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Effect of butyrate on myeloid—derived suppressor cells in mice

with necrotizing enterocolitis
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[ Abstract] Objective : To investigate the effect of butyrate intervention on myeloid—derived suppressor cells (MDSCs) in neonatal mice
with necrotizing enterocolitis (NEC ). Methods : C57BL/6 mice, aged 7 days, were randomly divided into control group (CON group) ,
NEC+PBS model group (NP group) , and NEC+sodium butyrate group (NB group). The mice in the CON group were fed by female
mice, and those in the NP and NB groups were given formula feeding combined with hypoxia and cold stimulation to establish a neona-
tal mouse model of NEC;in addition, the mice in the NB group were given sodium butyrate by gavage. After modeling, the above groups
were analyzed in terms of survival rate, body weight change curve, and intestinal tissue injury ; ELISA was used to measure the levels of
inflammatory factors in intestinal tissue; flow cytometry was used to analyze the grouping and proportion of MDSCs with CD11b/Ly6C/
Ly6G as markers; Western blot was used to measure the protein level of SI00A9. After the application of an antibody for clearing MD-
SCs and rat isotype control antibody , the method of NEC+sodium butyrate was used for modeling,i.e., NEC+sodium butyrate+anti-DR5
group(NBA group) and NEC+sodium butyrate+isotype group (NBI group) ; flow cytometry was used to measure the changes in MDSCs,
ELISA was used to measure inflammatory factors in intestinal tissue, and 16s TRNA sequencing was used to analyze the microbiota of
each group. Results : Compared with the CON group, sodium butyrate alleviated intestinal inflammation and reduced the proportion of
PMN-MDSC in NEC mice (P=0.001) and the expression of SI00A9, and after treatment, the NBA group had significant reductions in
intestinal pathological injury score (P=0.006) and the expression of tumor necrosis factor in intestinal tissue (P=0.002) and a signifi-

cant increase in the expression of interleukin—10(P<0.001) , with improvements in the composition of intestinal microbiota and the «

—diversity profile based on ASV levels. Conclusion : Sodium butyr-
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ate can reduce the proportion of PMN-MDSC in NEC mice, and its
role in NEC does not depend on MDSCs.
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