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Enterovirus 71 infection induced HFMD related to 1L-6 and IL-13 level
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[Abstract] Objective
mouth disease (HFMD) caused by enterovirus 71,and carries on the preliminary discussion on serum IL-6 and I1.-13 cell origin.
Methods
(ELISA) ,serum I1.-6 and I1.-13 levels among different severity of HFMD were compared. Serum 11.-6 and 11.-13 levels in HFMD

To study the clinical significance of interleukin (IL)-6 and I1.-13 levels in serum of hand, foot, and

Serum levels of IL.-6 and 1L.-13 in HFMD and healthy control were detected by enzyme linked immunosorbent assay

after treatment were also detected. The secretion of 11.-6 by monocyte and the secretion of 11.-13 by T cells in peripheral blood
mononuclear cells (PBMC) were detected by Flow Cytometry (FCM). Monocyte and T cells from health individual were treated
with EV71,and the secretion of IL.-6 by monocyte and the secretion of 1L.-13 by T cells were detected by FCM too. Results Serum
levels of IL.-6 and IL-13 were (79. 6329, 45) pg/mL and (36.45+15. 13) pg/mL respectively in HFMD,and serum levels of IL.-
6 and I1.-13 were (27.26=+7.82) pg/mL and (13.46%43.14) pg/mL respectively in health control,serum IL-6 and IL.-13 levels in
HFMD were significantly higher than that of healthy subjects (P<C0. 01),and the mean serum IL.-6 and IL.-13 levels of HFMD
were increased with the severity of the disease (P<C0.01). After treatment, serum levels of IL-6 and IL.-13 were (48. 23 +£23. 14)
pg/mL and (23.25+9. 63) pg/mL respectively, when compared with before treatment,serum levels of 1L.-6 and I1L-13 were signifi-
cantly decreased (P<C0.01). The secretion ability of IL.-6 by monocyte and the secretion of 1I.-13 by T cells in HFMD were signifi-
cantly higher than that of healthy subjects. After infection by EV71, the secretion ability of IL.-6 by monocyte and the secretion of
1L-13 by T cells were significantly increased. Conclusion Infection of EV71 probably by increase the secretion ability of 1L-6 by
monocyte and the secretion of IL-13 by T cells,resulted in elevated of serum IL.-6 and I1.-13 levels,which involved in the occurrence
and development of HFMD.
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