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Percentages of peripheral blood yo T cells and regulatory T cells and expression of
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Abstract: Objective To investigate the percentages of peripheral blood yd T cells and regulatory T cells (Treg)
and the expression of associated cytokines, interleukin 17 (IL-17) and transforming growth factor-p1 (TGF-B1), in
infants with human cytomegalovirus (HCMV) infection. Methods Twenty-two infants with HCMV infection (HCMV
group) and 22 healthy infants who underwent physical examination (control group) were enrolled in this study. The
percentages of peripheral blood yd T cells and Treg cells were determined by flow cytometry. The levels of IL-17 and
TGF-B1 in plasma were measured using ELISA. Results Compared with the control group, the HCMV group had
significantly higher percentage of yo T cells and IL-17 level (£<0.01) and significantly lower percentage of Treg cells and
TGF-B1 level (P<0.01). In the HCMV group, the percentage of yd T cells was negatively correlated with the percentage
of Treg cells and TGF-B1 level (P<0.05), but positively correlated with IL-17 level (P<0.05); the percentage of Treg cells
was positively correlated with TGF-B1 level (P<0.05), but negatively correlated with IL-17 level (P<0.05); there was no
correlation between IL-17 level and TGF-B1 level (P>0.05). Conclusions  There is an imbalance between y6 T cells
and Treg cells in the peripheral blood of infants with HCMV infection, and y3 T cells may be involved in the secretion of
IL-17. [Chin J Contemp Pediatr, 2018, 20(3): 204-208]
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