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Tiik ACUTE TOXICITY GiF THL THIAKYL PUCSYE 1o

Dornmapn ©t Al, Z., LrnokBEHSHIYT='l ,rn.JJ h USED AS PLASTICl/chkE. H. F. Pondy et al,

101, 1. 813 (1956) AT, 3, AN, KEb, X7, 1. 1000 (960)

FROFUSALS FCR! EVALUATION OF Z1i10EPIC MATe(]- FHYS10LUS1CAL AND TOXICOLOGICAL PHOPERTIRL,
-/ ALS USED 1h THE FOOD INDUSTHY. (fluvntifien~ (Toxicity of vinyl resin stabilizers) K.

tion of placticizers and stabili;ers for Lefaux, PLASTICIES INFORMATIONS 12, No.

packaging films, and evaluations of thoeiy’ 257, po 4 (1961)

toxicity) K. Staun. KIT?, LMEMLILL, KYG, 49,

p. 1 (198) f‘ SANITARY~CHEMICAL STUDY OF FVC=COATED FALj.:

N. I. Slepsk, UCH, ZAP, MOSK, NAUCIH. IS3LL.,

X THE TOXICITY OF PLASTICS KATEnlALL., PACKAG- INST. GIGIENY, ko, 9, p. 123 (1961)

ING 41, No. 342, p, 72  (December 1958)
/‘; THE TOXICITY OF RIGID PVC DRINKING WATER CC!.-
. TOXICITY EXANINATION CF PVC FOILS, 0. DUITS, A. Rodeyns, REV, BELGE MAT, PLAST:-
T Berndt, PLASTE u. KAUT. 6, No. 7, p. 347 QUES 3, No. 1, p. 17 (January 1962)
(July 1959)
« TOKIC AND NEALTH ENFECTS OF PLASTICS AND

INVESTIGATICHNE QF THE TOXICITY OF POLYVINYL RFSINS, J. A, Zopp,  AKRCHIVES ERVIRONKENT,

«” CHLOKIDE STADILIZERS, 1, V.. Ncbel & O.R. HEALTH 4, p. 335 (March, 1362)
Klimmer, ARZKEINITTEL-FORSCHUNG 10, No. 1, -
p. 44 (January 1560) y. A KINIKUM STANDARD TO MAKE PLASTICS SAFE 1M
MEDICAL APPLICATIONS, Dr, Jobhn Autian,
- THE TOXICITY OF PLASTIZS. (especilally Jead
stabilizers) S, F.-Chancellor. NATURE 185, PLASTICS WORLD 20, No, 3, p. 12 (March,
: No, 4716, p. B4l J(March 19, 1960) 1962)
: Y .PLASTICS, (Review of toxlecity references) HEALTH AND SAFETY IN THE PLASTICS INDUSTRY.
© R.'H., Wilson & W, E, McCormick. ARCH. IND, D. Keonwin Harris., PLASTICS INST. THANS, 3C,
HEALTH 21, No. 6, p. 536 (1960) No, B6 (April 1362)
THE TOXICCLOGICAL PROBLENS OF PLASTICS USED THE FROBLEM OF NOj-TOXICITY CF ALUITIVES I
,'\ IN FOOD PACKAGING, 1NDL, FLASTIZUES MGD. 12, THE DOMAIN OF PLASTICS. E, LeClerc, IND,
p. 55 (June 1960) - FLASTIQUES MOD. 34, No, 10, p. 37 (L.:. 1968
Do 48, VISCOSITY & FLOW PROPERTIES
il FEASUREME!'T OF THE FLCW TENPERATURE OF THER- 19, No, 38, p. 23 (Octeber, 1951)
P MOPLASTIC MOLDING MATERIALS. L. W. A. Meyer.
s A.S,T.F, BULL. No. 105, p. 23 (hkugust, 1S540C) AFPLICATION OF NUTTING'S ERUATION TO ViSCO-
LI ELASTIC DEHAVIOR OF CERTAIN POLYWERIC SYSTIn.
: FLOW TEMPERATURE OF THERMOPLASTICS. L. W. A. R. Buchdahl & L, E, Nielsen, J, APPLIED
2 leyer, KOD. PLASTIZS 1B, No. 4, p, 59 FHYCICS 22, No, 11, p. 1344  (November, 195..
+ (December 1940)
EE THE ELASTIC-VISCOUS BEHAVIOK OF FLASTICIZED
; FLOW PROPENTIES OF THEMMOTLALTICS, 1. W. G, POLYVINYL CHLORIDE AT ELEVATED TESPERATURE.
M Wearmcuth & J, 8. omall, BHITISH PLASTICS W, Tsuji & K, Shiozawa, BULL. INST, CHEM,
_f 12, No, 144, p, 377 (May 1541) RESEARCH, KYOTO UNIV, 27, p. 67 {1551)
: WORKING-PANGE FLCW PRCFERTIES OF THERKO- TWO EXTRUSION PLASTONETERS FOR USE WITH POLY-
PLASTICS, F. E. Wiley. IND, ENS, CHEX, 33, VINYL CHLORIDE, R. Hayes. PLASTICS 17, Ne.
4 No. 11, p. 1377 (November, 1641) 177, p. 104 (April 1952); and CHEM. & IND.
1 ,{1952) p. 421 &nd p. 1069
. SONE RHEOLOGICAL PROPERTIES OF POLYVINYL
. CHLORIDE, L. Bilmes, J, COC, CHEvw, IiD, VISCC=ELASTICITY OF HIGH POLYMERS, IX. KINLD
H 63, No. €, p, 182 (Juns 1944) BEUAVION OF FLASTICLZED POLYVINYL CHLOHILE
! . NEAR THE THANSITION FOINT, S. Nohara & &,
; HIGH TEMFERATURE, HISH THESSULE RMECMETER FOR Ouchl. CHKY', BIGH FOLYMERS (Jopan) 1C, p.
. PLASTICE. Y. K. Mason, J. APPLIZD PHYS. 16, 286 (1953)
‘ Ko, 6, r. 338 {June 13945) -
. POLYVINYL CHICHIDE hEJIN, IV, VISCOMETRIC
. RHEQLOGICAT, PHOWULIrG, I8 THE PROCESSING OF SUUDITA OF MANTICAT.O PVC, R, Goto et al,
: FLASTICS. #. buchdakl & h., K. Naron., IND, CHiri, HIGH POLYRERS (Japam) 11, p, 437 (1uv
ENG, CHEX, KD, Ko. &4, p, 642 (April 1345)
F TET RHEECLOSICAL
V""O‘ LIZTIZ FTNTIEIITS T T - k Jun;l e TN
FLLYREAE, M, Hovio et 2l. 0. APFLIED FEYS, o . FOLYNMER SuI ___é, uo. 79. . 123 (Jeouar,
2, No. 7, p. %66 (culy 1951) 1955)
RHEEOLOGY AND THERMCPLASTICS. E. E. Atkinson INTERFRETATION OF BRCOKFIZLD VISCOSITIES,
& K, A, Nancarrow, PLASTICS IlS™. TRA.S. F. ». Bokles, R. F. CDavie & W, D, Toad, NGO
PLASTIC3 33, No. 3, p. 140 (November, 1955)
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- HEALTH HAZARDS FOR PVC AND ACRYLICS?

