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p75NTR expression in cultured hippocampal neurons during glutamate—induced

excitotoxicity
WU Lan—xiang,et al
(Institute of Life Sciences , Chongqing Medical University )

[ Abstract JObjective: To observe the change in expression level of p7SNTR(p75 neurotrophin receptor) in cultured hippocampal neurons
during glutamate—induced excitotoxicity. Methods: Excitotoxicity was induced by glutamate in rat cultured hippocampal neurons;
RT-PCR and western blot were used to detect the change in expression level of p75NTR. Results: After glutamate exposure, p7SNTR
mRNA (P<0.01) and protein (P<0.05) levels had evaluated markedly compared with control group; MK-801,a specific antagonist of
N-methyl-D-aspartate receptor(NMDAR ) could decrease p7SNTR mRNA and protein levels dramatically compared with glutamate group
(P<0.05). Conclusion: p75NTR plays an important role in neuronal damage during glutamate—induced excitotoxicity.
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Role of STATS3 in the pathogenesis of acute viral myocarditis in mice
WU Jin-hong,et ol

(Department of Cardiology ,the Children’ s Hospital , Chongqing Medical University)
[ Abstract JObjective: To investigate the role of STAT3 in the pathogenesis of acute viral myocarditis (VCM) in mice and its possible

EBENR: X P 4(1979- ), % A+,

R AP SEF L T
EIEE 4R E, &, #, E-mail : zhongjiarongeq@163.com.
ESWH: #ATELLTB (%5 4 ZAH07-2-141])-

mechanism. Methods: Acute VCM mice models were established
forty—five mice were randomly divided into blind control group
(n=10), virus—infection control group (n=15),RPM intervention

group(n=20).In RPM intervention group, RPM was given to mice
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