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THE PROTECTIVE EFFECT OF TFP ON NEURONS OF RAT
HIPPOCAMPUS IN HYPOXIA INJURY

In order to study the protective effects of trifluoperazine (TFP) against hypoxic brain injury,
the effects of TFP on population spike (PS) of slices during hypoxia and the changes of content of
amino acids in the culture medium of brain slices were studied by the extracellular recording
technique in rat hippocampal slices and the HPLC fluoromatric method. It was showed that in the
hippocampal slices treated with TFP of 50 umol/L, the mean disappearance time of PS after hypoxia
was significantly higher than that of oxygen and glucose deprivation (0GD) group (P<0.05), and the
mean recovery amplitude of PS after reoxygenation was 52.8%314.3%, significantly higher than 20. 5%
+9.8% of that of OGD group (P<0.01). TFP can also markedly inhibit the increase of the excitatory
amino acid (EAAS) in the culture medium of brain slices during hypoxia (P<0.05). Therefore, TFP has
a protective action against brain hypoxic injury. The mechanism may be that TFP can inhibit exciting
amino acids (EAAS) release from hippocampal tissue.

% i)

i i (Hippocampal slice): =4 $uWHE (Trifluoperazine); Ht4E (Hypoxia): 2 LML (Amino acid)



