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Abstract: Objective To explore the therapeutic effect of naringin on cerebral vascular endothelial oxidative damage in type 2 dia-
betic rats, and the regulating effect of naringin on 3- phosphoinositide kinase (PI3K) / protein kinase B (AKT) / endothelial nitric oxide
(eNOS) signaling pathway.Methods From March 15, 2019 to May 20, 2020, SD rats (Experimental Animal Center of Nanjing Medical
University) were assigned into 4 groups according to the random alphabet method. Normal control rats were fed with standard feed, and
other groups were fed with high-sugar and high-fat feed. A model of type 2 diabetes was established by intraperitoneal injection of 60
mg/kg streptozotocin (STZ). Rats in the naringin group were administrated with a 100 mg/kg naringin solution. Rats in the naringin +
LY294002 group were intraperitoneally injected with a 100 mg/kg PI3K inhibitor LY294002 on the basis of a 100 mg/kg naringin solu-
tion. After 8 weeks of treatment, fasting blood glucose, nitric oxide (NO), lipid metabolism indicators [total cholesterol (TC), triglyceride
(TG), high density lipoprotein cholesterol (HDL-C) and low density lipoprotein cholesterol (LDL-C)], malondialdehyde (MDA), and su-
peroxide dismutase (SOD) levels in brain tissues were measured in each group. Hematoxylin-eosin (HE) staining was used to evaluate
the pathological changes of brain tissues. Western blotting was used to detect the activation of PI3K/Akt/eNOS pathway in brain tissues.
Results Fasting blood glucose (13.46+1.09) mmol/L, TC (1.65+0.13) mmol/L, TG (2.89+0.23) mmol/L, LDL-C (1.59+0.13) mmol/L,
MDA (55.17+4.24) U/mgprot levels in naringin group were lower than those in the model group [fasting blood glucose, (25.32+2.04)
mmol/L; TC, (2.81+0.23) mmol/L; TG, (4.36+0.35) mmol/L; LDL-C, (2.97+0.24) mmol/L; MDA, (9.37+0.72) nmol/mgprot], while HDL-
C (1.08+0.08) mmol/L, serum NO (28.76+2.21) wmol/L, SOD (55.17+4.24) U/mgprot levels were higher in the naringin group than in
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the model group [HDL-C, (0.65+0.05) mmol/L; serum NO, (19.11£1.47) wmol/L; SOD, (41.22+3.17) U/mgprot| (P<0.05). The PI3K pro-
tein expression level (0.81+0.06) and the phosphorylation levels of Akt (0.91+£0.07) and eNOS (0.97+0.07) in the naringin group were
higher than those in the model group [PI3K, (0.31+0.02); Akt, (0.21+0.02); eNOS, (0.18+0.01)] (P<0.05). Additionally, LY294002 treat-

ment significantly reduced the effect of naringin on the above indicators (P<0.05).Conclusion The brain protective effect of naringin

on type 2 diabetic rats is mainly mediated by the PI3K / AKT / eNOS signaling pathway.
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Protective effect of Kuwanon G on the blood-brain barrier in ischemic stroke rats
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Abstract: Objective To investigate the effects of kuwanon G (KG) on brain edema and Blood Brain Barrier (BBB) in ischemic
stroke rats.Methods Forty-five adult male SD rats (250-300g) were enrolled from October 2018 and September 2019, and were as-



