DOI:10.16150/].1671-2870.2009.05.021

+ 510 - J Diagn Concepts Pract 2009, Vol.8, No.5

4

1,2 2 2
(1. , 550002;
2. , 550004 )
[ 1 : s . 4 (aquaporin-4,
AQP4) mRNA o ;40 4 10
, 1 , , 3 6h.12h.18 h
,32 h , (RT-PCR) A QP4 mRNA
, Western blot AQP4 ,
AQP4 mRNA  AQP4 , 6h 12h (P<0.05), A QP4 mRNA
AQP4 .18 h AQP4 mRNA  AQP4
AQP4 mRNA  AQP4 , 6h 12h .
; / ; 4
:R453.9 DA :1671-2870(2009)05-0510-05

Effect of hirudin intervention on expression of aquaporin-4 after intracerebral hemorrhage ZHU Jia-ying'2 WU Guo-
feng!, LIU Bo-ren’, ZHANG Qian®.. 1. Department of Emergency, Guizhou Provincial People’s Hospital, Guiyang Guizhou
550002, China; 2. Department of Emergency, Affiliated Hospital, Guiyang Medical College, Guiyang Guizhou 550004, China
[Abstract] Objective To investigate the effect of thrombin inhibitor, hirudin, on brain edema and expression of
aquaporin-4 (AQP4) after intracerebral hemorrhage. Methods Forty male Wistar rats were randomly divided to 4 groups.
Self nonheparinized fresh blood was injected into nucleus caudate to construct intracerebral hemorrhage model. No
intervention was transected in the control group, while in the other three groups hirudin solution was injected into the
hematoma at 6, 12 and 18 h, respectively, as intervention. The brain tissue was taken at 32 h and the expressions of A QP4
mRNA and AQP4 protein were determined by RT-PCR and Western blot, respectively; the wet and dry weight of the brain
tissue was determined to assess the degree of brain edema. Results Compared with the control group, thrombin inhibitor
hirudin intervention ameliorated the brain edema and decreased the expression of A(QP4 mRNA and AQP4 protein after
intracerebral hemorrhage. This effect was most prominent in 6 h and 12 h intervention groups (P<0.05). Although
difference was also seen between control group and 18 h intervention group, yet it was not statistically significant.
Conclusions Hirudin intervention could reduce the brain edema and suppress the expression of AQP4 mRNA and AQP4
protein in brain tissues after intracerebral hemorrhage, especially given within 6 h and 12 h after formation hematoma.
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