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B ¥ HW AREEFEDHFALOKANEGAHRHAMABAEL 3RS RESERE, Kk
HE2000F 4 AZ2000F86 ARNANTFEORALIOA L4REXMANLE220R. PAFRoBEREH
HWEHFEOFEERHAE 20 AP BH 200, FREOHESHMELASSEEETR.BECH S #
BE. ABELXRB2Z2HTHEFLLEMEL(IVIG) 1g/(kg &), HELISA Y 2 RN mARLETH
FARESALBINSE)S R, FEODRESHRWAABEELEZSAAALAERAFELPCIS), P FREuUFHE
AR FREOREERALEA N FROKEEEHAABA R HEANSE SR 25 % 6.95+ 1. 57ng/
ml.8. BOL 2, 24ng/ml,8. 00+ 1. 97ng/ml,6. 60+ 1. T0ng/ml, FRUKEEKHALKXNSESLEHETFETHK
EFH AT MA, IVICBT N FaAR NSEAF L2 RA T2 EX(P>0.05), PCIS5 NSE 4+ %
EHX(r=0.530,P<0.05), it ETEFROMELOFNSEARFESTRMEK TFHE.
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Change of sernm neuron-specific enolase level
in children with severe hand-foot-mouth disease

WANG Yu .CAQ Yu-jie , LIU Xiu-xia et al
{Affiliated Hospital of Jining Medical University,Jining 272029 ,China)

Abstract;Objective To study the change of serum neuron-specific enolase level in children with severe hand-
foot-mouth disease and provide scientific basement for treatment. Methods 40 children with hand-foat-mouth dis-
ease (HFMD) and 20 children with simply cryptorchidism or hernia were investigated from April to June in 2009 in
the research. They were divided into three groups:common HFMD group (n=20).severe HFMD group (n=20)
and control group (n=20). Children with severe HFMD involved nervous system without cardiopulmonary function
damage.and they received intravenous immunoglobulin (IVIG) at a dosage of 1 g/(kg. d) respectively on the first
and next day after admission. The level of NSE was detected by enzyme-linked immunosorbent assay. Pediatric crit-
ical illness scores{ PCIS)were completed on first day after admission in the severe HFMD group. Results  The lev-
els of NSE in commoen HFMD group.severe HFMD group before IVIG.severe HFMD group after 1VIG and control
group were 6. 95+ 1. 57ng/ml.8. 80+ 2, 24ng/m),8. 00+ 1. 97ng/ml and 6. 60+ 1. 70ng/ml respectively. The level
of NSE in severe HFMD group were higher than that in control group and common HFMD group( P<Z 0. 01). There
was no significant difference on the levels of NSE before and after JVIG(P>> 0. 05). PCIS was significantly posi-
tively correlated with NSE (r=0. 530, P<C0. 05).Conclusion The serum level of NSE could reflect the severity
of HFMD.
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2009%E4 H Z20094F6 HWIEMFRTIR AL
40 IF A DERCE R O LT 158 (20084
DM EZERE. 23 FROKREERIH200,
FEOWEENAH206 . FROMELERALEE
AMERAZR BT OMINERE. XM W,
55 ik sh mg i B8 % 33 AL 204, A B
IR BRERB|RFNIILE, EFRFALE . HE
REHL T . BSER.FREOARTERMHA.F
JE TR BN AR 0 4 FO R R - B 4 8 43 B O 1. 50
+0.67%,1.34+0.62% ,1.4710.68%; B &5
4941, 22:1,1.50:1,1. 22, 1 A A48 Ktk
B EREHHEENL,
1.2 #iE

A BILABE S F PR, X X RRIT .
BEEBENLARE I ARELZREXAH T IVIG ]
g/kg. FAFROFBILABRSE 1| Xibkfhim,
FROFBEEFMA IVIG EIFEERANOKE.
# 3000r/min B 4> 10min, @ F ## 0. 5ml, i
BEF20CK#MAEF. KAWL 8B
WA iR (ELISAY 3 8@ NSE & &, $t 4R
BEEANEZRABHT. FREOBESHRHAA
5 1 X5 /M LB ERFIT 2 (PCIS),
L3 sit¥F

[ FH SPSS 16. 0 S i 8 T R b B,

2 &R

FREOKEEWNHLAME NSEXBRETFL
D83 E % Pl Fr et | (P<<0.01), Lk 1.8
2. 1VIG AT Bl I ML NSE K ¥ o8 £ 5 X5 H
EEX(P>0.05),RE3. BF 1, PCIS 5§ NSE
K -85 B AH % (r=0. 530, P<C0. 05),

k1 FROBE#£4 A ME NSERLE(rts)

wH n NSE(ag/ml} Fia P
EHE 20 8.80%2.24
#&Hy 20 6.95+1.57 B. 089 <<0.01
R 20 6.60+1.70

£2 3HENSERWHERELE
NSE{ng/ml) q P

98 n
Eg£H 20
#ik4d 20
M 20

B, 80t2. 24 4,451 <0.01

6,951+1. 57 5.293 <0.01

6, 60%£1.70 0, 842 >0.05

k3 EEFREOBMUBTNE NSEMKA(TES)

NSE{ng/ml»
an t P
WITH BE

8.80%2 24 8§.00%1.97

T4 2,010 >>0.05

3 g

BAFREORBIILTERPENEEZERE,
EEEE4EM . Wong KT &8 3 P RfRR
B EV71 58 0] B8 i1 2 sh # 2 B R R PR
MEFR%., EVIl K5 E Al VP, VP2, VP3,
VP4 UE SR EERR. K VP § 297 %
BEREFTENHREMA. BN RE EVT] {E#
TRERMEH AN, Yeo WM %57 A RE £ X1
LEEAREZM VP KEBEOASIMAREARE
A 0. 5EMENE. EEAERARBHM K-
AAOBYT, REEHHMRETRAL. VP1 EAS
1, M B B 0 45 & T I T 2 TR A 4 . M T S
BEAMAR. SRS MR THERARET.

NSE 52 R EHECH 5%, 2 FE R
78KD, B E. NSE A B h B AKKKN
CEHMARESREYS, B E#EP NSE KEiE
TN, M2 10~100 5. NSEARAS5ARAM
MBEASES BARAEEBRE . XARARRGE
Wi NSE B BETHEES. FxRH
. EEFRORBILLE NSEXKLARAR. 5
PCIS B IEHX. 8- NSE A[{E R R B 1§ E R
EREA . ME NSERUMN FREEFRIOKRARIL
BHeHERENAITEEENEX.
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BURMBR AP & 2010 48 8 M ETTIXHY 16 Fr %
R R 8~10 H2 4 4935 Z . FRIR T B
K128 AL REL LS%. EERTIERL Lk
Kd, 2009 FEEEG O ERHEFH.
FEHFRZMEERAGS RS RRITREMNK
B e Aemi JLE PR KERENS HE
HEATREHBEZOUBTRE D,
K4 BREETTRANESAEVE 8~10 L&
R BB K A

HHR 2010 £ 2009 &

K43 DEAN TRER FREN BEAL FREM LEY
(A AARGA ARUD (A AARIA) A300)

mARE 720 26 3.61 750 31 4.13
EW 600 21 3.50 603 26 4,31
MW 603 19 3.15 608 20 3,29
EMH 598 14 2. 34 610 19 .11
RERE 608 13 2. 14 598 21 3.51
F#EE €12 12 1. 96 600 18 3.00
HEE 588 12 204 622 16 2.57
THE 606 11 1.62 600 8 1.33

& #4835 128 2.59 4991 15§ 3.19
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