A0, . 1T (Februney, 1 ua)
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ThOOILES BY DULE PATHAGING 1L, T,
Fakino et al, EKOGYC YASLKJ ZABGHI G4, o,
T, b 1255  (July 1961)

THE PEWSEABILITY OF FVC=CELLULOLE LARINAT:L:
TOWALDS HYDKCSEN SULVIEE AND AiDWUNIA, h,
Braunish and LK., Lenhart, KOLLOID-ZEI1TS 177,
No, 1, p. 24 (Juy 1961)

PERMEABILITY OF PLASTICS, 1. Fhillips and
D. V. Bartlett, BRITISY FLASTICS 34, No. 1G,
p. 533 (October, 1961)

DIFFUSION OF GASES AND VAPCRS THROUGH POLY-
VINYL CHLORIDE~ POLYVINYL ACETATE COPOLYIER
FILNS,. 1, GLASS TRANBITION EFFECT. 11, Thi
EFFECT OF POLYMIR SEGMENT MOBILITY. C. A,

Kumins and J. Roteman. J. POLYFER SCI. 55,

No, 162, p, 683 (Deccmber 1961)

WVT THROUGH MULTIPLE BARRIERS. K. W.
Ninnewmann and L., E. Simerl. KODEKN FACKAGING
35, No. 4, p, 137 (December 1G61)

PERMEABILITY OF PLASTIC MATERIALS TO WATER
VAPOR, Marie Korte-Falinski, J, CHlIN, PHYS,
59, No, 1, p. 27 (January 1962)

DIFFUSION OF GASES AND VAPORS THHOUGH UN-
PIGMENTED VINYL FILMS =-- GLASS TRANSITION
EFFECT, C, A, Kumins & D. J. wWaythomas,
OFF, DIG. J. PAINT TECH, & EHG. 34, No, 4B5,

b MY
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ACTION OF Lha-RGIECULAR 1ICNIDS Oh CEKTAYL
POLYMERLC MATIHIALS, (effccty of immersion in
wiler and gasoline) ¥V, A, Voskrencosukii,
ZHUK. PRIKLAD KL1F, 35, We. 3, p. 636 (1962);
and J, APPL, CEEX, U.5.5.R. 35, Ne. 3, p. O7C

DETERAINATION OF THE PERWEABILITY OF PLASTIC
CONTAINERS T0 OXYGEN. A, Dousa and V. Simax.
OpALY B, Wo. 4, p, 104 (1962)

GAS PERMEABILITY OF PLASTICS, Colewman J,
Major and Karl Kemmerwcyer, MODERN PLASTICS
39, No. 11, p. 135 (July 1962)

HYGROPHOTOGRATHIC STUDIES ON THE PERMEABILITY
TO WATER AKD MOISTURE OPF PACKAGING MATERIALS.
J. Sivadjian apd F, Corral, 'J. APPL, POLYFER
SCI, 6, No. 23, p, 561 (September 1962)

1SOSTATIC=CHEMICAL ANALYSIS METHOD TESTS
FIL¥'S GAS PERMEABILITY. R, G. Marlett,
PACKAGE ENG. 7, No. 10, p. 60 (October 1962)

WATER VAPOR TRANSMISSION THROUGH PORQOUS FILNS,
D, Satas and D, G, Carr, J, APPLIED FOLYMER
scl, 6, No. 24, p. 5-64 (November/Deceuber
1962)”

GAS CHIKOMATOCHAPH MEASURES FILM PERMEABILLTY,

H., L. Fricke, PACKAGE ENG, 7, No. 12, p. 51
(December, 1962)

/ v’ - -",,7§“

47. TOXICITY g

See topic 38, Puckaging, for gencral references dealing with toxlcl(;

problems.

SKIN TROUBLES FROM TEXTILES, W, Schweis-
heimer, TEXTILE COLORIST 66, p. 63 (Feb.
1944)

“ACUTE AND SUBACUTE TOXICITY OF DI (2=ETHYL-
HEXYL) PHTHALATE -- ITS METABOLISH. €. B.
Shaffer et al. J, INDUS. HYG, & TOX. 27,
Ne, 5, (May 1945)

PLAS-
TICS 12, No. 129, p. B5 (February 1948)
TOXICITY OF O-TRICRESYL PHOSFHATE. 0.
Blomgvist. SVENSKA PLAST. FOR TEK. MED, 2,
No. 1 (1950)

THE TOXICITY OF TRICRESYL PHOSPHATE. K.
Nelson. NED, BULL. NEW JERSEY 10, p, 114
(April 1950)

STUDIES ON THE TOXICITY AND SKIN EFFESTS OF
COMPOURDS USED IN THE RUBSEIR ALD FLASTICS
INDUSTRIES, II, PLAETICIZERS, F, 5. Mallette
& E, Von Haam. ARCH. INDYUS, HMY3. & OCCUP.
ED, 6, No. 3, p. 231 (September, 1952)

TOXICITIES OF SUTYL """’""‘\A...., DIZUTYL
SROAUATE, DIVUTYL FHY 0
OLFATZ, O, 0. Smith,

OCCUP, MED, 7, p. 310

(April,

1953)

TOXICITY OF 2-ETHYLHEXYL DIPHENYL PHOSPHATE.

A—v

1. IMMEDIATE TOXICITY AND EFFECTS OF LONG-
TERM FEEDING EXPERIMENTS. J, F. Treon, F. R,
Deutra & P, F, Cleveland, ARCH. IND, HYG,
GCCUPATIONAL MED, 8, p. 270 (August, 1953)

TOXICITY OF 2-ETHYLHEXYL DIPHENYL PHOSFHATE,
111, STUDIES OF THE EATRACTION OF SANTICIZER
141 FROM POLYVINYL CHLORIDE FILMS BY FOOD-
STUFFS UNDER VARIOUS CONDITIONS OF STORAGE,
J. Clark Kaskle, ARCH. IKD, HYG, OCCUPATIONR-
AL MED, B, p. 281 (1953)

OCCUFPATIONAL DISEASE IN THE MANUFACTURE OF
POLYVINYL CHLCRIDE PRODUCTS, (when contaln-
ing chlerinated naphthalene) J. Roubal &
F. Pokorty. FRACOVNI LEKARSTVI §, p. 1kl
(2953)

TOXICOLOSY OF FLASTICS AND RULBER -~ PLASTO-
MERS AND NONOMERS. Rex H, Wilson & Wm. E.
¥clormick. IiD, NED, & SURGERY 23, p. 47§
(November, 1954)

FURTRER STUDIES OF POLYWERS &5 CARCINOGENIC
AGENTS IN ANIMALS. B. S. Oppenheizer et al,
CANCER RESEARCH 15, p, 333 (1955)

SUTE AEPLCTL CF THR TOX1ICOLLGY OF FLASTICS,
K. Forguet, MATERLILZ PLASTICHE 22, ko, 2,
F. 100 (February 1956}

e
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CHRONIC ORAL TOXICITY OF 2-ETHYL HEXYL -

