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Effect of bifidobacteria preparation on intestinal flora and microinflammatory
status in patients with end-stage renal disease
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[ Abstract] Objective To explore the effect of Live Combined Bifidobacterium and Lactobacillus Tablets on the
microinflammatory state and intestinal microflora in end-stage renal disease (ESRD) patients. Methods 180 ESRD
patients treated in our hospital from February 2019 to February 2021 were employed as research subjects, the odd-
numbered individuals were included in the experimental group(90 cases) and the even-numbered individuals in the control
group(90 cases)according to the odd-even order of visit. Patients in control group was treated with routine treatment and
hemodialysis, in the experimental group, Live Combined Bifidobacterium and Lactobacillus Tablets were added based on
this. Plasma biochemical indicators and inflammatory factors in pre and post treatment of two groups, as well as rich-
ness, diversity and composition of fecal flora were comparatively analyzed. Results 3 cases and 5 cases were respectively
lost to follow up in the experimental group and control group. finally 87 cases and 85 cases were in included respectively;
After treatment, there were not statistical difference between experimental group and control group in blood urea nitrogen

(BUN), serum creatinine(SCr), f2-microglobulin($2-MG), uric acid, parathyroid hormone, cystatin C(Cys-C) (P>
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0.05); However, the interleukin (IL-6 and tumor necrosis factor (TNF)-q in the experimental group were lower than

those in the control group, 1L.-10 in the experimental group was higher than that in the control group(all P<<0. 05); After

treatment, Chaol, ACE, Shannon and Simpson index in the experimental group were higher than those in the control

group(P<C0. 05) ; Bacteroides, Streptococcus, Ruminococcaceae, Anaerotruncus, Fusobacteria were predominant in the

intestinal flora before treatment in both groups, Bifidobacterium, Prevotellaceae, Lactobacillus, Feacalibacterium, Para-

bacteroides were predominant in the intestinal flora after treatment in the experimental group. Conclusion Live

Combined Bifidobacterium and Lactobacillus Tablets improve the abundance and diversity of intestinal flora in ESRD

patients, reducing the microinflammatory state of patients.
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Table 1 Comparison of clinical data between the experimental group and

the control group

H& MEEH (n=90) XHIL (n=90) /% P
AR 51.4646.73  53.0745.90 —1.707 0.090
S Cfi]D 50(55. 56) 54(60.00) 0.364 0.546
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Table 2 Comparison of plasma biochemical indicators pre and post treatment between the two groups

g BUN(mmol/L) SCr(pmol/L) 32-MG(mg/L)

) TG R gl t P bRl R gl t P IRIT Y BT R t P
WEEH 87  28.5446.73  27.75+6.88  0.766  0.445  822.47474.53 808.93+69.46 1.240  0.217 21.524+4.26  20.34+4,11  1.859  0.065
YTHRZH 85 29.1048.09  29.62+7.42 —0.437  0.663  836.14£78.05 830.32+73.54 0.500  0.617 22.45%5.63  21.08%5.13  1.658  0.099

¢ —0.494 -1.714 -1.175 —1.961 —1.223 —1.045
P 0.622 0.088 0.242 0. 051 0.223 0.297

g JR & (pmol /L) PTH(ng/L) CysC(mg/L)

) babad[] ER 0] t P babaa[] TR ! P vl GbA ] ¢ P
WL 87 456.23142.14 444,73+48.21 1,675  0.096  347.73462.34 339.26+69.42 0.847  0.398 5.73£1.42  5.68+£1.30  0.242  0.809
R4 85 448.024+51.52 455.29+48.37 —0.948  0.344  341.15+58.09 350.56+55.87 —1.076  0.283 5.65+1.10  5.3241.17  1.895  0.060

t 1.145 —1.434 0.716 -1.174 0.412 1. 908
P 0.254 0.153 0.475 0.242 0.681 0.058

2.3 WHLAITHIE MAREIR S L BT )R . M
24 11-6 Fl TNF-o 7KK F X IR L L TL-10 7K 3 F %
HR (35 P<<0. 05) , Rl Ho AR HR ARt 22 R ¥ e it
2R L (P>0.05) /97 5 » M4 1L-6 Ml TNF-o /K

VAR TRYT R IL-10 7K P @ TR T T (3 P<<0. 05),
PILLIAYT o R 48 b 536 7 A LA 25 S B T 4 it o
B (P>0.05), L% 3,

®3 FWABRTHEMREERSER G

Table 3 Comparison of microinflammatory status between the two groups before and after treatment

hs-CRP(mg/L)

1L-6(pg/mL) TNF-o(pg/mlL)

-
il IR " e IR D e I D
Vg 87 7.45+2.23 7.954+2.14 —1.509 0,133 22.31+4.56 19.7343.48 4,195 0. 000 46.30+10.07 43.49+8.34  2.005 0.047
YRA 85 8.10+2.51 8.43+1.98 —0.952 0,343 21.53+3.67 21.86+4.44 —0.528 0.598 45.544+9.37  46.92+9.12 —0.973 0.332

t —1.796 —1.526 1.234 —3.506 0.512 —2.575

P 0,074 0.129 0.219 0,001 0,609 0.011

w5 IL-10(pg/mL) IL-8(pg/mlL) IFN-y(pg/mL)
P P P e = P W wER (P

WELq 87 19.7845.57 21.39+5.12  —1.985 0.049 18.1645. 35 19.114+4.89 —2.223 0.223 77.464+10.52 75.84+9.78 1.052 0. 294
YPHRZH 85 18.65+4. 88 17.9145.30 0,947 0. 345 17.7445. 41 18.3245.62 —0.685 0,494 78.34+12.62 78.93+11.75 —0.315 0.753

t 1.414 4. 380 0.512 0.984 —0.497 —1.876

P 0.159 <0.001 0.609 0.326 0.620 0.062
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Table 4 Comparison of intestinal flora richness and diversity between two groups before and after treatment
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Figure 1 Histogram of the distribution of LDA values of fecal flora in
two groups
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