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Effect of electrical stimulation on the expressions of LINGO1 and NgR1 in the

brain of rats after focal cerebral infarction
WANG Jin—ping,et al
(Department of Neurology, the First Affiliated Hospital , Chongqing Medical University )

[ Abstract]Objective: To explore the mechanism of electrical stimulation improves motor recovery in a rat stroke model.Methods:
Spragne—-dawley (SD )rats were subjected to establish the stroke model and randomly divieded into ischemic group,electrical stimulation
group ,sham operation group and normal group.Electrical stimulation was used 90 min after the operation,30 min/d.The expressions of
LINGO1 and NgR1 were measured with RT-PCR and immunochistochemistry at 1 d,3 d,7 d,14 d,21 d respectively after the ischemia.
Results: Motor function significantly recovered in electrical stimulation group compared with the ischemic group (P<0.05).The
expressions of LINGO1 mRNA and protein in ischemic group reached the peak at 1d and were still higher than sham operation group at 21
d (P<0.01).The expression of LINGO1 protein in electrical stimulation group was lower than ischemic group at 7 d (P<0.05) but the
expressions of LINGO1 mRNA and protein were higher in electrical stimulation group than in ischemic group at 21d (P<0.01).The
expressions of NgR1 mRNA and protein in ischemic group elevated at 1d (P<0.01),reached the peak at 3 d (P<0.01) and returned to
normal at 14 d (P>0.05).The expressions of NgR1 mRNA and protein in electrical stimulation group were lower than ischemic group at 3d
and 7 d (P<0.05).Conclusions:The expressions of LINGO1 and NgR1 in the ischemic cortex increased significantly.The decreased
expressions of LINGO1 protein, NgR1 mRNA and NgR1 protein induced by electrical stimulation might be one of the mechanisms of motor
recovery after acute cerebral infarction.
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BFRA 30 0.399 = 0.035 0.370 + 0.033 0.375+0.033 0.357 £0.018 0.382  0.026
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Research on the relation between expression GRP78 in gastric cancer cell lines

and its sensitivity to chemotherapeutic drugs
LI Lu—chun et al
(Department of Gastroenterology the First Affiliated Hospital , Chongqing Medical University)
[ Abstract JObjective: To research the sensitivity of different gastric cancer cell lines to chemotherapeutic drugs and evaluate GRP78
expression in order to analyze the relation between them. Methods: The SGC7901 cells were treated by calcium ionophore A23187 and

Ca? chelator BAPTA—AM. The sensitivity of different gastric cancer cell lines to different chemotherapeutic drugs was detected by MTT
assay. The expression of GRP78 was assessed by RT-PCR and Western blot. The expression of AKT/PKB in SGC7901,
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A23187-5GC7901 and BAPTA-AM-SGC7901 was analyzed by
Western blot. Cell apoptosis was analyzed by flow cytometry in

order to evaluate the therapeutic sensitivity to VCR. Results:
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