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Effects of PKB/ Akt in the Progression of Renal Injury Induced by High Fat
HAN Ji- wu, ZHAN Xiao— rong, YIN Hui- qing
Department f Endocrinology, the First Affiliated Hospital, Harbin Malical University, Harbin 150001, China

ABSTRACT Objective: To investigate the effects of the key enzyme PKB/ Aki( serine- threorine kinase) in the common pathway of insulin
in the progression of renal injury induced by high fat( HF) and its mechanism through the esablishment of rat models with hyperlipidemia. Meth-
ods: 50 Wistar male rats were randomly divided into five groups: (Onomal contwol group(n= 10); @4— week HF - feeding goup( n= 10); &
8- week HF- feeding group(n= 10) ; @B~ week HF- feeding plus 4— week Avandia goup(n= 10); &El6- week HF~- feeding group(n=
10) . After the establishment of insulin resistance models, a series of renal functions including blood urea nirogen (BUN) and creatinine( CREA)
of these models were measured at the 4th week, the 8th week and the 12th week separately. Triglycerides(TG), total cholesterol(TC) , fasting
blood sugar( FBS) and fasing insulin( FINS) were measured at the 16th week. These rat models were influenced by feeding with Avandia (i.e. an
insulin sensitizer) (3mg/kg, intergastricly for 4 weeks ) from the 8th week and were taken renal pathological examination using the expression of
PKB/ Akt in kidney monitoring by immunohistochemical method. Results: After being fed with high fat and high cholesterol diet for 4 weeks,
Rats taking food amount started to reduce and the increase of their weights slowed down. BUN and CREA had already risen at the 4th week, the
increase was more obvious at the 8th week ( P< 0. 001). The renal function was improved after rats were fed with Avandia intergastricly for 4
weeks, but the proportion was still higher than that of the control group(P< 0. 05) . The TC and TG in blood were markedly higher than those of
the control group, and the statigic difference is remarkable ( P< 0.05) . The level of insulin in blood rose but insulin sensiivity reduced. The i~
dex of insulin resistance rose remarkbly. It pointed out the taking shape of the insulin resistance. The expression of the PKB/ Akt of renal mmune
histochemical showed the uneven distribution in glomerulus and renal tubules. The expression of the PKB/ Akt disappeared in the seriously injured
glomemlus and weakened in the lightly injured renal tubules. Condusions: The hyperlipidemia induced by high fat diet could cause healthy rats
suffer from lipid nephotoxic damage, renal function reducing and the insulin resigance. The expressions of the damage of common patlway of i~
sulin are differert in glomerulus and renal tubules, which shows that it could be another reason why renal damage and the insulin resistance
formed, but insulin sensitizer can mprove insulin resistance and renal function.
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Using MRI to Detect Cerebral Cysticercosis: Analysis of 127 cases
XV Bing
The Affiliatal Hospital, Harbin Medical University, Harbin 150081, China

ABSTRACT Objective: To study MRI features and is clinical value of cerebral cysticercosis(CC) with diferent staging and typing. Meth-
ods: 127 patients with CC(males 88, females 39, 6~ 68 years old) were collected and detected by wutine MR scanning and enhanced scanning.
Results: CC typing: 44 cases of single small cyst; 6 cases of single big cyst; 34 cases of multiple small cyst; 18 cases of cerebral parenchyma
calcification; 11 cases of ventricle; 7 cases of subarachnoid and 7 cases of mixed type. CC staging: 32 cases of active stage; 49 cases of regres-
sive and dying stage; 18 cases of calcification and 28 cases of mxed stage. Conclusion: All the details of CC are clearly showed by MR imaging
scanning, which can play an mportant wle in the diagnosis of CC.
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