523
OLI 5792 =

— ——




il

5915 Cheavcal Aledaacts,

wax nved with diphitheres gocin (G0 wl) owd dnenhoanad with
antito an AT far B G ey woweedin BRL TThe wit, e
conei. detd, by the setabmbie pd b amedyenton Vet sesue phe nol ol
was O 3R L fml FPhe et was apphed oo o Lanee of -
ol siacs, vobe,, OO conen, nnd aotitosin comen, Viari-
ance was AV L comparal with Y0 o the eylopatineenseity 1ed,
but the method was casicr and was suitable for setial dibi, up-
plication. ) Peter M. Maolton
50105¢ Toxicolozical iovertigation of ctysnides. Ortera,
Manuel; Valliis, K. (Just. Nae. Tosxienl., Madril, Spain),
An. Keal deed. Foom. 1966, 424 5), 470 &7 (Span).  Blood
{1-2 mil.) or minced viscera (2-3 g.) was placed i a Couway cell
for 4 hrs. with 4-3 drops of 109, 11:80, and ICN evolved was
absorbed i 0,18 NaOH.  To the latter were added 2 mi. M Na-
HPO and 1 ml, 0.257% chloramine-T, then after 2-3 min,, 3 ml,
reagent (3 g. batbiturie acid, 156 ml. pyridine, 3 ml, HCl, and
water to 0 ml.).  The red to reddish purple color was read at 580
myu after 1) min. Teer’s law was obeyed for (L5~2 v KON /ml.
With timne, cadaver CN < is onaverted to CNS-, To det. this,
blood or visreru wis deproteinized by adding an ciualt amt. of -
PO, heating to bodling for 10 win., and xdding 59 wie. of powd.
pieric acid/g. of tissue. After 12-24 hrs, at room temr., it
was filtered and 1/3 vol, 55 KyCra0y and 2/3 wol. 507, H,80,
were added to the filtratc in a Conway cell.  Detn. of CN - was
as chove. Recovery of added CNS~ was 547, (757 if not depro-
teinized). Disuppearance of CN postmortem is &pprox. ex-
potential and thic amt. present at death cannot be accurately
ealed. from subsequent detns. . R. Gwilt
50106h ldentification of hashish (Cannabis gativa), Cham-
bon, Paunl (Fac, Mcd. Pharm. Lyon, Lyons, Fr.). Bull. Trav.
Soc, Pharm. Lyon 1968, 17{1), 43-6 (Tr). A sample of hashish
was identificd using eolor reactions and thin-layer chromatog.
on silica pri (5. The principal ¢onstituents were cannabinol,
cannabidiol, and tetrahydrocannabinol.
‘ Dorothy J. Buchanan-Davidson
59107] ldentification and determination of nonvolatile or.
ganic poisons by infrared spectroscopy in forensic toxicology. Cor-
neteau, H.; Monnet, R,; Boiteau, H. L. (Fac. Minte Med.
Phaem. Nantes, Nantes, Fr.). AMced, Leg. Domm. Corpor. 1968,
1(4), 352-9 (¥r). Elcven alkaloids and 9 neursleptic agents
were identificd and estd, by ir spectrometry after exin. and sepn.
by thin-layer chiromatog. on silica gel.  The ehromatogram elu-
ates were concd. on KBr micropellets. Spots contg. 10 ¥ of
eompd. could be estd. with a precision of §-15%;.
L. A_ Dehennin
$9108k Utilization of an anti-y-globulin immune serum for
determining the human origin of blood stains. Tran Van Ky,
Philippe; Lenoir, L.; Mauller, I*. (Iust. Med. Legale Lille,
Lille, Fr.). Med. Leg. Domm, Corpor. 1968, 1{4), 392-5 (Fr).
Extn. of a blood spot with isotonic phosphate bufier of pH 7.4
exts. the antigen.  Monospecific antisera are obtained from rab-
bits immunized with human +4G-globulins. The immunologic
tests are performed by deuble diffusion on gelose,
L. A. Dehennin
$0109m Evaluation of postmortem blood sugar levels and
their cotrelation with the giycogen content of the liver. Ramu,
M.; Robinson, Ann E; énmps. F.E. Afed. Sci. Law 1969, 9,
2376 (Eng). Satisfactory blood glucose estns. may be made by
using blood samples collected into tubes contg. F~ up to 48 hrs.
after death, provided that a specific assay procedure is used, The
blood glucose conen. for samples from the left side of the heart
and the upper and lower cxtremities statistically bielong to 1
group whercas the right heart blood and the liver blood belong,
statistically, to 2 different groups. There were no significant
variations n the blood glucese eonen. with the time interval 13-
48 hrs. after death.  There is a significant inverse relation be-
tween liver bluod rlucese concns. and the glycoren content of the
liver as nssaycd chem. Irving Sunshine
59110e Relations between the levels of alcohol in the blood
and in the breath. Paolucer, . K, JAed. Areronant. Spaz.
1068, 31(3-4), 4ul-9 ¢Ital), “Lests were made with 20 subjects
(2 female) of av. aze 35 who consumud, in a single dase, .50 g,
EtOH/kg. m the form of coguac. Exhaled air was collected
every 15 min. up to 2 hes, after ingestion and bload was sampled
at 45 and 120 nun, in 13 of the subicets and every 15 min. in the
remaining 5. To det. whether difierences existed between the
air exhaled in 1 profound expiration and alveolar air, the latter
was cojlected in cqual val. iminediately after the Sormer. The
blood E1OH increased yeqularly up t4 60 min., then deereased
el VBt gy N e ) bt

freerul riy o 0y D lirs Thes
&:r to taat i 1l bivod was aisat §. T TR TR Rt
gustion, varviu g with the indovidual . Liood Pe 18 dotettaule
up to 2 hrs. in subjcets with cousidurabie a-hipoee tissue but has
practically disappearcd after ! hr, in Jean subjects.
X i J. I. M. Jones
59111{ Fractionation analysis of metailic poisons. Krylova,
A.N. Vapr. Sudebnor Med,, Min. Zhravookhr, SSSR 1968, 314-
21 (Russ). Frowm Ref. Zh., Kiim. 1969, Abstr. No. 2G175. A
eomrarisnn of the accepted H.S methiod and the new fractiona-
BT FTIN S Apesany MRl Falat N i& HT",’]C’.

Tt

vat 7}, 1'un

with 1 fatiog to a proup of 12 paisons (', 3, A S0, 16, N,
Ca, Vad, A, Zo O ooed Mo, Omad and guant, aal, methads
tky 12wk dayn o bemd of e Bogeqine) for vhe
HES pecthuad, with yreater senanivity and secmraey, MO
Solidp  Nepatntion of copper amd cadminm by extraction in
foreman chiemical investipativos  kaybova, AL N Ve Sudel
oy Med,, Van. Zhraosedde, SSSKE 1908, 322 7 (Muss), o
Rel, Zh., Khow, Y09, Ay, Noo 200760 A method of extu.
and eomplexometric detn. of Cu and Cd i haman organs is de-
sctibad]  Muneralize the sample with HNO=-HaS04, add 20 ml,
20', K Na tartrate, 10 mi. glyeerol (1:10), and 307, KO until
nepn b and Sl in exesss,  Add 310 ml 177 No diethyldithio-
e bhaunate (Fpgond 10 16 mb, CHCH, shake, and repeat the exin,
unul a colarless CHCH layer s obtained,  Reext, Cd from the
comtund oat. by shaking with 10l N 1ICH (3 times). Inl. the
Cd ent. 10 100 ml. with 3,0 aud bring to pH 8. Titrate Cd
with 0.0 N EDTA until the red-violct color changes to dark bine.
Wash the CHEC ext. 3 times with 10 ml. 5N HCI (to remove Bi
and ‘1iy and then with HyO until neotral reaction.  Ext. Cu by
shaking with 175, HgCly until colorless, and det, in the ext. Ly
tirrn. with EDTA in the presence of murexide and 1-2 1. K] au
pIl 8 (color ehange from yollow to violet). MORK
50113h Biochemicul modifications induced by atute and sub-

