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Effect of oral intake of an enteric capsule preparation containing Bifidobacterium
longum on the progression of chronic renal failure

Yasuhiro ANDO, Yukio MIYATA, Kaichiro TANBA, Osamu SAITO, Shigeaki MUTO,
Megumi KUROSU, Sumiko HOMMA, Eiji KUSANO, and Yasushi ASANO

Division of Nephrology, Department of Internal Medicine, Jichi Medical School, Tochigi, Japan

Since the accumulation of intestinal putrefactive products, such as indole and phenol, is known to
play a role in the exacerbation of chronic renal failure, reduction of these intestinal putrefactive products
can be expected to retard the progression of renal failure.

In the present study, an enteric capsule preparation containing Bifidobacterium longum (Bifidus HD® )
was administered orally to 27 patients with chronic renal failure(CRF) for 6 months. Though no
significant effect was found in the whole group, a significant retardation of the progression of renal failure
was found in patients with an initial serum creatinine level =4.0 mg/d/ or those with an initial serum
inorganic phosphate level =4.0 mg/d/. There was no adverse effect observed in any case. Bifidus HD®
is considered a useful tool for suppressing the progression of chronic renal failure (CRF) in the conserva-

tive period.

Jpn J Nephrol 2003 ; 45 : 759-764.
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Table 1. Criteria for evaluation of the efficacy of Bifidus
HD®
Changes in other prescribed medications
A/B ratio* and diet during the study period
not changed changed
~0.30 |. marked improvement 2. improvement
0.31~0.60 2. improvement 3. marginal improve-
ment
0.61~0.90 3. marginal improvement 4, unchanged
0.91~1.09 4. unchanged 5. deteriorated
|10~ 5. deteriorated 5. deteriorated

* 1 see text for the detail of A/B ratio
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Fig. 1. Comparison of the 1/Cr slopes before vs. during treat-

ment in all cases (n=27)
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Table 2.

Number of effective and ineffective cases in patient subgroups divided

by the pretreatment serum creatinine level (mg/d/)

~2.9 3.0~3.9 4.0~4.9 5.0~5.9 6.0~ Fisher’s test
Effective cases | | 7 4 | _
Ineffective cases 5 4 0 3 I p=0.003
Table 3. Number of effective and ineffective cases in 0.004
patient subgroups divided by the levels of pretreatment
.. p <0.05
clinical and laboratory parameters = 0.002
X - - - [}
Parameters Effective Ineffective Fisher’s g 0
cases cases test R
Inorganic ~2.9 I 3 %ﬂ —0.002
phosphate  3.0~3.9 4 _ -
(mg/dl)  4.0~4.9 5 [ p=0.044 ‘? -0.004
5.0~ 4 0 o
Urinary ~1.99 8 0 N -0.006
protein  2.00~3.99 0 2 _ -
(g/day) 4.00~5.99 | 0 p=0.009 ~0.008—
6.00~ 0 |
-0.01
pretreatment treatment
period period
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Table 4. Clinical and laboratory parameters during the study period

Before treatment

During treatment

Parameters oW 20 W
Serum creatinine (mg/dl) 4.23%1.22 (n=27) 4.96%1.54 (n=25)
Body weight (kg) 61.5+10.73(n=22) 62.3+7.93 (n=18)
Systolic blood pressure  (mmHg) 152.4%+20.74(n=19) 149.1%+18.66(n=19)
Diastolic blood pressure  (mmHg) 84.0£11.32(n=19) 83.2+11.43(n=19)
Serum urea nitrogen (mg/dl) 49.3+15.93(n=26) 53.0%17.04(n=25)
Serum uric acid (mg/dl) 6.66+1.53 (n=25) 6.52+1.23 (n=25)
Na (mEq/1) 139.0%+1.93 (n=26) 139.5+2.59 (n=25)
K (mEq/1) 4.91+0.59 (n=26) 4.93+0.72 (n=25)
Cl (mEq/1) 108.2+3.03 (n=26) 107.8%+4.30 (n=25)
Ca (mg/dl) 8.48+0.41 (n=25) 8.25+0.51 (n=24)
Inorganic phosphate (mg/dl) 3.97£0.91 (h=25) 4.21£1.02 (n=24)
Total protein (g/dl) 7.01%£0.51 (h=27) 7.13%£0.61 (n=24)
Albumin (g/dl) 3.75+0.38 (n=26) 3.85+0.35 (n=24)
Total cholesterol (mg/dl) 170.1%£31.3 (n=25) 181.0+25.4 (n=12)
GOT (/) 17.1+5.57 (n=27) 17.0+5.24 (n=12)
GPT (/1) 12.2£4.95 (n=27) 12.3%£5.71 (n=12)
Al-P (/1) 220.8+99.1 (n=19) 302.0+143.8 (n=3)
LDH w/n 415.5+106.4(n=27) 411.6%x102.7(n=10)
RBC (104/ul) 313.1%61.0 (n=27) 312.4+54.9 (n=25)
WBC (|03/,u/) 6.28+1.68 (n=27) 6.26+1.89 (n=25)
Hemoglobin (g/dl) 10.16%1.78 (n=27) 10.08%1.57 (n=25)
Hematocrit (%) 30.5+5.06 (n=27) 30.4+4.56 (n=25)
Platelet 104/ ul) 20.3%+5.79 (n=27) 20.5+5.33 (n=25)
Urinary protein (g/day) 2.04£1.73 (n=12) |.84%1.35 (n=22)
Urinary urea nitrogen (g/day) 5.45%1.64 (n=12) 5.43+1.76 (n=21)
Urinary creatinine (g/day) 0.93%+0.28 (h=12) 0.91%+0.26 (h=22)
Urine volume (ml/day) 1,823+332.8(n=12) |,885+378.0(n=20)
mean = SD
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