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Abstract Objective:To study the effect of angelica on metabolites in cerebral ischemia rats by high-resolution
magic angle spinning HRMAS 'H nuclear magnetic resonance spectroscopy.Method:18 male Wistar rats,weighing
150—200g, were randomly divided into four groups such as normal (n=0),ischemia (n=6),Angelica treatment (n=60).
The rat ischemia model was established by middle cerebral artery occlusion(MCAO) method,resuming blood or drug
treatment after 3 hours ischemia. The metabolites changes of rat cerebra and cerebella was observed with 'H
HRMAS NMR technology,including N-acetyl —aspartate (NAA), creatine (Cre), choline (Cho), glycine (Gly), glutamate (Glu) ,
aspartate (Asp) and taurine (Tau) etc. Result:Excluding Cho,Glu,Asp,the concentrations of most metabolites of rat

brain during ischemia were significantly lower than these of normal rats,and could be increased after drug treat-

.
s

ment.Conclusion: Angelica shows positive effect on metabolites in cerebral ischemia rats.
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