‘Acute intoxication with white phosphorus in the rat. 1. Action
of repeated parenteral doses. Truhaut, Rene; Claude, Jean R.;

Warnet, Jean M. (Fac. Phatm., Paris, Fr.). Ann. Pharm, Fr,
19069, 27(1), 17-23 (Fr). Repeated administration of white P to
rats, parenteraily, decreased body wt. A dose of 2.5 mg./kz. de-
creased liver wt. without visible steatosis; liver triglyeerides were
increased and- phospholipids decreased, leaving the total lipid
content nearly const. In the blood both total lipids and tri-
glycerides were lowered.  With 5 mg./kg. several rats died after
7-8 days following the 3rd injection, and all showed varying de-
grees of liver steatosis with inerease in triglycerides and in total
hpids. Sinee the activity of glucosc-G-phosphate dehiydrogenase
remained normal it is unlikely that the biosynthiesis of fatty acids
and triglycerides was inereascd., Ruth M, Chester
59114j Toxicity of pyrolysis produets of vinyl plastics. Corn-
ish, Herbert H.; Abar, Ellen L. (8¢h. of Public Health, Ann
Arbor, Mich,). Arch, Environ. Health 1969, 19(1), 15-21 (Eng).
Poly(vinyl chioride) {1} and vinyi chloride-viny! acetate poly-
mers (1) were pyrolyzed in air by gradnally raising the air temp,
from ambicat to 600®, Rats were expored to the pyrolysis prod-
ucts air stream dild, with room air to twice its initial vol. Ex-
posure to air contg. the pyrolyzed products from 1-2 ¢. 1 resulted
i death to 50% of the animals. Most deaths were due to CO,
and carboxyhemoglobinlevels corrclated well with the amt. of
pyrolyzed I.  Little histol. evidence of lung damage was evident.
When the air stream was dild, with O, pulmonary edema and -
terstitial hemorrhage developed.  The lungs of animals exposed
to high levels of Il pyrolysis products showed focal edema and
intraalveolar hemorrhage. 1 formulations contg. additives and
inert materials were gencrally less toxic per g. of sample pyro-
lyzed. BZIN
$0115k Validity of a tritical blood level for prevention of di-
eldrin intoxication. Keane, Willam T, Jr.; Zavon, Mitchell R.
(Agr. Chem. Div., Shell Chem. Co., New York, N.Y.).  Arch.
Environ, Health 1969, 1001), 36—344 (Iing). In dogs given a siugle
dose of 5 mg./kg. of dieldrin, dicldrin conen. in the blood reached
a max. in 2~4 hrs. and dcelined after 10 hrs. to a relatively const.
fevel which persisted for the following 22 hrs.  All intoxications
should therefore occur within 2-4 hrs. after feeding dieldrin. In
doys given 1.0 my./kg. of dieldrin for 5 days, 0.2 my. /kg. for
the next 57 days, aud then 2 mg./kg. daily until intoxication
occurred, the 1st muscular spasim occurred at a bascling conen, of
55 ug./100 ml. of whole blood. In both acute and subacute in-
toxication, the baschine conen, prior to intoxication was 62 uz./
100 ml. After admiuistration of the daily dose and subsequent
appearance of intoxicaton, the blood concus. of dicidrin were,
resp., 74 and 83 pr./100 wul. bloed in the acute and subacute
gronps.  The difference was not significant.  Correlation be-
tween dickdiin eonens. in blood and body fat was 081, The re-
sults support the hypothesis of a thireshold level for dieldrin in
blood which, when execeded, resislts moantorication ndepon-
dently of the type or duration of exposure
Faymond Zehnpiennig
50116m Alteration of the locomotor acuvity of mice poisoned
with subjethal doses of lead acetate. Teran, A. L.; Vujkov, V.
V. (Med. Fac., Novi 8ad, Yuzoslavia). JArh. Hig. Redz Tok-
sebol, A9KR foct | ne3 TEaed Inxection of PHiQach
Wod=l e L) nlto ialt Ty (21580 ae) pn G dumiades
pendent ¢ an e nt baomotor activity. S§n5'u doses poadiadd
depre-sinn of locamotor activity while ehronic poroming iereased
locottetar activity.  Single or multiple 1.p. wjections of saline
did not alter locoriotar activity.,  Animals potsonud with vthal
doses of Ph(OAc): developed suppled cells during the 2ad or 3rd
week while siguificant changes in locomotor activity were evident
1day after the last mjection.  alice poisoned with sublethal uoses
{0.4~1.0 mg.) showed no stippled cells but display 4 chianges i
lucomotor activity. . H. Redfern
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el ot omgtion of Lver damape eansed by

N, Comatant o,
sy seivinaban o meded of cotiliepatstaxin therapy.
' Vit _. poandne  Tun thed, baa, Noobn ., Colierne,
Come ferscd OOV 0D, GLD Betie), Sidvimann,
wotove aront an the seeds of Malabion asinaion,
the tovae s iccts of phatloidhn s neee. Bilvmarin was
e i reversn e the tase eftect- of phslioidn in wgee
s first with thes eonipd, and then treatod wih sily-
« antiphudlonin oficet of slviarm depended on the
(b betweet mtosieation and treatment, am) on the

“ver Aaniake. BOQJG
Evidence for the biosctivation of slaframine. Aust,
Aiclgan State Univ., Fast Jansing, Mieh.), M-
emard. 1009, 18(4), 920-37 (ling)., Max, galivary
2 pentbarbual-anestiietized  cats occurred  ~1 hr.
stministrtion of shframine (0.3 mg. ke ); the dura-
CLeation was oxtremcly long, nsually lasting for 6 birs.
Lohe dose. 1o addn. to salivation, wost of the exoerine
o1 specifically sumulated by slaframine.  Upon ad-
.« of stafranmne 10 cows, sheep, and goats with pan-
" maulas there was also a substantial delay belore an in-
sanereatic flow was ohserved.  In mice, a longer delay
sher v, injection of 2 mg./kk. than with 1. adminis-
e same dose; this delay wan deercased by injection
-0 the portal vein,  Delay of the effect of the drug at
.. was sighificantly exiended by briefly isolating (with
wo Yiver of rats; the effect was completely eliminated
.pmanent isolation of the liver. Common inducers of
s metabohzng enzyines consistentiy reduced the delay
- waetion of sahivation in inice, while inhibitors of the en-
aastently Jenethened the delay. Thus, sluframine
. fequire activation by the liver before stimulating exo-
ol The enzymes involved in this activation are
i those responssble for the seetabolism of mn)s\ xeno-

IWWIN
41 Metnboliam of phosphiolipids in the brain sand liver
.s sszing intaxication with organophosphorus compounds.
V. Ya.; Clofilu, A P, (Paviev Inst. Physiol., Lenin-
k). Byull. Eksp. Biol. Mcd. 1969, 67(5), 5)-2 (Russ).
~uspharis compds, LG-63 {(H mg./ky.) and GA-K1 (0.4
+ admimistered iom. to rats did not aficet 1he level of
»uls in the brain and hver or the rate of restoration of
«uids in the brain, The metabolism of phospholipids
vt was increpsed 4.8 by orpanophosphiorus compd.
=d 32477 by GA-SIL The mereased intensity of phos-
swtaboiisth may Le cannceted in some way to inereased
«f the hepatic cells during dotoaeation of the cholin-

