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Plasma carbon monoxide levels and their significance in perinatal asphyxial neonates
SHI Yuan PAN Feng LI Huaqgang, PAN Jie, QIN Shrwen SHEN Ji-gao (Department of Pediatrics, Daping Hospitab Third Military Medical University,
Chongging 400042 China)

Abstract Objective To study the changes of plasma catbon oxide (CO) and nitic oxide (NO) levels in perinatal asphyxial neonates. Meth-
0ds The plasma CO and NO levels of 33 pernnatal asphyxial neonates and 30 healthy newborn infants were measured. Results The plasna CO
and NO levels were significantly increased in the perinatal asphyxial neonates than in the nomal controls ( P<Z 0. 05). The plasma CO and NO levels
were closely related to the occumence of hypoxicischemic encephalopathy (HIE). The perinatal asphyxial patients with HIE had sgnificantly higher
CO and NO levels as compared with those without HIE and the nomal contwls ( P<Z0. 05 respectively), and there were no significant differences in
CO and NO levels between the perinatal non-asphyxial patients and the nomal control (P> 0.05). Conclusion In addition to NO, CO serves as
another newly found endogenous mediator. The wle and the clinical meaning of CO in perinatal asphyxia need further investigation.
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