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Effects of atorvastatin on serum levels of IL-1 B , TNF- o and OX-LDL in

cerebral spontaneous hemorrhage
TAN Jia-ze et ol
(Department of Neurology ,the First Affiliated Hospital , Chongging Medical University)

[Abatract]Objective: To observé the influence of atorvastatin on serum levels of IL-1 8 ,TNF- o ,0X-LDL and serum lipid in cerebral
spontaneous hemorrhage to study its protection mechanisms for cerebral spontaneous hemorrhage. Methods: Sixty patients with cerebral
hemorrhage were divided into normal serum lipid level group with cerebral spontaneous hemorrhage( A ), and higher serum lipid level
group with cerebral spontaneous hemorrhage (AH),normal serum lipid level cerebral spontaneous hemorrhage group with atorvastatin
treatment (AT) , and higher serum lipid level cerebral spontaneous hemorrhage group with atorvastatin treatment (AHT ). Neurological
deficiency score was examined. IL-1 ,TNF-a ,and OX-LDL were measured by enzyme linked immunosorbent assay; and serum lipid
level was measured by biochemistry. Results: The serum levels of IL-1B ,TNF-a ,and OX-LDL in AT group were significantly
decreased compared with those of A group( P<0.05). At 2w, 4w and 6w after treatment, the serum levels of I1.—1 B ,TNF-a ,and OX-LDL
had no obvious change compared with those before treatment( P>0.05) ; The serum levels of IL-1 B , TNF- a ,and OX-LDL in AHT group
were significantly lower than those in AH group, and compared with those at 2w, all the levels at 4w and 6w were significantly lower( P<0.01 ).
Conclusion: Atorvastatin can decrease the serum levels of IL-1 8 ,TNF- & ,and OX-LDL and may have protecting functions on cerebral
spontaneous hemorrhage by restraining inflammation and oxidative stress.
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AH 12 2821+ 1.12 26.60+5.18 23.48+528
AHT 12 2132+ 1.18° 20.02 + 5.2 18.02 + 5.22¢
5 il BB LB, P<<0.05
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Predicting value of arterial pulse wave velocity for the patients with coronary

artery disease
WU Yan,et o

(Department of Cardiology ,the Second Affiliated Hospital , Chongging Medical University)
[ Abstract JObjective: To investigate the predicting value of arterial pulse wave velocity for the patients with coronary artery disease. Meth—

ods: BaPWYV and ABI were measured in 67 patients with coronary artery disease and 72 patients without coronary artery disease confirmed
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