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Changes of neuropeptide Y activities in perihematoma tissue during secondary brain

damage in rats with intracerebral hemorrhage

XU Zhi-giang, JIANG Xiao-jiangs, WANG Jing-zhou, CHEN Man-e (Depariment of Neumlogy. Institute of Surgery Research Daping
Hospital Third Military Medical University, Chongqing 400042 China)

Abstract: Objective To observe the dynamic changes of neuropeptide Y (NPY) in perihematoma during acute
experimental intracerebral hemorrhage (ICH) and to investigate the roles of NPY in secondary brain damage. Meth-
0ds A total of 70 Wistar rats were randomized into two groups: control group (n=35) and ICH group (n=35).
Each group was subdivided into 7 groups at preoperative and postoperative 0.5, 6, 12, 24, 48, and 2 h (=5 in
each group), respectively. The ICH model was established by injecting wllagenase and heparin into the rat caudate
nucleus. The changes of NPY and cerebral water contents in perthematoma were observed at preoperative and postop-
erative 0.5, 6, 12, 24, 48, and 72h, respectively. NPY contents were detemined by radio-immunoassay and cere-
bral water contents by dry fvet weighing method. Results NPY activity and cerebral water content in perihematoma
increased synchronously at 6 h, and peaked at 24 h, and then began to reduce at 48 h, and were still higher at 72 h
after ICH than those before hemorrhage (P<0.01). Conclusion NPY may play an important role in the pathogen-
esis of secondary brain damage during cerebral hemorrthage.
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