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1 (xxs n=12)
(mg/kg) ) ((cm) (s) ()
- 0.35+0.10 2 359.32 +154.27 29.53 +4.53 4.62 £0.98
- 2.52+0.37" 4532.69 £389.65" 46.29 +8.54" 1.21 £0.29"
1 1.39 +0.31* 3 249. 88 +262.10* 37.24 +7.50* 3.14 £0.47*
0.54 1.32 +£0.25% 3 162.51 +284.37*% 35.69 +7.21* 3.26 +0.54*
F 123.773 119.211 11.403 60. 655
P <0.001 <0.001 <0.001 <0.001
* P<0.05; *P<0.05
2 (x+s n=12 mmol/L)
( mg/kg) FPG HbAlc TG TC HDL LDL
- 4.21 +0.36 2.86 +0.31 0.63 £0.15 1.16 £0.18 1.37 £0.20 0.37 £0.11
- 4.44 +0.41 2.95£0.35 0.52 £0.09 1.24 £0.15 1.41+0.16 0.36 £0.09
1 4.37 £0.45 3.04 £0.29 0.68 £0.20 1.27 £0.17 1.36 +0.18 0.41 £0.11
0.54 5.63 +0.74" 3.98+0.62° 1.17 £0.81" 1.78 +0.23" 1.29 +0.15 0.45 +0.12
F 19.483 18.906 5.473 27.959 0.993 1.739
P <0.001 <0.001 0.003 <0.001 0.405 0.173
* P<0.05
o 1.
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(P<0.05); - 3.89£0.75"
PI3K. AKT.GSK38 mRNA ! 2.31 £0.52
0.54 2.19 +0.58*
AKT.GSK3B8 mRNA P <0.001
o 4, 1" P<0.05; *P<0.05
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Effects of Blonanserin on hippocampal neurons damage in

schizophreniarats by activating PI3K/AKT /GSK3 signaling pathways
Xu Xiaojin' Fang Maosheng' Miao Ying' Li Weiyong’
( 'Dept of Psychiatry Wuhan Mental Health Center Wuhan 430012; *Dept of Pharmacy
Union Hospital of Tongji Medical College Huazhong University of Science and Technology Wuhan 430022)

Abstract Objective  To explore the effects of Blonanserin on hippocampal neurons damage and PI3K/AKT/
GSK3p signaling pathways in rats with MK-801 induced schizophrenia. Methods The schizophrenia models were
induced by one-time intraperitoneal injection of MK-801. A total of 48 SD rats were randomly divided into normal
group model group Blonanserin group ( 1 mg/kg Blonanserin) and risperidone group ( 0. 54 mg/kg risperidone)

with 12 cases in each group. The behaviors of rats were observed by stereotyped behavior assay open field test and

Morris water maze. The pathological damage of hippocampus was observed by HE staining which was scored. The
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levels of serum glucose-ipid metabolism indexes were detected. The mRNA and proteins of phosphatidylinositol 3 -
kinase ( PI3K) protein kinase B ( AKT) and glycogen synthase kinase 33 ( GSK38) in hippocampal tissues were
detected by real-time fluorescent quantitative PCR and Western blot. Results Compared with model group scores
of stereotyped behaviors total distance in open field test escape latency and score of pathological damage in hippo—
campus decreased in Blonanserin group and risperidone group while times of crossing platform original site levels
of PI3K AKT and GSK3B8 mRNA and phosphorylation levels of PI3K AKT and GSK3 increased ( P <0.05) .

However there was no significant difference in the above indexes between Blonanserin group and risperidone
group. The differences in levels of fasting blood glucose ( FPG) glycosylated hemoglobin ( HbAlc) triglyceride
(TG) total cholesterol ( TC) high-density lipoprotein ( HDL) and low-density lipoprotein ( LDL) among normal
group model group and Blonanserin group was not statistically significant. However levels of FPG HbAle TG
and TC in risperidone group were higher than those in the other three groups ( P <0.05) and there was no signifi—
cant change in HDL or LDL. Conclusion Blonanserin may protect schizophrenia rats from hippocampal neurons
damage improve cognitive function learning and memory ability by activating PI3K/AKT/GSK3g signaling path—
ways.

Key words Blonanserin; schizophrenia; PI3K/AKT/GSK3 signaling pathway; cognitive function; learning and

memory; glucosedipid metabolism
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The mechanism of /bp gene knockout alleviates sepsis liver injury in rat
Ma Wenxiao' > Chen Shuwen'’ Liu Haifeng' > Yi Xinrui' Wang Yong’
He Zhixiang' > He Maozhang' Xue Min' Tang Yunshu' Yan Yan' Cheng Wenhui' Zhu Yaling'
( 'School of Basic Medical Sciences 2The First Clinical Medical College Anhui Medical University Hefei 230032;
*Dept of Obstetrics and Gynecology The People’ s Hospital of Chizhou Chizhou 247000)

Abstract Objective To reveal the effect of lipopolysaccharide-binding protein ( lbp) gene on sepsis in rats and
its important regulatory mechanism. Methods The acute liver inflammatory injury model was induced by lipopo—
lysaccharide ( LPS) . The levels of serum alanine aminotransferase ( ALT) and aspartate aminotransferase ( AST)

were detected by biochemical analyzer to evaluate the liver injury and the proinflammatory factors TNF-o and IL-6
were detected by RT-PCR to evaluate the level of inflammation liver hematoxylin-eosin staining was used to ob—
serve the infiltration of inflammatory cells and hepatocyte injury in liver tissue. RNA-Seq was performed to compare
the transcriptome expression differences between Ibp gene knockout (Ibp~'~) rats and wild-type ( WT) rats to ex—
cavate the downstream genes regulated by lbp in LPS induced liver inflammatory injury. The biological process and
signal pathway were explored by GO function annotation and KEGG enrichment analysis. RT-PCR was used to veri—
fy the mRNA expression level of differential genes. Results Compared with WT group the levels of ALT AST
and pro-inflammatory factors in serum of Ibp '~ rats decreased ( P <0.05) and histological observation showed
that the infiltration of inflammatory cells decreased. Transcriptomic analysis of liver tissue showed that 168 genes
were differentially expressed after Ibp =~ ( P <0.05) among which Cyp7al.Cyp4a2 and other up—regulated genes
were enriched in peroxisome proliferator activated receptor ( PPAR) signal pathway and steroid hormone synthesis
pathway ( P <0.05) . Conclusion Ibp~'~ may participate in biological processes such as bacterial clearance and
lipid metabolism by promoting PPAR signal pathway so as to reduce liver inflammatory injury and slow down the
occurrence and development of sepsis.

Key words sepsis; LBP; LPS; differential genes; RNA-Seq; liver disorders



