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slicing up. After HE staining Nissl staining and uranyl acetate-dead citrate staining changes of hippocampus were
observed. Results The MA addiction rat models were successfully prepared. The learning and memory ability in
model group was reduced. The rTMS treatment could effectively improve learning and memory treatment of rats with
MA addiction. After natural withdrawal there were relapse behaviors in rats of model group given conditional clue
induction. After rTMS treatment number of effective nasal touching under conditional clue induction was signifi—
cantly decreased. In hippocampus of MA addiction rat models number of Nissl bodies and average optical density
decreased. The number of synapses in CA3 area reduced. There was fusion in anterior and posterior membranes.

The number of synaptosomes reduced. The rTMS treatment could alleviate pathological changes to some extent.

Conclusion The rTMS treatment can improve memory function and hippocampus tissue damage in MA addiction
rats and inhibit MA relapse behavior under conditional clue induction.
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Effect of IRF9 gene silencing on apoptosis

of cerulein induced exocrine pancreas AR42]J cells
Xue Binhua Yu Weili Wang Xiaodie et al
( Dept of Intensive Care Unit the Second Affiliated Hospital of Anhui Medical University Hefei 230601)

Abstract Objective To explore the effect of interferon regulatory factor IRF9 gene silencing on apoptosis of cer—
ulein induced exocrine pancreas AR42]J cells and elucidate the role of IRF9 gene in the development of acute pan—
creatitis. Methods The AR42] cells at logarithmic growth stage were divided into blank control group negative
control group and IRF9 silencing group. After successful transfection of siIRNA the model of acute pancreatitis in
vitro was constructed by cerulean treatment. The mRNA and protein expression levels of IRF9 gene Caspase 3 and
Caspase 9 in AR42] cells were detected by qRT-PCR and Western blot. The apoptosis rate of AR42] cells in each
group was detected by Annexin VFITC/PI double staining assay. Results (1) The mRNA and protein levels of
IRF9 gene in each group increased after cerulean treated 24 hours and the mRNA and protein levels of Caspase 3
and Caspase 9 also significantly increased indicating that the expression levels of IRF9 and apoptosis—related genes
were up-regulated when acute pancreatitis occurred. (2) Compared with the blank control group the apoptosis rate of
AR42] cells in IRF9 silencing group significantly reduced after cerulean treatment( P <0. 05) . Conclusions The
expression levels of IRF9  Caspase 3 and Caspase 9 were up—regulated and the apoptosis rate increased when acute
pancreatitis occured. The silencing of IRF9 gene reduced the apoptosis of cerulean induced acute pancreatitis in
viro.
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