—g78E T — EXERKFFR 2010 £ 35%5% 78 (Journal of Chongging Medical University 2010. Vol.35 No.7 )

JERBBESE e :0253-3626(2010)07-0978-03

1045555 51K 2 TV AR bR i K el it Sh 22 C I T2 R HEA Jn D hE
W

RHIR, Ak, K M
(ERERI MRS — BB EFPHN B4, FEK  400016)

[# ZE]8 6 MEMEEKEZIV (Angiotensin IV , AnglV )XTH R K FUIE S 2ol T BHOA T RERYE M . 7 % :38 H SD
KRB0 1 3 0 BB 2H H PR 40 ABE PR +Ang IV 40 , 37 STZ B PR K BUEAY , Morris 7K 28 B AR 2% 2T FligiZEe 7,
G AL RER K BRI S PR T3 15 A F Bel—x] B9, [RIB AR A SRR IS A G P 2 ni 12, 28 R MR + AnglVELK
Fl2E S FREIZ SR A B TR 4 (P<0.05) , Hoig T Bel—xl 23kt B i 44 155 (P<0.05) , 17 B S ph 2 n IR TR s, 4
# : Ang IV XPIE PR K BUA RN Zh REA BGEVE R, ML AT BB 5 B Bel—x1 R RIE DR AT A X,

[ <88R i A Rk R IV s R ; U 12 IR AN Tl A
[REEESEESZES IR587.1

[ SrakARIEAD ] A [ WeiE B #A )2009-11-04

Effects of angiotensin |V on the hippocampus neuronal apoptosis and the

cognitive function of diabetic rats
ZHANG Dong—ming,et al
(Group of Endocrinology , Department of Geriatrics ,the First Affiliated Hospital , Chongging Medical University)

[ Abstract JObjective: To explore the effects of angiotensin IV on the hippocampus neuronal apoptosis and the cognitive function of diabetic
rats. Methods:38 SD male rats were divided into normal group,diabetic model group and angiotensin IV treatment group randomly.
Streptozotocin—diabetic rat model was established and learning and memory behaviors were investigated using a spatial version of the
Morris water maze test.The expression of Bel—xl of all rats was examined with immunohistochemical method.Meanwhile, the hippocampal
neuronal apoptosis were measured by TUNEL. Results : Learning and memory grade in the angiotensin IV treatment group were better than
diabetic model group( P<0.05).The changes of Bcl—xl in hippocampus significantly increased in the angiotensin IV treatment group and the
number of apoptotic neurons of the hippocampus was decreased remarkably( P<0.05 ).Conclusion : Angiotensin IV could improve cognitive
ability in diabetic rats by increasing the expression of Bel—xl to protect hippocampus neuronal apoptosis.
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5-Aza-cytidine inhibit proliferation of human promyelocytic leukemia cells
(HL60 ) by inducing apoptosis
SU Yong—chun et ol
(Department of Hematology/Oncology, the Children’s Hospital , Chongging Medical University)

[ Abstract JObjevtive: This study was aimed to investigate the effect of S—aza—cytidine on the proliferation, cell cycles distribution profile
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