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Changes in peripheral blood T helper 9 cells and interleukin-9 in children in the
acute stage of Kawasaki disease

SUN Rui-Li, ZHU Shu-Xia, ZHANG Yan-Yan, WU Yi-Fei, WANG Xing-Jian. Department of Pediatrics, Binzhou Medical
College, Binzhou, Shandong 256600, China (Zhu S-X, Email: zhusx@163.com)

Abstract: Objective To investigate the changes in the expression levels of peripheral blood T helper 9 (Th9) cells
and cytokine interleukin-9 (IL-9) in children in the acute stage of Kawasaki disease (KD) and their clinical significance.
Methods A total of 45 children in the acute stage of KD who were treated from April 2014 to July 2015 were
enrolled, and the children were followed up in the recovery stage. Another 45 healthy children who underwent physical
examination were enrolled as the control group. Flow cytometry was used to measure the percentage of peripheral
blood Th9 cells, and ELISA was used to measure the serum level of IL-9. Results The children in the acute stage
of KD showed a significantly higher percentage of Th9 cells and a significantly higher serum level of IL-9 compared
with those in the recovery stage and the control group (P<0.05). The percentage of Th9 cells and serum level of IL-9
showed no significant differences between the children in the recovery stage and those in the control group (P>0.05). In
the acute stage, the percentage of Th9 cells was positively correlated with the levels of IL-9, C-reactive protein (CRP),
procalcitonin (PCT), erythrocyte sedimentation rate (ESR), platelet count (PLT), and globulin (»=0.624, 0.324, 0.402,
0.382, 0.467, and 0.386 respectively, all P<0.05), but negatively correlated with serum albumin (=-0.306, P<0.05).
The serum level of IL-9 was positively correlated with the levels of CRP, PCT, ESR, PLT, and globulin (7=0.365, 0.456,
0.403, 0.423, and 0.453 respectively, all P<0.05), but negatively correlated with serum albumin (7=-0.343, P<0.05).
Conclusions The children in the acute stage of KD show significant increases in the percentage of peripheral Th9 cells
and serum cytokine IL-9 level, which return to normal in the recovery stage. In the acute stage of KD, the expression
levels of Th9 and IL-9 are closely correlated with laboratory markers. The results suggest that Th9 cells and IL-9 play
important roles in the pathogenesis and outcome of KD. [Chin J Contemp Pediatr, 2016, 18(8): 721-725]
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