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The Gut Microbiota of Pregnant Women with Crohn’s Disease and their Babies Transfers
Abnormalities of the Adaptive Immune System to Gnotobiotic Mice
- Results from the MECONIUM study -
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__ Introduction

v" The MECONIUM study is a prospective study set to
understand the role of IBD in the composition of maternal

y

Table 1. Participant Characteristics

J Figure 3. Germ-free mice inoculated with the stool of mothers with CD and their 90 day-old

babies have significant abnormalities in the adaptive immune cells compared to mice
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