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Effects of monosialoganglioside and edaravone on expressions of PDK1

GSK3p protein in ischemic penumbra after focal cerebral

ischemia/reperfusion in MCAO rats

Li Xiaoyan' > Zhou Nong'
('Dept of Neurology The First Affiliated Hospital of Anhui Medical University Hefei 230022;
*Dept of Neurology The Second People’ s Hospital of Anhui Hefei 230011)
Abstract Objective To investigate the effects of GM1 and Edaravone on expressions of PDK1 GSK3f protein in

ischemic penumbra after local cerebral ischemia/reperfusion in intraluminal thread occlusion of the middle cerebral

artery rats and its related mechanism. Methods

The local cerebral ischemia/reperfusion model was established by

intraluminal thread occlusion of the middle cerebral artery. The animals were randomly divided into pseudo surgery

group model group GM1 group Edaravone group and GM1 and Edaravone group. Using the techniques of immu—

no-histochemical sraining the expressions of PDK1 GSK3[ protein were observed at 3 7 and 14 days in ischemic

penumbra. Results

In ischemic penumbra 3 7 14 days each time point a value and positive unit of the PDK1

protein expression in GM1 and Edaravone groups were higher than those in GM1 or Edaravone groups( P <0. 05)

model groups( P <0.01) ; a value and positive unit of the GSK33 protein expression in GM1 and Edaravone groups

were lower than those in GM1 or Edaravone groups( P <0. 01) model groups ( P <0.01) . Conclusion GMI and

Edaravone resist neural cell apoptosis regulate PI3K /Akt signal transduction pathway by enhancing PDKI1 protein

and restraining GSK3 expression after local cerebral ischemia /reperfusion in artery rats.
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1
NAFLD t P
FBG ( mmol/L) 6.09 +1.45 5.30+0.43 -4.680 0.000
TG ( mmol/L) 2.52+2.18 1.29 +0.81 -4.787  0.000
TC (' mmol /L) 5.20+1.13 4.90 £1.43 -1.526  0.129
ALT (u/L) 29.98 £13.72 17.84 +5.82 -7.380 0.000
AST (u/L) 23.65 £8.48 19.74 £4.54 -3.684  0.000
VLDL( mmol /L) 0.96 £0.81 0.48 +0.29 -5.023  0.000
BUN ( mmol/L) 5.52+1.29 5.43+1.32 -0.431 0.644
Cr( umol/L) 75.31 £14.93 74.89 £13.45 -0.192  0.848

UA ( umol /L) 382.40 £96.74  319.44 +74.57 -4.668 0.000
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VFA ( sz) 104.03 +26.75 74.62 £21.21 -7.535 0.000
PBF( %) 29.02 £6.18 25.03 £6.51 -4.033 0.000
WHR (%) 0.89 £0.03 0.85+0.03 -9.692 0.000
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Body fat composition and dietary nutrients

intake analysis with nonalcoholic fatty liver disease
Chen Yanli Zhang Bao Guan Shixia et al
( Dept of Clinical Nuiriology The First Affiliated Hospital of Anhui Medical University Hefei 230022)

Abstract Objective To study the correlation between diet nutrition body composition analysis and the occurrence
of nonalcoholic fatty liver disease ( NAFLD) . Methods 82 cases of NAFLD patients and 82 cases of normal con—
trols were selected. Questionnaire survey physical measurement body composition and liver ultrasound were con—
ducted for selected population. The physical examination reports of selected population were collected. The general
situation of individuals and different kinds of food and the intake amount was investigated by using self-designed
health questionnaire and food frequency questionnaire respectively. Results =~ Compared with normal control
group the daily intake of total energy and fat for per person the body mass index ( BMI) visceral fat area( VFA)
percentage of body fat( PBF) waist hip ratiol WHR) among the investigated subjects with NAFLD were significan—
gtly higher. Fasting blood glucose( FBG) triglycerides( TG) alanine transaminase( ALT) aspartate transaminase
( AST) very low density lipoprotein( VLDL) and blood uric acid( UA) were increased than NC group. There was
no statistical significance in carbohydrates protein dietary fiber total cholesterol ( TC) blood urea nitrogen
( BUN) creatinine ( Cr) between the two groups. Conclusion By the determination of body fat composition and
investigation of dietary nutrients intake of the NAFLD patients this paper discovers that the intake of basic nutrients
among the investigated subjects is adequate to satisfy the demand of human body but the diet structure is unreason—
able and some nutrients are either excessive or deficient. The correlation between the human body composition anal-
ysis and dietary factors is very large. The intake of high energy and high fat are the diet risk factors of NAFLD. O-
besity hyperglycemia hyperlipidemia high visceral fat area are the risk factors of NAFLD.
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