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rate of podocytes. High-intension imaging system was used to detect cell proliferation podocyte migration was
measured by transwell and cell scratch assay Western blot detected the expression of AKT/NF—«B signaling path—
way related proteins apoptotic protein Bim and the podocyte marker proteins WT4  Podocin and desmin. Results
Compared with the normal group the results of Annexin FITC/PI double staining showed that the apoptosis rate
of podocytes in the high glucose group increased ( P <0.01) ; The high-content imaging system showed that the
number of podocytes in the high glucose group decreased ( P <0.01) ; Transwell showed that the number of podo-
cytes migrate ability increased in the high glucose group ( P <0. 01) ; The cell scratch showed that the scratch heal—
ing rate of the high glucose group increased ( P <0.01) ; Western blot showed that the expression levels of p-AKT
pp65 pdkBa Bim and desmin protein in the podocytes of the high glucose increased ( P <0.01) and the ex—
pression of WT- and Podocin proteins decreased ( P <0.01) . Compared with the high glucose group the apopto—
sis rate of podocytes decreased after add BBR( P <0. 05) ; the number of podocytes increased in the different con—
centrations of BBR( P <0.01) ; the number of podocyte migration was lower( P <0. 05) ; Scratch healing rate de—
creased ( P <0.01) ; In addition BBR reduced the protein expression levels of p-AKT p-p65 pdkBa Bim and
desmin ( P <0.05) the expression level of WTH and Podocin protein increased ( P <0.01) . Conclusion BBR
may improve the podocyte injury inhibit the podocyte apoptosis and weaken the podocyte migration ability induced
by high glucose through regulating AKT/NF-«B signaling pathway.
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AKT/mTOR signaling pathway mediated neuropathic pain protects

against myocardial ischemia-reperfusion injury in rats
Li Yuwei Zhang Qiaoyun Cao Yahong et al
( Dept of Anesthesiology The Second Hospital of Anhui Meidical University Key Laboratory of Anesthesiology and
Perioperative Medicine of Anhui Higher Education Institutes Anhui Medical University Hefei 230601)

Abstract Objective To investigate the effect of neuropathic pain on myocardial ischemia-perfusion injury in rats
and the regulatory mechanism of AKT/mTOR signaling pathway involved in this process. Methods Forty-two Spra—
gue-Dawley rats weighing 250320 ¢ ( 10 weeks old) were randomly divided into 3 groups (n =14) : control group
( group Con) myocardial ischemia—reperfusion injury group ( group I/R) and neuropathic pain with myocardial is—
chemia—reperfusion injury group ( group NP +I1/R) . The neuropathic pain model was prepared by the chronic con—
striction injury method ( CCI) of the sciatic nerve. The mechanical withdrawal threshold( MWT) and thermal with—
drawal latency( TWL) of each group of rats were measured before and at 3 7 and 14 days after the operation. The
left anterior descending coronary artery is ligated for 30 minutes and opened for 120 minutes 14 days after the CCI
operation to establish a model of myocardial ischemia—reperfusion injury. A slice of the heart was taken to detect the
infarct size (IS) and area at risk ( AAR) to calculate the myocardial infarction area. Western blot was used to de—
tect the expression of AKT mTOR and LC3 proteins which was related to the AKT/mTOR signal pathway and au—
tophagy. Results Compared with group [/R MWT and TWL of group NP +I/R decreased at 3 7 and 14 days
after CCI. Compared with group Con IS/AAR increased in group I/R the ratio of p-AKT/AKT and p-mTOR/
mTOR decreased the ratio of LC3—II / [ increased and the differences were statistically significant ( P <0. 05) .

Compared with group I/R IS/AAR decreased in group NP + I/R the ratio of p-AKT/AKT and p-mTOR/mTOR
increased the ratio of LC3-] / | decreased and the differences were statistically significant ( P <0. 05) . Conclu—
sion  Neuropathic pain reduces myocardial ischemia<eperfusion injury in rats. The mechanism may be related to
neuropathic pain regulating AKT/mTOR signaling pathway and inhibiting excessive autophagy.
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