- sehbitor-, BlIR
<!t Toxicity studies in micc treated with 1.2-n-arabino-
-s.'ytogine (ara-Cj. Leach, William RB.; Laster, W.
- Jr; Mayo, Joscph G.; Griswold, Danicl ., Jr.
* Frank M., Jr. (Mced. Center, Univ. of Alabama,
«am, Alal).  Cancer Res. 1909, 20(3), 529-35 (Eng).
-« therapeutie dosage schedules of I-g-L-arabinofurano-
- tiare-C) administered i.p. in mice (15 mg./ky., cvery
¢ 4 hrs.) result in karyorrhectic damage to the erypt
s edis of the intestinal mucosa.  This damage is most
©* Vhrs. (earliest observations made) after the end of the
“ta, after which there is a rapid recovery 1o completion
v The damage is thus transitory and resembles thay of
"™ia. This cycle of transitory intestinal damnage fol-
L hrtovery ocenrs after each therapeutic dosage sehedule
4 long as the schedule is not tepeated more often than
“vday, Progressive datnage ts the intestinal mucosa
“ied by ehanges in the hemutopoietic tissues occurs
s vptimuin therapeutic dose {15 mg./kg., every & hrs.)
i uninterrupted 1o the LD dose (360 mg./kz. i
Eul boyond.  Irreveraible changes are seen in the in-
CUMora, and a proyocsave depopuiation of the bone
“thoiltimare aplng estecs as e LD Jose 15 seaclio!

. :-\1 llr, KOS
N _}‘UCC( of buiylated hydroxytoluene (BUT) on rat
feme pxidase activity. Pascal, Gerard; Terroine,
‘entre Reelt, Nutr,, €8RS, Bellevue, Fro), G R,
VoD, Ser. D 1969, 2650113, 1020-3) (Fr).  The oral
Cttem ol HIET w0057 ju the food, a comen, S0-fold
= that authorized for Bivncan fond) for 8 weeks cansed
o deerease an hepatic extochramic axidase aetivity
‘teenes The sddn. of BT to rat hver homege-
Al e g Lo catsenl 3 120 doaease m
BN TS A P I W ofreale Tt

.‘t.un LI 3N VIVa et e ik
Adbvity of puanine dcaminage in rat kidney, liver,
’ during experimental wanyl nitrate intcacntion.
,“'”“\'; Bustele, Puerre (Fue. Mun Mud. dharar,
poirand, Fro). o €. K. Soc, Htol. 1968, 162(5-0),
o Guanine deammase activity (IV was studied in
* ey, and blood of rats during exptl. intoxication

