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Relationship between intestinal microbial distribution and estimated glomerular filtration rate in elderly patients with type 2 diabetes
mellitus and hypertension CAI Yawei, LI Jianhui, YE Senseny et al. Department of Geriatrics, Ningbo Huamei Hospital, University of
Chinese Academy of Sciences, Ningbo 315010, China

[ Abstract ] Objective To investigate the relationship between intestinal microbial distribution and estimated glomerular
filtration rate (eGFR) in elderly patients with type 2 diabetes mellitus (T2DM) and hypertension. Methods Two hundred and
twenty—five elderly T2DM patients with hypertension were recruited in the study. The eGFR was calculated by modified dietary
improvement test (MDRD) equation. According to eGFR, the patients were divided into eGFR reduction [<60 ml /(min 1.73 m?)]
group(n=63)and eGFR normal [=60'ml /(min 1.73 m?)] group (n=162). Clinical data and biochemical test findings were collected,
and the intestinal microorganism counts of the two groups were detected. Logistic regression was used to analyze the
relationship between intestinal“microorganisms and the decrease of eGFR. Results Compared with the normal eGFR group,
the systolic blood pressure(SBP), fasting blood glucose (FPG), 2-h postprandial blood glucose (2hPG), glycosylated hemoglobin
(HbA,o), triglyceride (TG);,.uric acid (UA), creatinine (Cr), blood urea nitrogen (BUN), white blood cell count (WBC), and C-reac—
tive protein (CRP) levels in the eGFR reduction group were higher (all P<<0.05). The counts of lactobacillus, bifidobacterium and
bacteroides in‘the’'eGFR reduction group were significantly lower than those in the eGFR normal group (all P<0.05); the counts of
enterobacteria and yeasts in the eGFR reduction group were significantly higher than those in the eGFR normal group (all P<
0.05); the counts of enterococci in the eGFR reduction group were slightly lower than those in the eGFR normal group, but there
was no significant difference (P >0.05). Multivariate logistic regression analysis showed that enterobacter and yeast were risk
factors for eGFR reduction (OR=1.456, 1.278, P<<0.05); while lactobacillus, bifidobacterium and bacteroides were protective fac—
tors for eGFR in elderly patients with type 2 diabetes mellitus and hypertension(OR=0.472, 0.510, 0.673, all P<0.05). Conclusion
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The incidence of renal dysfunction in type 2 diabetes mellitus patients with hypertension is high, and intestinal flora disorders are

closely related to eGFR. In the treatment of these patients, we should pay close attention to the intestinal flora disorders, and early

intervention in order to reduce the risk of renal damage.
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eGFR 1IEH# 41 162 8.45+2.10 12.48 +3.58 9.64 +2.77 5.16+1.12 1.78 £0.45 3.06 +0.65 1.24+0.38
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thy* {H 2416 3.026 4.208 4.869 1.892 5.111 1.508
P{H 0.017 0.003 0.00 <0.001 0.059 0.00 0.133
F 2 PHREGE T M0 SO 3 (CFU/g)
2151 n WU FF B FLERAT I HFFTA 74N 7B P B
eGFR 1E%# 41 162 8.34+0.52 744 £0.51 8.87 +0.48 11.14+0.95 7.10 £0.83 4.12 +0.63
eGFR FEAIEA 63 7.37+0.49 6.97 +0.46 8.20 +0.44 9.82 +0.76 6.84 +0.87 3.90 +0.57
th{H 13.496 6.047 9.778 9.231 1.886 2.422
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