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#>0.700,P < 0.05), £t HFMD £ILILHE H MDA SOD ox—LDL, 7 & K &1 JE ifin bk B 40§ & 4 Lb
5 HFMD %4 17 (9 ™ SR BE AR ¢ 5 &8 LI 5 MDA (SOD ,ox-LDL 9 & & fl #k J# it Th Ts \NK 40 fd & Lt
B ARG

[SEEIA]  F - 00 78 8 U0 B Ab i 5 00k 280 1K 2 82 G 26 1 5 b B2 400 1 7 4
doi; 10.3969/j.issn.1674-7151.2015.04.002

Oxidative stress and peripheral blood lymphocyte percentage analysis in HFMD children
LIU Yan-ming', CAO Yue?, WU Qin-ru', et al. 'Department of Clinical Laboratory, Yuebei People’s Hospi-
tal, Shaoguan 512026, China *Department of Medical Technology, Medical College of Shaoguan University,
Shaoguan 512026, China

[Abstract] Objective To explore the clinical significance of serum malondialdehyde (MDA ), super-
oxide dismutase (SOD), oxidized low density lipoprotein  (ox—LDL) levels and peripheral blood lymphocyte
percentage changes in patients with hand—foot—and—mouth disease (HFMD). Methods 122 cases common
(common HFMD group) and 96 cases severe (severe HFMD group) HFMD children and 100 cases healthy
children in our hospital from March 2014 to June 2015 were collected. Serum MDA , SOD, ox-LDL levels and
peripheral blood lymphocyte percentage were measured, and the results were analyzed statistically. Results
There were statistical significance in the differences of MDA, SOD and ox-LDL levels among control group,
common and severe HFMD group (Pall< 0.05). The MDA and ox-LDL levels showed increasing trend , and
SOD showed decrease trend along with pathogenetic condition development. There were statistical significance
in the differences of MDA, SOD and ox—LDL levels between each two groups (Pall< 0.05). There were statisti-
cal significance in the differences of Ts cell, Th cell and NK cell percentage among control group, common and
severe HFMD group (Pall< 0.01), except B cell. The Ts cell, Th cell and NK cell percentage showed decrease
trend along with pathogenetic condition development. There were statistical significance in the differences of Ts
cell, Th cell and NK cell percentage between each two groups (Pall< 0.05). The correlation coefficient be-
tween peripheral blood lymphocyte percentages and serum levels of MDA, SOD, ox—LDL were all higher than
0.700 (Pall< 0.05). Conclusion Serum MDA, SOD, ox-LDL levels and peripheral blood lymphocyte per-
centage are closely correlated with the progress of HFMD. Serum MDA , SOD and ox—LDL content have a cer-
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tain correlation with the percentages of peripheral Th cell, Ts cell and NK cells.
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W EE A 4 16 B (coxsachievirus A16, CoxA16) X 1%
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SOD ,ox—LDL 7KF- 5 41 J& ifi 4% 9k B 48 ff & 43 LU i) AH
KAE5T BT 2K Pearson AH A3 87, LA P< 0.05 hy 2%
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R fEREXIRL] ¥ HEMD 41 5 555 HEMD #[ 32 46 JL 35 135 -7 MDA .SOD ox—LDL ff A8 45 5 H 458 (ks )

L A% MDA (jumol/L) SOD(10° nU/L) ox-LDL(mg/L)
kX B 41 100 85.010.56 148.50+34.60 0.79+0.28
5 HFMD 41 122 5.620.99+ 110.50+24.80 1.350.36*
T HFMD 4 96 10.57+1.60% 89.64+17.80* 2.380.48*
F i - 16.75 26.92 13.86
P - 0.008 0.000 0.002

VE 5 B BRUL LB L P s gy 5= 0.002,0.000,0.006; P s gy 4= 0.005,0.000,0.006 % 153658 HFMD 41 H %, P=0.004, 0000, 0.008
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a3 il Th 4T A NK 41 B 40

e e ot IR 44 100 35.60+5.60 26.05+3.10 12.88+3.16 18.58+5.25
i HFMD 4 122 22.55+6.22* 21.65+4.35* 7.98+2.48* 43.92+10.50
HiE HFMD 44 96 13.60+4.11** 9.90+3.60** 5.20+1.60*# 42.36+10.68
F 1 - 20.25 28.52 23.36 2.02
P1i - 0.005 0.000 0.002 0.86

WS EBEX B A HEE  P s e = 0.023,0.002,0.036; P s 1y = 0.026,0.000,0.003 ;% 5533 HFMD 4 H 4%, P= 0.015,0.001,0.026

% 3 HFMD & LI MDA SOD ox-LDL & & 5 4 J& ifi.
AU A0 T S H A S BB r
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MDA 0.925 0.868 0.862
SOD 0.902 0.924 0.784
ox-LDL 0.895 0.935 0.702
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