IR

wath o b ot 6 gl e b s da vaa P
o u:)' wi. . Acrasiy o s it w feree as vy vl
v wotod ol cas g b ghere wor o defnnte e )
ot Ledaey Bra ahe b 12 B ofter the stan of mtoxweation.
Prnehiy J. Buehoovan Pheved o
prsthna Farnsi of tetrnethyboctmnnion iy the rat,  {iu
um, b, Uhwel, RE Jo e, Vo tCenin Meek, Tt
CONRS, Panbmas, b). o R S, Basl, 1008, 10l Gy,
106 0 of 6 et O67), FLGe (1), & very reastant
compd. i vitto, s devtded very casily dn the rat, Aihingh 1
b g very boph bop, it is elaminated in large amts, during respia-
i, Vhe gpeiatedives of 1 founed in rat wrine are GoeOy or the
germanates.  The wetabolivn of 1is different fromn thay of tetra-
ethybcad (1I) or tetracthyltin (II1), No evidenee wis found
for the fonnation of tricthylgermanium. which explains the weak
tosicity of I comparcd 10 I and 11,
Dorothy J. Buchanan-Davidson
113459v &-Hydroxybutyrate dehydrogenase activity of rat
kidney homogenate fractions after experimental uranyl nitrate
intoxication. H.usunde, Janine; Rastule, Pierre (Fac. Miste
Meod. Pharin,, Clernont-Ferrand, Fr.). €. K. Soc. Biol. 1968,
16208 9), 1492 3 (Fr). Most of the shiydroxybutyrate de-
hydrogenase activity of the rat kidney is found in the saper-
natant after cenrifugation at 24,000 g for 2 hrs. This activity
decreased with time during exptl. uranyl nitrate poisoning,
whereas the contents of protein, DNA, and RNA were relatively
low and underwent but litile variation. C. W. Ackerson
113460p Effect of ethyl bromide on the liver, Karimullina,
N. K+; Gizatullina, A. A, (Ufim. Nauch.-lssled. Inst. Gig.
Profzabol., Ufa, USSR). Farmakol. Toksikol. (Aloscow) 1960,
3242), 165-7 {(Russ). EtBr fumes (2.4 mg./l.) inhaled by rats
and rabbits for 4 hrs, daily for 6 months disrupted the func-
tional ability of the Jiver, decreased the hepavie glycogen and
fat levels, and prolonged hexenal sleep. Granular dystrophy
in the hepatie cells and a decreased RNA level in the eytoplasm
were duetected. B)IR
113461q Hemopoiesis in chronic hkeliotrine poisoning of
Wistar rats.  Levin, G, 8. Novachenko, Z. 1. (Uzh, Nanch.-
Issled. lust. Gematol. Pereliv. Kravi, USSR),  Farmalol.
Toksikal. (Moscow) 1969, 32(2), 1701 (Russ). Helivtrine
administered s.c. a1 3~10 mg./100 g. once 2 week for 1-8 mouths
1o Wistar rats caused hepatic lesions, hypochromic ancmia,
scvere reticulocytosis, norimoblastosis, and leukopenia. . Erythro-
blastic sprout hyperplasia, an inercased no. of rnitoses, and an
incregsed no. of reticular and esp. plasmatic cells were observed.
The obscrved changes in the blood and bone marrow suggest
development of an autoimmune formn of hemolytic ancmia in
responise to chronie hehotrine poi doning. BJIR
113462r Benzene metabolism in the liver of expcrimental
animals and man., Tiunov, L. A.; Sckolovg, T. 1.; Bandman,
A. L. (USSR). Farmakol. Teksikol. (Moscow) 1969, 32(2),
185-8 (Russ). The rate of Cells tnetabolism during 24 hirs. of
incubation was sunilar in liver homogenates from humans and
Tats, wore rapid in homogenates from guinea pigs, and slower
in rabbit liver homogenates.  Speeies-specific differences scemed
to be involved in C¢llg conversion, since the activities of aryl-4-
hydroxylase and glucuronyltransferasc increased while the
sulfonating system activity did not ehange in Cgllstreated rats.
In Cgistreated rabbits the sulfate adenyltransferase and aryl
sulfotransferase activities decreased during disruption of the
sulfonating system.  The high rate of Celly conversion in guinea
pigs may be connected with the rclatively high liver catalase
activity. BJJR
1134635 Eficct of the sodium salt of adenogine triphosphate
on experimental cyanide poisoning of rats (mechanism of the
antidota) action). Mosketi, K. V.; Ganzhara, P. 8. (Ddess.
Med, Inst., Odessa, USSR). Farmakol. Toksikol. (Moscow)
1969, 32(2), 214-15 (Russ). Nua ATY (0.5 ml, of « 19/, soln.)
given s.c, or i.nt. to rats ) hr. prior to adininistration of the min.
lethal dose of NaCN prolonged survival. When given s.¢. im-
medintely after lethal eyanide poisoning it substantially extended
the ble span of 517 aud prevemted death in the aother 07 of
the wtse Fhe antidotic effert of A'TP oy reaft from its
abily to restore respitition by bypassmp eyanide sensative
Curyiies, BRIR
113464t Changes in the cardinc activity of rats chromcally
exposed to vinyl chloride vapors. Vazin, \A. N.. Plokhova,
E. [, \Gor'k. Nauch.-1ssled. Juat. Gag. Tr. Prof. Zabo)., Gonki,
USSK).  Farankol, Tebsikal, { Mossmo) 1909, 322), 220-2
(Iuss). Chrarte (5 months) exposure of rats to vinyl cliloride
vapors at O03-0.01 mg./b disrupted cardine work rhythm, -
duced bradvesrdia and arshythmia, and =edueed the relative
Suercorgr of ToiE and T sound inteevals, The relative duta-
WO o] e 4 ooy dad ot cus o smmfieantiy. Wathin
13 ddays wltet setimunation of posoning, e rat curdiee acuvily
rhivtinn rewwrned to normal, but the duravon of the 1-11 and
T sound intervals remaimed below the iustial level for avother
15 days. The masimul pernussible concn. uof winyl chloride
apparently s significantly less than the 0.03 mg./ L level pre-
viously estd. BJIR
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chaly For et dbay merea sl duith f aned y plobmbag ek conel b
ctvanee] the slbimnm to phobulm gabo, e plobibm levels were vt
affeered. BE IR
85811h Efiect of relcnophene on liver and kidneys during
carbon tetrachleride imtaxication.  Zodotirev-dii, Vo B Thesan-
nova, V.o No Abikbebiessbn, VL B iRkl Med, lust, s
Sechevova,  Mowow, USSR Fermakol. okl I'iep.
Selena, Muater, Nimp. 1907, 87 49 (Row ). Two groupes cach com-
prising JU male rabbits (2-3 kir.) wese used.  All ammals re-
ceived twice & week s.¢. doses of 0.3 mil. /kg. of a 4074 oil soln. of
CCL. To one of these groups 0.5 ). /kz. of 1% selenophene
soln. was s.¢. injeeted 2 hrs, later.  During the 15t 10=12 days of
CCl, intoxication approx. 5057 of the rabbits dicd in both groups.
Selenophene (5000 ur./kg. « approx. 100w, % or 1/32 of an
L) protected kiduey tissue agiinst CCl intoxication, but
dystrophic and necrotic changes of liver were more extensive and
more important in snimals to whotn a combination of CCl, with
selenophene was given.  Thus, the exptl. dose of sclenoplicne was
too great and showed no prorective but a destructive effect on
the Liver, although smaller doses of 2-3 ug. 4 of Sc are necessary
Lo maintain normal liver function. Addn. of 20 uy. S of 5 10
the normal dict of rabbits prevented dietary hver necrosis in
eases of hyperthyroidism. R. Pavlak
85812j Toxicology of some polymers‘(Povinols). Ivoskin,
Ya.G.; Rakhmanina, N. A.; Dem'yagko, F. V.; Men'shikova,
T. A.; Erofceva, L. F.; Lashkina, A. V. (Nauch.-Issled. Inst.
Gig. Vod. Transp., Moscow, USSR). Gig. Sanit. 1969, 34(1),
7=11 (Russ). Three samples of poly(viuyl chioride) polymers
(povinols) conty. di-Bu phthalate (I), tricresyl phasphate, and
chlorinated hydrocarbons as plasticizers, feleased 1 mto the suir-
rounding air in amts. of 1.8-3.73 mg./m.? in a sealed contamer
and 0.53 during a single air exchange. All 3 samples had un-
favorable physiol. effects on exptl. animals and are not recom-
mended for use as finishing materials in shipbuilding. Exposure
of sats to I (0.2-8 mg./m.%) for 1-5 days disrupted conditioned
reflex activity and nonspecific immunity, and, to a lesscr extent,
the blood protein cumpn. and phagocytic index, and the Jiver wt.
I-induced changes were dosedependent, BJJR
85813k  Mechanism of boron eifect on warm-blovded animals.
Popov, T.; Angelieva, R. (Nauch.-Issled. Inst. Gig.. Sofia,
Bulg.). Gig. Senit. 1969, 34(1), 78-51 (Russ). Of 60 mg. B
given to rats, the distribution was approx. as follows: 50 mg.
in the bones, 0.62 mg. in the hiver, (.06 e, 1 the kidneys, and
0.1 mg. in the brain.  The mayx. was reachied in 12 hrs. in the biver
and kiducys, after 24 Iifs. in the boues and bram, B was prin-
cipally excreted in the urine. Complete excretion of the ac-
cumulated B required a long tune, but the majority was gone in 2
days after reaching the max. in each tissue.
John llowe Scott
85814m  Effect of ascorbic acid on various signs of vanadium
toxicity. Matantseva, E. I. (Inst. Gig. I't. Profzabol., Sverd-
lovsk, USSR). Gig. Tr. Prof. Zabol. 1908, 12(12), 22-5 (Russ).
Iv. administration to dogs (8-16 kg.) of 3, 4, or 5 mng./kg. of
ammoniuin vanadate, or 3-11 mg./kg. of Na metavanadate in-
ereased blood inorg. P, glucose, and lactic acid, decreased blood
glutathione, and caused salivation, dyspiea, inereased respiras
tory and hcart rates, urination, and defecation.  Na ascorbate,
10-50 mg./kg. given i.v. sitnultancously with, or 10 min. alter
the sdmnustration of V' compds., alleviated or prevented the
toxic and biochem. effects. One dog given 3 mg./kg. of both
ammonium vanadate and Na ascorbate died of lunyg edema.  The
severe toaicity of V compds. was attributed to increased vascular
permeability and depressed glycolysis and oxidn.
8. K. Vanov
B5815n Comparative toxicity of some aralkylphenols and
their quaternary sammonium salts, Gadzhibalacv, A. A
Goryaev, M. I.; Dakhno, O. V.; Kanaulova, L. P.; Potapov,
S. V.; Slepushev, V. 8,; Churakov, V. I.; Dozorova, A. D.;
Zharkova, I. 1.; Fedrushkova, I. N. (Jhm.-Tckhmol. Inst.,
Chunkent, USSR). Gig. 7. I'rof. Zabol, 1968, 12(12), M -7
(Kusv).  The  phenols - and  e<hydiovydpheuylkdonethy -
methane (1 and 1), o and e-hydiovvdiphenvimethivinetbane
(HI and IV), the quaternary Vol {d (pomethny ieusylpliviiony -
cthux}']clh_vl]mtuluuum chloride (V), anmd a mng., (V1) of V
and its ortho omer had sn frogs the followmg LD, values:
334.9, 554.7, 320.9, 1264, 42.5, and 42.5 my. ks, Voand VI
were more toaic, presumably because of better water soly. which
permitted betier absorption.  In muce and frogs 11 or IV first
caused increased motibty and eonvulsions, then marked central
nervous system depression.  All other enmpds, caused depres-
sion.  All compds. applic] topieally tn the <kin or i the eyes of
rebbits eaneed dmead ey o noraidats
skin aborpiion was evelineey Ly the acureence of tove sius
and death un 2-3 moiiths) alter topeal appheatiog of 20, 12, and
&', solns, 5. K. Vanov
B5810p Tolerance tc lethal doses of metals in mice pretreated
with low doses, VYoshikawa, lliroshi  Nat. [ust. Ind. Health,
Kawssaky, Japan). Ind. Health (Kavusaki, Jap.) 1008, 6i1-2),
88-9 (Eng). Iats werc pretreated with metal jous at 10%¢ of
the challenge dose.  Pretreatment decreased the mortality after

