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Intrauterine high-nutrition induced immunoreaction abnormality in monocytes and nature Kkiller cells in

offspring
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[Abstract] Objective - To explore the effect of intrauterine high-nutrition on cytokine expression in umbilical cord blood-derived monocytes and nature
killer (NK) cells. Methods - Samples of umbilical cord blood were collected from macrosomia (#=10) and infants with normal birthweight (n=18).
Monocytes and NK cells were obtained by magnetic sorting. Purified monocytes were stimulated by lipopolysaccharide (LPS), while purified NK cells
were stimulated by phorbol myristate acetate (PMA) and ionomycin (ION). The expression of cytokines was detected by real-time PCR and ELISA.
Results - There was no significant difference in cytokine expression in the monocytes treated with PBS between macrosomia and infants with normal
birthweight. However, dampened responses following LPS stimulation were observed in macrosomia group, including the mRNA and protein expression
of IL-1a, IL-1B, TNF-0, IL-10 and CCLS5. Moreover, mRNA and protein expression of TNF-a were significantly higher in NK cells from macrosomia
group, while no significant difference in IFN-y was found. Conclusion - Intrauterine high-nutrition might result in dampened response in monocytes
following LPS stimulation and exaggerated expression of TNF-a in NK cells.
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Fig 3 Expression of the cytokines in supernatant of monocytes treated with PBS or LPS for 24 h
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