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[ Abgtract] Objective To invedtigate changes in endothdinl (ET-1) leves in neonates with hypoxicischemic
encephaopathy (HIE). Methods Serum and CSF ET-1 levdsin 20 norma neonates and 52 HIE neonates were assayed
using radioimmunoassay and the 52 HIE neonates were divided into mild, moderate, and severegroups. Results  Serum
ET-1 levelswere 68. 71+ 12. 03 ng/ L in the normd control group. In the auctephase, serum ET-1 levesininfants with
mild, moderate, and severe HIE were 98. 38 £ 12. 82 ng/L , 107. 11 £ 18. 56 ng/L , 119. 56 + 14. 69 ng/L ,
regectivey; and in the remisdon stage they were 73.44 +11.79 ng/L , 75.73+11.38 ng/L , 83.92+15.99 ng/L ,
regpectively. Serum ET-1 levels were sgnificantly increased in the acute phase compared to the remisson stage and the
controls ( P <0.01). Inthe acute phase, CSF levesin infants with mild, moderated , and severe HIE were 43. 79+
7.14 ng/L,51.07+11.19 ng/L , 61.86 + 13.55 ng/L , regpectively; and in the remisson stage they were 30. 79 £
4.42 ng/L , 33.07+4.84 ng/L ,39.50+5.56 ng/L , regpectively. Inthe acutephase, CSF ET-1 levesininfantswith
moderate and severe HIE were much higher than those in the controls ( P <0.01 and P < 0. 05) , dthough in the
recovery phase, the ET-1 levels of the mild and moderate HIE groups decreased to norma. ET-1 levdsin svere HIE
infants remained at a high level. Serum and CSF ET-1 levels were dgnificantly correated with the severity of HIE and
were negatively corrdated with 1 minute Apgar score. Conclusions  ET-1 may play an important rolein the pathogeness
of HIE.
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Table 1. Serum ET - 1 levesin acutephase of HIE
compared with thosein remisson stage ( x + s, ng/L)
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Table2. CSF ET- 1levesin the acutephase of HIE
compared with thosein the remisson stage ( x * s , ng/L)
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