction area in rats (n=4)
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Figure 4. Effect of leonurine on the pathological changes of cerebral cortex in rats ( HE staining, 400x)
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Figure 5. Effect of leonurine on neural cells in rat hippocampal brain ( HE staining, 400x)
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Figure 6. Effect of leonurine on the expressions of VEGF and Hif-1 o mRNA in rats (n=4)
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Figure 7. Effect of leonurine on PI3K, AKT and NF-kB protein expressions in rat brain (n=4)
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