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Clinical efficacy of ganglioside on treatment of severe hand-foot-mouth dis-

ease and changes in neuron-specific enolase and S-100 B protein

ZHU Lei', ZHU Xiao-xin', WEI Xing-zxing', HUANG Wei', YIN Hong? (1 Xuzhou Chil-
dren’s Hospital , Xuzhou 221006, China; 2 The Af filiated Hospital of Xuzhou Medical Col-
lege s Xuzhou 221006, China)

[Abstract] Objective To evaluate the efficacy of ganglioside on treatment of severe hand-foot-mouth disease (HFMD) in
children, and effect on serum neuron-specific enolase (NSE) as well as plasma S-100 B protein levels. Methods One hun-
dred and forty cases of severe HFMD patients in a hospital from April 2011 to June 2014 were randomly divided into
routine therapy group and trial group, and 30 healthy children who received physical examination in outpatient de-
partment during the same period were selected as control. Children in routine therapy group were given antiviral and
intracranial decompression therapy; trial group were administered ganglioside in addition to routine therapy , levels
of NSE and S-100 B protein levels of 3 groups, as well as clinical efficacy between routine therapy group and trial
group were compared. Results Total efficacy rate of trial group was significantly higher than routine therapy group
(91.43%[64/70] vs 78.57%[55/70], 5" = 4.54,P<C0. 05). The levels of NSE and S-100 8 protein in children with
severe HFMD were significantly higher than control group ([17.63 +4.21) ug/L vs [8.79 £ 2. 12]pug/L; [492.05 *
119.33]ng/L vs [296.35 £91.02]ng/L,both P<C0.01) . NSE and S-100 B protein levels of routine therapy group

and trial group before treatment were not significantly different(both P>>0. 05); after 10-day treatment, NSE and
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S-100 B protein levels of both groups were lower than before treatment (both P<Z0.01), the decreasing level of NSE

and S-100 B protein in trial group were both higher than routine therapy group([10. 18 +2.36] pg/L vs [5.87 3. 03]
pg/L; [247.55 64, 64 Ing/L vs [113.97 +43. 44 ]ng/L ) (both P<C0.01). Conclusion Ganglioside has obvious ther-

apeutic efficacy on severe HFMD in children, and can effectively reduce brain damage markers NSE and S-100 § pro-

tein.
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Table 1 Comparison of general data between two groups of children

" . N P51
4y 4 Bil% (T s, %) 2R (T £ s, h) 7 =
WHIRIT A 70 1.92+0. 64 25.87+9. 11 38 32
i 21 70 1.84+0.76 26.79 8. 95 36 34
t/y 0.25 -0.23 0.12
P =>0.05 =>0.05 =0. 05
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Table 2  Comparison of therapeutic efficacy between two
groups of severe HFMD children
2153 Bi% AL EER TR BAMECD
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a5 41 70 52 12 6 91.43
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Table 3 Comparison of NSE and S-100 B protein between

severe HFMD children and control group children

(xxs)
9 151 %% NSE(pg/L)  S-100 g &EH (ng /L)
T E HFMD 4] 140 17.63+ 4,21 492,05 £ 119. 33
1E & X 4L 30 8.79+2.12 296.35 %91, 02
t 9,784 6.22
P 0. 000 0. 000
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Table 4 Comparison of changes in NSE and S-100 B protein levels between two groups of severe HFMD children before and af-

ter treatment (x £ s)

17 HRR YT 4l Rl
NSE(pg/1) S100 B HE H (ng /LD NSE(pg/1) S-100 B #HE H (ng /L)
TRITH 16. 84+ 4,80 495,33 + 144,51 18.42+3.51% 488.76 £ 92, 69"
BT IR 10.97 £3.19 381.36 % 144,89 8.24%2.29 241.21 %45, 60
t 7.49 16. 74 14.83
P 0. 000 0. 000 0. 000 0. 000

a: 5 H BRI AR YT R NSE /KP4, 0=1.03,P=0.31;b: 5H BIRITAIRIT AT S100 3 B HKF LA, 0=0.15,P=0.88
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Table 5 Decreasing levels of NSE and $-100 B protein in

two groups of severe HFMD children after treat-

ment (d £ s,)

AT n NSE(png/L) S-100 B(ng /L)
HHIRIT A 70 5.87+3.03 113.97 + 43, 44
W4 70 10.18 £ 2. 36 247.55 * 64. 64
t -4.35 - 6.64
P 0. 000 0. 000
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