[PV N TR U TR T,

Y Y/‘

Vo, /0, 1909 b, e

choalbonpe by G, Mg, To, woed 15, had s elleet with Mo ¢,
sind incicial mortabity o Feand Zn. When the ciandlenpe iy,
wis ditferent rn the pretecatment metal, Cd, 1y, In, and 14,
developed eross tolerance, DD, Barhara Sankar

HZB1T4  Kevercible necrosis in strinted musele ibern of th,
At aftur Revere intoxienlion with various chalinesterane iuhi),
itors.  Arwos, AL Thy Cobien, 1o ML Meeter, B Woltha,,
Q. L. (M. B, Labs., Nat, Do, Res. Organ, T.NO., Rigswijl,,
Newh). Ind. Med. Nurg. 1968, 37(11), 845-7 (Eng).  Albm,
rats (200 g.) were injected i.v. with just sublethal doses ¢
paraoxon, diisopropy] phosphorofluoridate, or tabun, and sacr!
ficed at various intetvals afier injection. The diaphragn,
intercostal muscies, gastrocnemius-soleus muscle group, and 1,
praas musele were dissceted, fixed in 107 furmalin, aud exanl,
histol. Local necrosis of muscle fibers is caused by the ab.
normally long-lasting presence of acetylcholine around the end
plates. Muscle fiber necrosis may also pccur in man after ant;
cholinesterase poisoning. R. R. Rowlands

85818r Chewmical Mace: ocular effects in rabbits and mon-
keys. MacLeod, Ian F. (Med. School, Univ. of Michigan, Any,
Atbor, Mich,). J. Feremsic Sci. 1969, 14(1), 3447 (En=z,
Direct corneal contact with liquid Mace produces lasting opacitic-
and melanosis. Spray exposure resembling that anticipated for
actual use of & Mace weapon causes only transitory lesions of the
face and eyes with possible sunburnlike sequellae. A Mace
weapon should not be aimed directly at the face if it is discharge)
at less than 8 ft.  The propellant docs not seem to be responsible
for the injurics; they seem to be due to the lacrimator, ¢hloro
acetophenone, Irving Sunshine

858198 Cerebral pmines and acute hyperbaric oxygen toxicity.
Blenkarn, G. Douglas; Schanberg, Saul M,; Saltzman, Herbert
A, (Med. Center, Duke Univ., Durtham, N.C.). J. Phermacol.
Exp. Ther, 1969, 166(2), 346-53 (Eng). Acute central nervous
system (CNS) toxicity impedes treatment with hyperbanc O
(OHP) for ischemic illncss which led to a study of relations between
cerebral amines and OHP-induced CNS toxicity in rats after in-
jection of selected drugs. Brain levels of noreninephrine and
serotonin were unchanged after 1 hr. of OHP at 4.95 atm. ah.,
Injeetion of pargyline (40-60 mg./kg.), a monoamine oxidasc
(MAOQ) inhibitor, 30 min. prior to OHP (4.95 atm. abs.) exposure
for 2.5 hrs. increased (547¢) the latent period before the onset of
convulsions, decreased the frequency of convulsions from 02 o
3377, and increased V2-hr. survival from 20 to 59% (n = 6G)
Ipronmzid (26-756 my./kg.) proved equally effective; isoniazid
(50-1) mpe./kg.) was incflicetive. Although inhibitors aof
norepinephrine synthesis (a-methyl-p<tyrosine, 100 mg./kg.) and
of Shydroxytryptamme synthesis (bL-p-chlorophenylalanine,
300 my./kg.) lowered resp. amine levels without changing O
tolerance, the protective action of pargyline remained unaltered.
Anmume precursors S-hydroxytryptophan (10-25 mg./kg.) and 3,4-
dikydroxyphenylalanine (25-50 mg./ke.) also failed to alter O
tolerance. The data indicate that premedication with ceriain
MAOQ inhibitors ean proteet fats from OlP-induced CN5
toxicity. ‘These studies suggest that both the CNS toxicity in-
duced by Eyperbarie O and the protection from toaicity afforded
by certam MAQ inhibitors are not mediated through alteration-
in the brain metabolism of norepumicphrine and S5-hydrovy-
tryptaniine, RCHY

85820k Effect of Coprinus atramentarius on the metabolism of
ethanol in mice. Coldwell, Blake B.; Genest, Klaus; Hughes,
David William (Kes. Lab., Food Drug Dir., Ottawa, Can.). .
Pharm. Pharmacol. 1969, 21(3), 176-9 (Eng). The LtOHal.
matcrial extd. from C. atramentarius was mote tosic to mice, i~
measured by the LDi and potentiation of the EtOH-induecd
sleeping time, than the whole mushroom or the residuc remamuis
after EtOH extn. Also, the EtOH-sol. iraction when fed to micy
4 hrs, before administration of EtOH markedly increascd th
blood HAc and EtOH levels. RCHQ

85521m Salivary gland regeneration after pr-ethionine
poisoning.  Ubmansky, Muario; Kubinow, Al Ungar, lh-m‘\
O ldaseah Mo, Selo, Hebrew Unive, Jerusadem, Tsrael). it

Touress. 1900, 2003), 250 3 (Fne). Alier etnomne feeding, thete
is inereased stroctural dannoge durmg the first 2 hirs. o L
sahivary glands of male white rats.  Recovery begins in 48 hre
After 72 brs., muouc figurcs are apparent, and after cessation -
cthionine feeding for 2 weeks, marphological and histochvi:
indieators of the salivary glands are norinal.
Anna Lee Waldo ;

85822n Changes induced by cadmium, zinc, and lead in ras.
and peripheral vascular resistances in the anesthetized rav
e e, Urrciaino Commantin, B0, Gina, AL D !
Aitane, Milan, Hady), Med. Lar, 1968, 58 ), 52 1.
Cd at log-ouU py. o the jugular vem of ancstnetzed rate
produced a urop in the vascular resistance of the renal aro
which decreased approx. with dose in magmitude and durat.
AL the highest dose it was almost absent.  The effcet on
arterial system below the aortic bifurcation (measured at th

