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[ Abstract |

population,and the role of intestinal flora in the occurrence and development in the pre-diabetes population. Methods two hundreds

Objective To explore the correlation between the change of intestinal flora and insulin resistance in pre-diabetes

and fifty cases of pre-diabetes in our hospital were selected and divided into the group A(pre-diabetes intervention group)and B(pre-
diabetes non-treatment group). Fifty cases of diabetes(positive control group)served as the group C. The cohort study was adopted.
The follow-up intervention lasted for two years. The intestinal flora and blood biochemical indicators were detected in different
groups and at different time periods. The insulin resistance index was calculated. Results The total bacterial count before interven-
tion in the group A and B was significantly higher than that in the group C;Enterococcus genus in the group C was significantly
higher than that in the group A and Bj;the proteus and lactobacillus content in the group A and B was higher than that in the group
C,but the difference was not significant;Bifidobacterium genus in the group C was higher than that in the group A and B. After in-
tervention, the total bacterial amount in the group A was significantly higher than the group B and C,but there was no statistical
difference between the group B and Cj;enterococcus genus in the group C was significantly higher than that in the group A and B,
enterococcus genus after intervention in the group A was reduced and which in the group B was increased, the difference had statis-
tical significance;the proteus and lactobacillus content in the group A and B was higher than that in the group C,but the difference
was not significant;bifidobacterium genus in the group C was higher than that in the group A and B, moreover which after interven-
tion in the group B was increased, the difference was statistically significant. The insulin resistance before processing had no statisti-
cal difference between the groups A and B, which in the group C was higher than the group A and B.the insulin resistance after in-
tervention in the group A was decreased, the difference was statistically significant. The total bacterial count, enterococcus and
bifidobacterium were positively correlated with insulin resistance,and bacteroides, proteus and lactobacillus had no significant corre-
lation with insulin resistance. Conclusion Intestinal flora has correlation with insulin resistance,and serves as a marker of pre-dia-
betes development,implementing the probiotics adjustment combined the quantization aerobic muscular movement can realize the
adjustment of insulin sensitivity and improves the diabetic development in the prediabetic population.
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