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Effect of natural killer T lymphocytes and CD4" natural killer T lymphocytes s levels in peripheral blood on onset of
children asthma
200081, China)

[Abstract] Objective To study the effect of natural killer T(NKT)lymphocytes and CD4" NKT lymphocytes

levels in peripheral blood onset of children asthma. Methods

YE Jian-lan ( Departnet of Gynecology and Pediatrics,the 411 Hospital of PLA, Shanghai

150 asthmatic children inpatients from January 2008 to
December 2012 were selected as the asthmatic group. 160 healthy children were selected as the healthy control group.
The peripheral venous blood specimens were collected. The peripheral blood mononuclear cells were obtained by using
the density gradient centrifugation method. The ratio of peripheral blood NKT cells and CD4" NKT cells were as-
sessed by immunofluorescence and flow cytometry assays. The relationships between the two kinds of NKT cells with
allergic indexes of the total IgE and eosinophil cationic protein (ECP) was observed. The levels of 1L.-4,1L-10 and
IFN-vin peripheral blood were measured by the enzyme-linked immunosorbent assay (ELISA). Results Compared
with the healthy control group.the ratio of peripheral blood NKT and CD4™ NKT cells in the asthmatic patients was
significantly decreased (P<C0. 05). There was no significant correlation between the NKT cells and proportion of
CD4" NKT cells with the allergic indexes of the total IgE and ECP(P>>0. 05). The level of IL-4 in peripheral blood in
the asthmatic group was significantly higher than that of the healthy control group(P<C0. 05) ,but the level of 1L.-10
was decreased significantly(P<C0. 05) ; There was no statistically significant difference in the IFN-ylevel between the
The low count of NKT cells and CD4™ NKT
cells and the functional change of cytokines secreted by NKT cells are the important causes leading to asthma onset.
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asthmatic group and the healthy control group(P>>0. 05). Conclusion
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