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X1 .Gas chromatograms of urinary mo-
nochloroacetylated compounds

Dose: 1.3.5-tribromobenzene 1lmg/rat
GC, Shimadzu 4BM equipped with detector
(A,B:: FPD, C,D: ECD) condition : column,
3mm X Im column packed with liquid
phase (A,B:3% OV-1, CD:2% DEGS+
0.5% H3PO4) on Gaschrom Q (80/100
mesh), column temp (A,B: 100—250°C, 5
°C/min, C,D : 150°C), carrier gas ; N2 (60
ml/min)

(A), (C) : standard, (B), (D) : urine

(1) : 4-bromothiophenol, (2) : 3.5-dibromo-
thiophenol, (3) : 3.5-dibromophenol, (4) :
2.4.6-tribromophenol
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X 2 . Excretion of total bromophenol in
the urine of phenobarbital treated (20mg/
rat, i.p. twith a day for 4 days) rats after
an intraperitoneal administration of 1.3.5-
tribromobenzene 1mg/rat.

Q : control, @ : phenobarbital pretreat-
ment

Each point and vertical-bar is the mean+
SD for three experiments (2 rats per group).
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# 1. Effect of phenobarbital and glutathione on the metabolism
of 1.3.5-tribromobenzene.
metabolites (n mole) /day m+ ¢
3.5-dibromo 2.4.6-tribro total bro 3.5-dibromo total
phenol mophenol mophenol thiophenol
control 171£35 130+39 301 632+113 933
(18.3) (13.9) (32.3) (67.7) (100)
phenobarbital 244164 50978 753 828+ 77 1581
(15.4) (32.2) (47.6) (52.4) (100)
glutathione 132+51 59+15 191 754+ 90 945
(14.0) (6.2) (20.2) (79.8) (100)
The numbers in brackets indicate the ratio of each compound to total
% 2 . Enzymatic conversion of 1.3.5-tribromobenzene to 3.5-
dibromophenol and 2.4.6-tribromophenol with rat liver.
incubation time(hr.) 3 5
3.5-dibromo  2.4.6-tri total 3.5-dibromo  2.4.6-tri total
phenol bromophenol phenol bromophenol
control 0.36+0.05 0.45+0.14 0.81 0.98+0.29 0.58+0.12 1.57
NADH 0.56+0.11 0.51+0.18 1.07 1.22+0.37 0.55+0.083 1.77
NADPH 0.66+0.23 0.32+0.09 0.98 1.98+0.69 0.55+0.14 2.53
NADH+NADPH 1.3240.37 0.67+0.20 1.99 2.25+0.61 0.72+0.11 2.97
phenobarbital
control 1.07+0.32 0.32+0.13 1.39 1.59+0.16 0.62+0.16 2.21
NADH 1.32+0.33 0.40+0.12 1.72 2.12+0.51 0.50+0.10 2.62
NADPH 2.38+0.83 N.D. 2.38 3.17+0.79 N.D. 317
NADH+NADPH 3.4440.86 N.D. 3.44 3.57+1.07 N.D. 3.57

The values are the means+SD(n mol/mg protein) from three animals

N.D.: nondetectable
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@ 3. Main metabolic pathways of
1.3.5-tribromobenzene
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Studies on the biological toxicity several brominated
benzene pollutants of the environment
Report 5. Metabolism of 1.3.5-tribromobenzene
Yasuo OGINO
Department of Public Health, Okayama University Medical School
(Director: Prof. M. Ogata)

The formative mechanism of debrominated compounds was investigeted. The excre-
tion rate of tribromobenzene metabolites into the rat urine was enhanced by pretreatment
with phenobarbital, and the amount of debrominated bromophenol in urine was greater
than that of sulfur containing compounds after phenobarbital pretreatment. on the
other hand, sulfur containing compounds were predominant in the urine of rats pretre-
ated with glutathione. Incubation of tribromobenzene with the 10,000 g supernatant of
rat liver homogenate from rats pretreated with phenobarbital resulted in an increase
in 3.5-dibromophenol. The above effect was accelerated remarkably by NADH and
NADPH. These results demonstrate two metabolic pathways in the debromination of
tribromobenzene : one to sulfur containing compounds and another to bromophenol
bodies.



