D000 http://www.cqvip.cq

EEER AR 2005 £% 30 £% 1 1 (Journal of Chongging Medical University 2005. Vol. 30 No. 1) — 75 —

X4 .0253 — 3626(2005)01 — 0075 — 03

3 5 I B Wk i, PLIE Be pih e p S A R AL MK P S
B Az LB SRR i i 453 5

kAl gRaRA, Xk F!, Ko
(1. ERER K REEESE, 'K 400016;2. BT EARE M CERE, FEK  408200)

U =) 869 @ a4 LB shkm & i 2L & 245 5 4 B2 KBS ( Neuron — specific enolase, NSE) K F- R 3012 Wi 4
JUBRE B PR IR 15 . & & .50 BIFERTICHE JLEBIE S, A S 1 434F min Apgar PE4>=29 3037 4 JL K Xt BE4H ;25 B2 4
B L S B M RS BT A L MR B4R . BT BT A LR AR IS ST BIBCSE B s Bkl , e I FLER ) NSE{H . 45 R % Bl 40 B 3 Bk
MFLEEAKF S 4.55+ 1. 07mmol /L NSE 7K -2 14.01 +4.35pg/L. W BA KK FLEE K FE 2R 2. 37 £ 0. 29mmol /L. NSE K
TR 76122 14pg/L, FEFIHIYIE S FXTEA(P<0.01); HFF sk NSE S5FEKFEE¥E EMX(-=0.832, P<0.
01). FriE LKL HIE M1Z240 80 % fE 2 ATF A & IHE S RAE U 20% 2B Tr=af S E SRS, &4 3% B sh ik
M FLER B NSE /K ¥ B —Rr s ol £ B B2 WoEr A LB i M i 05 & LR s An . 3k JL B E i A 48 5
ZRFHIH AT B AR, aH 0BT A REE R,

(iR ) Frk LB i v A ; 7 20 Bk ; FLBR ; 4 & AF 3 M R B2 (LB

(FEEREPLIEESES] R174 [scEk4riR®] A {gss B HEA) 2004 - 0517

Umbilical artery lactate and neuron — specific enolase levels for early diagnosis

of neonatal hypoxic — ischemic brain damage
ZHANG Hua , et al
(Department of Obstetrics and Gynecology , College of Clinical Medicine , Chongging Medical University)

[ Abstract] Objective : To diagnose eatly neonatal hypoxic — ischemic brain damage by measuring umbilical artery lactate and NSE lev-
els. Methods : There were fifty neonates without the symptoms of fetal distress and Apgar scorez29 in the control group. There were
twenty five neonates with HIE in the study group. All neonates were measured for umbilical artery lactate and NSE levels at delivery.
Results : The umbilical artery NSE(14.01 = 4.35ug/L) and lactate levels {4. 55 + 1. 07mmol/L) in HIE group was significantly
higher than those (lactate 2.37 £ 0.29mmol/L.,NSE7.61 + 2. 14pg/1.) in the control group ( P<<0.01). There were a positive corre-
lation between NSE and lactate levels in umbilical artery(r =0.832. P<0.01). In HIE group, eighty percent of neonates’ mothers
suffered complications during pregnancy and only twenty percent of neonates suffered acute distress in delivery. Conclusion : Measuring
umnbilical artery NSE and lactate levels is an efficient and accurate technique for early diagnosis of neonatal hypoxic — ischemic brain
damage and evaluation of the severity. Mostly necnatal hypoxic — ischemic brain damages are due to the long time hypoxia — ischemia
induced by complications in antepartum and the few are due to acute distress in delivery.
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