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Clinical study on salamarum in the treatment of neonatal hypoxic-ischemic en-
cephal opathy

Hong Ping TANG, XiaooMing PENG, LongJian YUAN, QiuZhen WANG. Department of Pediatrics, Changde
First Peopl€’ s Hospital, Changde, Hunan 415003, China ( Email : thp779 @notmail. com)

Abgract :  To study the potentia thergpeutic efect of Sdamarum on neonata hypoxicischemic encephaopathy
(HIE). Methods 9xty-two neonates with moderate HIE were randomly assigned into two groups: a Control group (n
=30) receiving conventiona treatment and a Treatment group (n =32) receving sdamarum treatment , usng loading
dosage of 200 - 250 mg/ kg and maintenance dosage of 125 mg/ kg daily for 72 hrs a&ter admisson. The disppearance
time of the nervous sysem symptoms, the neonatal behaviorad neurologica assessment (NBNA) sores and the
development quotient (DQ) of Gesdl Development Schedulesfor 6 - 12 monthsold infants were recorded. Results The
time to cessation of gaze and the recovery time of constiousnessin the Treatment group was not dgnificantly different from
that of the Control group. The time to cessation of convulsons and the recovery time of primitive reflexes and muscular
tenson were sgnificantly shorter in the Treatment group. More neonates in the Treatment group had norma soores of
NBNA than the Control group at 7 and at 12 - 14 daysof life ( P <0.05). Moreover , the DQ valuesin the Treatment
group were higher than the Control group at 6 - 12 months of life (91 + 15 vs 83 + 15) ( P <0.05). Conclusions
Early sdlamarum administration can shorten the disppearance time of nervous system symptoms and reduce sequelae in
neonates with HIE. [ Chin J Contemp Pediatr , 2004, 6(1) : 27 - 29]
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Table 1 The time to cessation of gaze and convulsons and the recovery time of
primitive reflexes and muscular tenson in the two groups (x £s,d
n
30 1.0+0.6(n=9) 2.5+0.9(n=6) 4.2+1.9 6.5+2.8 6.1+2.1
32  1.0+0.50(n=11) 2.0+0.8(n=5) 3.50+1.2 4.7+2.6 5.4+1.9
t 1.543 2.371 1.002 2.723 2.476
P >0.05 <0.05 >0.05 <0.01 <0.05
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, Table 2 Comparison of NBNA scoresin the two groups
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