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EFFECT OF ORAL LACTOSUCROSE SUPPLEMENTATION
ON HUMAN ENTERIC OXALATE-DEGRADING BACTERIA
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A variety of oxalate-degrading bacteria including Oxalobacter formigenes and some species of
Bifidobacterium are known to colonize the human intestinal tract. Oral lactosucrose supplementation
promotes the growth of Bifidobacterium in the human intestine. Therefore, we investigated the effect of
oral lactosucrose supplementation on enteric oxalate-degrading bacteria in twelve healthy men (age

Lactosucrose was orally administered 10 g daily for 2 weeks without
The total number of oxalate-degrading bacteria in feces and the 24-hour
urinary excretion of oxalate were examined before and after lactosucrose supplementation. The total
number of oxalate degrading-bacteria was significantly increased by lactosucrose supplementation
(9.20£0.44 versus 9.77£0.46, p<<0.05), although there was no significant change in the urinary
The oxalate degrading-bacteria isolated from feces was biochemically identified as
Bifidobacterium adolescentis. In conclusion, oral supplementation of 10 g lactosucrose daily for 2 weeks
was effective in multiplying oxalate-degrading bacteria, but not in reducing urinary oxalate excretion

ranging from 25 to 39 years).
restriction of dietary intake.

oxalate excretion.

under free non-restricted dietary intake.

In addition, it was suggested that various species of

Bifidobacterium were related to degradation of oxalate in the human intestine.

(Hinyokika Kiyo 52: 687-691, 2006)
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Fig. 1. Total number of anaerobes in feces. 9.82
+0.49 (before lactosucrose supplemen-
tation) vs 10.08£0.42 (after lactosucrose
supplementation). p<0.05.
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Fig. 2. Total number of oxalate degrading
bacteria in feces. 9.20%£0.44 (before
lactosucrose supplementation) vs 9.77 =+
0.46 (after lactosucrose supplementation).
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Fig. 3. 24-hr urinary oxalate excretion. 32.5+
8.5 (before lactosucrose supplementation)
vs 34.1E=11.3 (after lactosucrose supple-
mentation). p; not significant.
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Table 1. Biochemical identification by AP 50ch®
API 50ch API 50ch
Glycerol - Salicine +
Erythritol — Cellobiose +
D-Arabinose - Maltose +
L-Arabinose + Lactose +
Ribose + Melibiose +
D-Xylose + Saccharose +
L-Xylose - Trehalose +
Abonitol - Inuline +
f-Methyl-xyloside - Melezitose +
Galactose + D-Raffinose +
D-Glucose + Amidon +
D-Fructose + Glycogene +
D-Mannose + Xylitol +
L-Sorbose - [-Gentiobiose +
Rhamnose - D-Turanose +
Dulcitol - D-Lyxose —
Inositol + D-Tagatose -
Mannitol + D-Fucose -
Sorbitol + L-Fucose -
a-Methyl-D-mannitole =+ D-Arabitol -
a-Methyl-D-glucoside + L-Arabitol -
N-Acethyl-glucosamine + Gluconate +
Amygdaline + 2-ceto-gluconate —
Arbutine + 5-ceto-gluconate -
Esuculine -
D). #ay BRSMEHd 55 09.20+£0. 44 (log 7z.
10/g wet feces) 75 #5-#£139. 77+0. 46 (log 10/g wet = -
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ooy RS L 10BIC TR CHh o 72, IRy 2
o WP 3 3 5T 0 32,548, 5 mg/day (Zxf LT

H#1% 34.1+11. 3 mg/day CHRHHMIZIZE 2D
o7z (Fig. 3).
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