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ABSTRACT

Experimental study of mechanism of selective head cooling-dehydration combined therapy for brain resuscitation . effects on levels
of excitatory amino acids. Duan Manlin, Li Dexin,Xiu Jianguo. Department of Anesthesiology, Nanjing Generol Hospital, Nanjing
210002.

In order to assess the effects of selective head cooling-dehydration combined thacapy (SHCDCT)on the excitoxicities of excita-
tory amino acids (EAA) ,one hundred and four New Zealand rabbits.aged 3 ‘¢ 4 months,served as the experimental subjects. Eight
of them acted as the normal control(groupl),and after having underwen: *he cor:piete cerebral ischemia for 30 mins,which was in-
duced by tying off the branchiocephalic trunk.ihe left subclavicular aztery and both internal thoracic arteries, the 96 subjects left
were divided randomly into four groups:group I 5 i , IV and V.. The brains of the subjects in each of these later four groups were
reperfused respectively for 30,187 and 260 mins. The subjects in group I were regarded as model control,in group Il received the
intravenous injection of manzuto! 1. 6g » kg~levery three hours at one minute following the reperfusion,in group IV were given the
intravenous lyticcocktail to be adjunct to the head surface cooling at the same time as the reperfusion,and in group v were treated
with the combination of the above both ways. After the required procedures were completed,the samples of temperol cerebral tis-
suses were taken,in which the amounts of aspartic acid (ASP)and glutamic acid (GLU)were determined with liquid chromatogra-
phy,the water content was calculated by the Elliot equation,and the glucose level and the activity of creatine phosphokinase enzyme
(CPK)were measured with biochemical methods. As compared with the normal control lévels in group I,the amounts of GLU,ASP
and water and the activity of CPK increased markedly,and the glucose content decreased significantly in group 1 (P<C0.05).In
comparison with the model control levels in group I ,the amounts of GLU and water decreased drastically in group E , N and V
(P<0.05),the levels of ASP and the activity of CPK reduced remarkably ,but one of glucose rose obviously in group IV and V
(P<<0. 05) ,and the three levels kept statistically stable in group I . The degrees of the improvements of all above parametérs were
hig}{er in group V than those in group IV, It is suggested that SHCDCT may be effective for the cerebral resuscitation by attenuat-
ing the excitoxicities of excitatory amino acids..

Key words Ischemia/reperfusion Aspartic acid Glutémic acid Selective head cooling-dehydration combined therapy
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