lene: thiourea<; (E§

5, 25, 125, 25
the weighte of .¢
dal uptake of °
the criteria st
%~ carcinogen for |

Any unabaorbed
-‘excreted in the feces. During
' the passage chrough the gastrointestinal tracc, a
.~ portion ofbe.hionine was metsbolized. The fare of
. absorbed;ethionine”was investigated in the small
‘intestine, iliver, blood, kidney, and urine as a levels and & th 3:'
function of time after application. A great part 7. it caused a alié
.of ethionine was quickly oxidized to ethionine sul- e

A L#s 25 ppm feeding A
.foxide. In liver-and kidney, the concentration of . ‘noticeably rever

ethionine sulfoxide was higher than that of free -Qﬁﬁ that were change~‘;
ethionine. . In all organs, the presence of N-acet- %" BETU diets. ETU) N '
ylethionine sulfoxide was also’ demonstrated. Ethio- -y

wag not biologié‘hf
data support th
plasia in the - ra
macological st
of excesniveuen
18e of . the

jj* nine suifoxide can be reduced, ;and N-acetylethio- e

" nine can be deacetylated in vivo as demoustrated by ‘
the formation of- S—adenosylechiunine from ethionine
sulfoxide -and N—acetylethionine. In urine, four
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C | AND PERPHENAZIN
, MUTAGENTCITY I VITRO AND POTENTIAL CAR- " (Div. Diabetes.
(- CINOGENICITY OF CHLORINATED ETHYLENES AS " and Res. Poundat

A;FUNCTION OF METABOLIC OXIRANE FORMATION. (Eng.) % Salocks, C. B.j:

Greim, H. (Dept.. Toxicology of Gesellschaft fur
Strahlenund Umweltforschung, 8042 Munchen~-Neuher-
berg, West Germany), Bonse, G.; Radwan, Z.; Reich-
ert, D.; Henschler »oD. Bzochem. Pharmacol. 24(21):
2013 2017 1975 R ,

97(5):1112-1122;
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‘Prolactin (PRL).ajg
in strains of micg
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, ”he mutagenicity of six chlorinated ethylenes formed

" during microsomal activation was tested in a meta-
‘bolizing 1n vztro system with Facherichia colt Kyz. i N
Mutation rates were determined.for three back muta- “.: had lirtle correl;]
tion systenms. gal+, arg+. and nad+,.and for the MIR 5.4, MATY tumors -in difﬁ
system where: forward mutation leads to resistance .. concentrations -inji
‘to S—methyl-DL-trypcophan. /Cells were incubated #s;. 1p) followed the- g
| the strain: C3H/$%
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9!( 252 C, (28520 BK2187 6 k9399
for two ﬁgﬁra wgih microsomal)protein from mouse
liver, an NADPH~generating system with 5 uM MgCl,,
and various concentrations of the test compounds:
tetracht roethylene{/crichloroethylene (TRIX@:I 1-
\aichloroethylene (1,1~ welis- chloroethylquL
rans-1,2-dichloroethylene, an&éwin 1 chlo VCM) .
Only thoseé compounds (VCM, 1,1-DCE, and TRI) that
form very unstable oxiranes induced mutations in
the test system, The highest mutation rates were
detected in the argt system; the other systems were
less sensitive to the mutagenic effects of the meta-
bolites. .The mutagenicity of TRI was unexpected,
and further study of the mutagenic and potentially
carcinogenic properties of this compound are recom-
mended,
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Five groups of 68 male and 68 female Charles River
rats, approximately five weeks old, were fed ethy-
lene thiourea (ETU) for two years at levels of O,

5, 25, 125, 250 or 500 ppm in the diet. . Body weights,
the weights of the thyroid and other organs, thyroi-
dal uptake of 131 I, hematology, and histology were
the criteria studied. ETU was found to be a thyroid
carcinogen for the rat at the..250 and 500 ppm dietary
levels and a thyroid tumorigen at the 125 ppm level;
it caused a slight thyroid hyperplasia at the 5 and
25 ppm feeding levels. Thyroid hyperplasia was not
noticeably reversible in those rats in each group
that were changed to control ‘diet after 66 wk on

ETU diets. - ETU ingestion at ‘the 5 and 25 ppm levels
was not -biologically deleterious to the rat. The
data support the view that ETU-induced thyroid neo-
plasia in the rat'are the result of excessive phar-
macological stimulation, i.e.,’ they occur because

of excessive endocrine organ stimulation and not
because of the reaction of one molecule of carcino-

' gen with one .cell.to initiace\neo laaia.
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The growth effectsl
human prolactin onks
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used at 5 ug/ml. -iE%
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to each culture, afff
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