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There is a stark disparity in infant mortality between Non-Hispanic black
(NHB) and non-Hispanic white (NHW) infants.
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Pregnancy requires precise immune recalibration.

Question 1: Does altered immune calibration contribute to the racial disparity in infant mortality?
Question 2: Do epigenetic mechanisms (e.g., microRNA) influence disparate immune adaptation?
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Glycosylation perturbations in NHB cord blood suggest a shift towards

galactosylation.
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miRNA differentially regulates glycosylation in NHB and NHW cord blood.
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NHW women have longitudinal enrichment of pro-inflammatory
cytokines.
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Antibody glycosylation could mediate the anti-inflammatory profile of

NHB mothers.
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Longitudinal cytokines correlate with Edinburgh Postnatal Depression
Score (EPDS).
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Summary
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Maternal environment (e.g., stress, diet,
socioeconomic status, smoking status)
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NHW women have longitudinal enrichment of pro-inflammatory
cytokines.
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miRNA differentially regulates glycosylation in NHB and NHW cord blood.
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Dynamics of longitudinal maternal cytokines differ between racial groups.
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Active miRNA regulators of inflammation differ between cord blood and
placenta.
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Placental antigen presentation by MHC | could contribute to loss of
tolerance in NHB pregnancies.

X scores (CV acc. = 94%, p = 0.015)
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Alpha and beta components of MHC | are upregulated in NHB placenta.
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