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the HK activity PK activity and ATP content in the RBC all increased and upward trend with increasing glucose
concentration and the difference was statistically significant ( P <0.05) ; while ROS content and decay rate de-
creased and decreased with increasing glucose concentration the difference was statistically significant ( P <
0.05) . After culturing erythrocytes with different concentrations of glucose ( concentrations of 0 6 20 30 mmol/
L) for 48 h the ROS content and erythrocyte decay rate in RBC of different concentrations increased with the incu-
bation time compared with 0 h  the difference was statistically significant ( P <0. 05) ; HK activity and PK activi-
ty gradually decreased compared with O h the difference was statistically significant ( P <0. 05) . The ATP con-
tent decreased in a fluctuating manner and compared with O h the difference was statistically significant ( P <
0. 05) . Conclusion Short-term high—glucose culture of RBC in vitro not only strengthens the energy metabolism in
RBC but also reduces the oxidative stress and eryptosis. However no glucose supply leads to gradually exhausted
ATP and increased oxidative stress and eryptosis.
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Effects of tanshinone II A on the PTEN-PI3K /AKT/mTOR signaling

pathway after cerebral ischemia in rats
Xu Xuan Tang Qigiang
( Dept of Neurology The Affiliated Provincial Hospital of Anhui Medical University Hefei 230001)

Abstract Objective To investigate the mechanism of tanshinone I[ A ( TSA) regulating PTEN on the autophagy
pathway PI3K/AKT/mTOR after cerebral ischemia in rats. Methods Rat model of cerebral ischemia ( MCAO)

was established and treated with TSA. The experiment was divided into three groups: normal control group MCAO
+ saline ( NS) group and MCAO + TSA group. Immunohistochemisiry and Western blot were used to detect the
protein expression. Results Compared with the control group the expression of PTEN protein in the MCAO + TSA
group decreased the levels of PI3K AKT and mTOR increased and the difference was statistically significant( P
<0.05) . Compared with the two groups in the surgery group the PTEN protein in the TSA group decreased signif—
icantly compared with the MCAO group while the expression levels of PI3K  AKT and mTOR in the TSA group in—
creased slightly compared with the MCAO group and the difference was statistically significant( P <0.05) . Con-—
clusion By enhancing the expression of PTEN in rats with cerebral infarction TSA can reduce the expression level
of PI3K/AKT/mTOR in autophagy pathway reduce the inflammation of cerebral infarction cells so as to protect
the brain tissue of rats.
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