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The expression of hypoxia-inducible factor-1la in hippocampus of rats
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Abstract; Objective To observe the effect of hypoxia-inducible factor-1 alpha(HIF-1¢) in the pathogenesis of delayed encepha-
lopathy after acute carbon monoxide poisoning(DEACMP). Methods 90 male SD rats(250 — 320 g) were randomly divided into
three groups:blank control group(BC group) ,air control group(AC group) and DEACMP group. The time points of 1st,3rd,7th,
14th,21th and 28th day after acute carbon monoxide poisoning were set for measuring the changes. The rats in DEACMP group
were injected in abdominal cavity with pure CO several times to establish DEACMP model,rats in AC group were injected with e-
qual air in the same way,BC group was without any treatment. Morris water maze test was used to measure the learning ability and
memory. The apoptosis of pyramidal neurons at hippocampal gyrus area was measured by TUNEL test. The expression of HIF-1«
in hippocampal area was measured by immunohistochemistry. Results The average escaped latency of rats in DEACMP group were
increased after poisoning compared with rats in other two groups(P<C0. 05). The time during platform quadrant was shortened in
CO group rats after poisoning(P<C0. 05). The apoptosis of pyramidal neurons in hippocampal gyrus was found increased since the
3rd day after the CO poisoning,and it was reached the peak at the 7th day, The apoptotic index in CO group was increased signifi-
cantly compare with BC group and AC group (P<C0. 05). The expression of HIF-1ain hippocampal gyrus was found increased since
the 1st day after the CO poisoning,reached the peak at the 3rd day,and it still had a high expression at 28th day. The expression in
CO group was increased significantly compare with BC group and AC group(P<C0. 05). Conclusion HIF-1¢ may play an important
role in DEACMP by inducing the apoptosis of neurons in hippocampal gyrus area.
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