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Changes in the Plasma Tumor Necrosis Factor — o and
Calcitonin — gene Related Peptide Levels
in Neonates with Hypoxic — ischemic Encephalopathy
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Abstract: Objective To study the changes of the plasma tumor necrosis factor — « (TNF — ) and calcitonin —
gene related peptide (CGRP) levels and their clinical implication in neonates with hypoxic — jschemic encephalopathy
(HIE). Methods Dynamic variations of plasma TNF — « and CGRP levels were measured in 38 neonates with HIE and
18 normal neonates by radioimmunoassay. Results Plasma TNF — a and CGRP levels increased markedly in the acute
stage of HIE and were (1.12+0.42) ng/ml and (88.92 +23.16) ng/ml respectively, especially in the severe group
[(1.2840.41) ng/ml, (118.12+30.25) ng/ml respactively) ] and the moderate group [(0.95+0.30) ng/ml, (86.49 +
24.36) ng/ml respectively]. TNF =~ a and CGRP levels which were (0.61 +0. 18) ng/ml and (68.39 + 19.32) ng/ml with
HIE were reduced to normal levels in the convalescence stage. There was a positive correlation between plasma TNF — o and
CGRP levels in the acute stage of HIE. Conclusions TNF ~ a and CGRP might be involved in the pathophysiologic process of
HIE. TNF ~ a may yield scathing effects of cerebral injury in the acute statge. CGRP may play a protective role in HIE.
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2.1 HIE 2L TNF -« ¥1 CGRP kK FE T4k

HIE BJLAM M E TNF - o« 1 CGRP K F
BREHEEAR(P ¥M<0.01), #HEE T EH
StRAKFE(P ¥<0.01), MKEBINF-o 5
CGRP K FEXMNBHUBEXERTEEHREN(P >
0.05), W& 1,
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B M3 TNF-a,CGRP K FHE, ZREEEEH
EX,EE HIE M3 TNF -« fl CGRP KFH &
EHWETRAMBEH(P 3<0.01), MEFAH
XHBETFHREMA(P <0.05), B EF HIE A
TNF-o,CGRP B R T HA , BEREBENE
X(P >0.05);HEAMPE G, BEE HE
Sh, e B HIE 28 ¥ M%¥ TNF -« 5 OGRP K F
HWETHREH, 2R AR BEHE (P $H<0.01),
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TNF -« M1 CGRP W, %R ETR CT REH
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EHH HIE 82JL( P <0.058 P <0.01), BB &
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Table 1 The changes of TNF — « and CGRP in

plasma of HIE (z £ s, ng/ml)
#HF (o TNF-a CGRP
%t B 4H 18 0.54+0.15 66.2+14.54
HIE &% 38 1.12£0.42 88.92+23. 16
HIEG%®EH 38 0.61+0.18 68.39+19.32°

e A4 B, P <0.01;
0.01

b SHAREMML P <

R3 KMCTEWRHE . FHAHESMHMOR TNF-o 55
CGRP 7K ¥ 4%
Table 3 The comparison of plasma TNF —a, CGRP in
normal and abnormal CT in the acute stage of HIE
{z s, ng/ml)

43 gialkd TNF - o CGRP
CTE®# 7 0.76%0.24 76.36 £ 20. 36
CTRE# 17  10.06£0.34 119.42+31.68

: 2.37 3.91
P <0.05 <0.01
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HE R 2HEHMHE TNF-« M CGRP EE
SLEME HKMEXFHAEFEEREN(r =
0.513, P <0.05),
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F2 ARBE HIE LI TNF - o 1 CGRP K F L8 ,
Table 2 The comparison of plasma TNF — o, CGRP in different groups of HIE {( Zz £ s, ng/ml)

- TNF -« CGRP
41 51 ke
F-3c3:v wE t P SN wE M t P
X B4R 18 0.54+0.15 66.21+14.54
BEHE 10 0.63+0.19° . 0.56+0.14 1.67 >0.05 68.31+18.38° 64.58+15.36 1.25 >0.05
B HIE 15 0.95+0.30° 0.59+0.21 2.71 <0.01 86.49+24.36° 68.36+18.25 2.62 <0.01
BEF HIE 13 1.28+0.41% 0.65+0.25 2.84 <0.01 118.12+30.25* 70.58 £23.25 2.75  <0.01

E .5 BAMNBEHME,a P <0.01;
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TR CT EHREIL. REH CGRP K FN 8 &

5 HIE 4# 14, b P <0.05;

ST HAH L, c P >0.05
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