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Expression and clinical significance of interleukin-29 and Toll-like receptor 4 in children with allergic purpura
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Abstract: Objective To observe the expression and clinical significance of interleukin (IL.)-29 and Toll-
like receptor (TLR) 4 in children with allergic purpura. Methods A total of 48 children with allergic purpura
were selected as observation group,20 healthy children were recruited as control group, FQ-PCR was used to
detect IL-29 mRNA and TLR4 mRNA in peripheral blood mononuclear cell (PBMC) of control group and ob-
servation group (different stages including acute phase,recovery phase). The expression of 11.-29, TLLR4 ,11.-4,
IgA,1gM,IgG,C3,C4,B,-microglobulin (B,-MG) in serum were detected at different times. Results The rela-
tive expression levels of 1L.-29 mRNA and TLR4 mRNA in the PBMC of the observation group were signifi-
cantly higher than those in the recovery period of observation group and the control group. The levels of 11.-29
and TLLR4 in serum were significantly higher than those in the recovery period of observation group and the
control group (P<C0.05). The levels of IgA,C3,11.-4 and B,-MG in the observation group were significantly
higher than those in the control group (P<C0.05). Serum IL.-29 and TLR4 had positive correlation (P <<
0.05). Serum 11.-29 positively correlated with IgA,C3,11.-4,3,-MG (P <C0. 05). Serum TLR4 positively corre-
lated with IgA,C3,1L.-4,3,-MG (P <C0. 05). Conclusion

progression of allergic purpura and maintain the body's inflammation level.

11.-29 and TLR4 are involved in the occurrence and
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