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Clinical significance of inflammatory factors in severe EV71 hand-foot-

and-mouth disease

TAN Yan-fang , WEI Ting-ting, OUYANG Wen-xian, JIANG Tao, LI Shuang-jie ( Hunan
Children’s Hospital , Changsha 410007, China)

[ Abstract] Objective To investigate the clinical significance of 5 kinds of inflammatory factors (MCP-1, IL-18,
1L-18, HMGDB1, and IL-10) in severe EV71 hand-foot-and-mouth disease (HFMD). Methods Hospitalized chil-
dren who were diagnosed with severe EV71 HFMD in a hospital in March-August, 2014 were as HFMD group.,
healthy children who underwent physical examination in outpatient department of the same hospital during the same
period were as control group, changes in expression levels of peripheral blood MCP-1, 1L-18, IL-18, HMGB1, and
1L-10 of both groups were dynamically observed, clinical data of HFMD group were collected. Results There were
102 children in HFMD group, the average age was (2. 18 £ 0.91) years old, 80.39% of whom were <(3 years old;
there were 77, 16, and 9 cases in HFMD group at stage 2, 3, and 4 respectively at admission. 77, 52, 21, and 88
cases went through stage 2, 3, 4, and 5 respectively. Expression levels of 5 kinds of inflammatory factors at stage
2, 3, and 4 in HFMD group were compared respectively with control group, differences were all statistically signifi-
cant(all P<C0.05); expression levels of IL-10 at stage 3 and 4 in HFMD group were not significantly different (P>
0.05). In HFMD group,the expression levels of HMGB1 of stage 2, 3 progression groups were both higher than
recovery group(both P<C0. 05). The expression levels of 5 kinds of inflammatory factors in the death group and sur-

vival group at admission were all significantly different (all P<C0. 05). Conclusion The expression levels of MCP-1,
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HMGB1, IL-18, IL-10, and IL-18 are closely related to the severity of HFMD, and has certain clinical significance

for the prognosis of children. HMBG1 has certain predictive value in the prognosis of HFMD.
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Table 1 General data of children in HFMD group

iR 5 AR E 2 =77 E3IWMn=16) 4 Wn=9)
R 2.55+1.42 1.76£0.32 1.57+0.28
H 0 7 77 15 6
w22 77 16 9
b i 75 16 9
JEc A TE 1 54 15 9
g - 48 14 7
N I, 486 13 9 9
Jiti 7l e 43 1 0 0 9
B 11 15 9
RUGEAA R 0 13 9
ABERTRCCH 38.30£0.90  39.00%0.80  39.50%0.40
FIAHMIECX10°/L) 11.42+3.51  18.84+4,73  23.10£5.85
1L #% (mmol /L) 4.92+0.76  6.97+1.31 8.65+1.52
CRP(mg/L) 14.61+9.50 17.33+12.62 19.53+13.30

PCT(ng/mL) 0.
* RN PR IR e

05%0.03 0.
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Figure 1 Prognosis of 102 children with HFMD
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Table 2 Expression levels of 5 kinds of inflammatory factors in HFMD group and control group

215 1% MCP-1 (pg/mL) IL-18(pg/mL) IL-18 (pg/mL) HMGB1 (ng/mL) IL-10(pg/mL)
HFMD 4{

o502 1 77 468.72£266.43 1 149,41+207.21 1 363.83£268. 01 53.90 £ 17. 30 638.10 = 89, 82

%53 52 711.90 £397.85 1 614.35+297.24" 1 535.01 %239, 94 75.52 % 14,93 918. 72 £ 166. 45

A5 4 4 21 1034.32+464,22% 2 351.72£434.83% 2010.91£521.40% 104.00+12.21% 939, 80 + 147. 87

5505 ] 88 151. 70 £ 29, 82 260. 72 £ 49, 10 276. 40 £ 67. 94 29.52+9,76 192,29 £ 26. 46
Xf B2 68 32.05%13.34" 57.51 £28. 54" 64.80+24,72* 5.90+1.33* 24.94+9, 88"

* 431 HFMD 4448 2.3 .4 L%, P<<0.05;°: 5 HEMD 1% 2 141 tb i P<<0.05; # . 5 HFMD 4055 3 # [tk & P<<0. 05
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Table 3 Expression levels of 5 kinds of inflammatory factors in progression group and recovery group

HFMD 4145 2 #]

HFMD 4145 3 i1

AT FEELL (1= 36) Vel (n=4D) HEEAL (1= 7) el (n=9)
MCP-1(pg/mlL) 464,87 £221.62 465.11 £231. 81 715.30 + 388. 61 710. 63 £391. 30
11-1 B(pg/mL) 1 155. 03 £207.02 1 149. 40 £ 207.22 1 609.56 £ 289. 18 1 614.95 £ 294, 30
11.-18(pg/mlL) 1361.94 £261. 44 1 358. 68 £270. 20 1 550.92£231. 44 1 547.20 £ 230. 81
HMGBI1 (ng/ml) 53.95+11.90 32.40x7.73" 85.37+14.55 57.15+15.85*
IL-10(pg/mL) 636.74 74, 30 633. 60 +£92,22 926. 44 £ 174. 22 933.50£189. 23

x SR B P<<0.05

R4 HEMD SR FAEIG AL 5 FiRAE R T 238K F

Table 4 Expression levels of 5 kinds of inflammatory factors in death group and survival group

45 11 %% MCP-1 (pg/mL) 1L-18 (pg/mL) IL-18 (pg/mL) HMGB1 (ng/mL) IL-10(pg/mL)
BET 4 14 823.50 % 401. 22 1716. 35 % 468. 43 1 733. 84+ 543. 63 96.57 % 15. 26 837. 63+ 364. 61
FEis 4 88 502.40%403.93%  1211.80£594.35* 1 401.55+483,90" 61.70% 19, 24> 731.31 %399, 14

*  HIET-4 b P<<0.05
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