caroud) varied. There was an mcreasc i vascular rchi:un’t‘l:‘
jow dosages and a slight redn. at higher dosages.  Zu and b
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compunentr uncd in manufactare of the pdyvimgdc. W, L.
Cone vy 5 Habsarean, 1robF0 Rowan, RO L Bowes, amd fahin
Antizm (v, Tesns, Ao}y dwer, 40 Hespo Plhaorm,
24¢8), W ernT R kng Y CThe tochmgue s weeful imodetecting
the subtle toxicnty of samc iurabients wsed e the manul, of
poly(viny] chloride) plastics, used m the praduction of containers
aied clostiren for cortain biodopicals, e diseiecad, Methauls of
detection juchule tissie cultvre teats, anpal expts,, and effects
on antitanly reactions sl on winhied bl cells, Certaon beat
stabilizers showed 3 warkad incompatalnbty  with the biol,
systems used.  Reactions with 5 plastisizers were more subtle,
The results suggest the need for (urther research into the relations
between various levels of toxicity and potential herm in humans,
H. M. Bukae
20561r Some chemicnl aspects concerniny, the occurrence of
aflatoxin in foods and feeds. W. D. Rayowmd Clrop, Prd,
Inst., Loudon). Aux. Ist. Super. Sontta 3(1'1. =), 280-300
(1967 )(1tal). This paper reviews various aspects of the prablem
aflatoxin in foods and feeds. The agricultural, mycological
chicm., anal., bivehem., 1oxic, com., and public health aspeets
of the problem are discussed, The preeence of mycotoxins in
fuods and foods also is smnmarized. 47 references.
Katherine H, Fisher
20552¢ The effect of diet on carbon tetrachloride metabolism.
A. A. Seawright and A. E. M. McLeuan (Mcd. Res. Council
Labs., Carshalton, Engl.). Bischem. J. 105(3), 1055-60
(1967)(Eng). Blood and liver concns. of CCl, were measured
at intervais after an oral dose, in rats given stock and protein.
free diets. The values did not correlate with the resistanee to
poisoning found in the rats given protein-free diets.  Mctabolism
of CCl to CO, in vivo and in Jiver microsomal prepns. was de-
presscd in animals given protein-free diets. Rats given a single
dose of DD7 are highly sensitive to CCl, poisoning.  The livers
of mich animals had an increased microsomal protein content and
greatly increased microsomal activity in the demethylation
of Pyramnidon and in the conversion of YCCl, into #CO;. The
incorpuration’ of leucine-%(C into protein by liver slices is de-
pressed by CCli.  This effcet 1s deercased by the addn. of SKF
&25A and in slices from rats given protem-free diets. It is
suggested that the toxicity of CCl, is ¢losely linked to its metabo-
Jism. RCFG
20563t An attemnpt to influence the collagen defect in ex-
perimental lathyrism, K. Troavsky, Z, Trnavska, B. Skrovina,
and L. Ccebecaucr (Res. Inst. Rheumatic Discases, Piestany,
Czech.). Biochim. Physiol, Tissu Conjonctrt, Conf. Commun,
Symp. Int., Lyon 1965, 663-70(Pub. 1866)(Eng). 7To study the
influence of hydrocortisone (I) and Na salicylate (I1) on the soly.
of rollagen proteins and on changes in the epiphyseal growth
plates in lathyric rats, exptl, Jathyrism was incluced i 36 male
rats by feeding a 60 conen. of sweetpea seeds (Lathyrus odora-
tus) for 30 days. Twelve of these rats were simultancously
treated with I (10 mg. /ky. body wt. daily), i.m.; another ¢roup
of 12 were treated with I (250 mg. kg, daily), 1.p. The 3
exptl. groups were enmpared with 3 nonlathyric control groups
treated similarly.  After 30 days, totad hydroxypmolne (L),
dialyzible LI, aud acud-sol, I were detd. in doral skin ests.
For histol, evaluation, the tibial growth plates fram decaleitied
kind limbs were mcroscopically examd.  Tutal HI was not
significantly changed m any of the groups studied. I in intact
{control) animals resulted i decreased levels of the neutral salt-
sol. III and dialyzable III. II had no cffxct on the sol. fractions.
Feeding with sweetpea increased the neutral and acid sol, II;
the greatest part of the lathyric neutral sol. fraction being
dsalyzable. In lathyric rats, 1 treatment depressed the elevated
amts. of sol. IIT as well as dialyzable III. Even niore cfiective
in restoring normal conditions in lathyric rats was II treatment.
Histol,, the cells of the epiphyseal plate in lathiyric animals
showed elevated mitotic activity but delayed maturation.  The
synthesis of ground substanee in the interecllular spaces was
also dssturbed with demasked collagen fibers, pranular decompn.,
and some cystic arcas. I depressed lathynice tovaity, while I
restored the tibad growth plate to nearly normal, 19 references,
L. K. Allen
20564u  Toxicity of 1,2-dichloroethane-extracted fish protein
coneentrate, 1. C. Munro and A. B, Alorrisun (Fowd Dirug Res.
Labs., Dept, Natl. Health Welfare, Ottiwa).  Can. J. Biochem.
45(11), 1779-81(1967)(Eng); of. €1 67: 52512d.  Wistar rats
were fed a protein-free dict with 507 protain from tyophilized
or extd. cod fish OQyophilized cod exted. for 24 bre, with iso-1'rO11
or 1,2-chichloricthare 11, then hegted for 2 bre s 0% i vy
wineh cusitumed 40 my T, Gidorecaoiin oo e b Cod
fillets eatd. with I were tonic to the growing . 2 tonaty
was not duc te I but was coned L in a MeQIH ent. of the Lureated
fish, However the MeOH-eatd. fishi dird not support growth
even when supplemented with cystiie and histidine,
Dorothy ]. Buchapan-Davidson
20565y Significance of carbon menoxide from cigaret smok-
ing inside a car. Milan Srch (Karlova Univ., Hradee-Kralove,
Czech.). Deut, 2. Gesamte Gerwehtl., Med. 60:3), 8)-9(1067)
(Ger). A forensic opinion fruw the author wus needed in the
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cawr ool 0 40 vear sl wonm whio b dhied doos obaae g, R
- ) Lof thom suwshers wad
b st i a chead cinowath oo eilstere of
vdd B enarete witho anhaketon durmy 6O win,, k.,
hemoplubin cunen, in the blood of the stwokers rose fron,
1077, that in the blod of the nowesmokers fron 2 (0 5, 1
sich erpeiedanees o fatal mtosieation wis decanad] pot T
Comseguences for trafhic salvty are disensad, DL St
20560w  istoautoradiopraphic studies on mesenchiyn;al
duct cclls of thioacetamide-induced cirrhosis of the liverin
Balthasar Wohlgemuth  (Karl-Marx-Umiv., Lewpzig, .
Exp. Patkal. 1(1), 64=T11067)Ger). White mice (19-2-
were fed 0.25-0.45 g, thicacetanide (I) in the drinking «
Controls without I were treated further by the same proced
After 70 days the apinsals were injected i.p, with 3 wer. of (1
dine (LI}11/g. budy wt. After this the ammals were |
and the livers were fixed in HCHO; scctions (5 u) were w.
with inactive II to remove unincorporated II2H, and auta-
grams were exposed for 4, 8, 8, and 10 days at 15°. Af: |
days the development of eirrhosis had procecded widcly
treated animals.  The parenchyiaa was penctrated by ren
and collagenous fibrillar stroctures as well as with mesencl:
and duct cclls, which inercused in relative nn.  The incor,
tion rate of JI-3H into hepatoeytes inereased from 0.03 (com
to 0.24%; in exptl. animals; in Kupficr's cclls the resp. Ial:
indexes were 1.67 and 24177, Labeling of hepatic capsul.
endothelial cells or of the bile duct epithelium showed nr,
ference between controls and I-treated animals. The duet
exhibited 3 labtling rate similar to that of Kupffer's cells -
treated animals.  As early as | hr. after I application, blacl.
mitotic figures could be secn in Kupfler's cells, both in conr
and in I-treated animals. A possible shortening of th.
phase duc to unexplained reasons was considered. 34 referu
E. Talafa
20567x Histamine level and histamine fixation in the |-
tistues and skin in rats under the effect of industrizl pois
R. S. Eizcngart (Sanepidst., Moscow). Farmakol. Tok-
30(5), GUB-9(1967)(Russ), Homogenates from rat brain
from rat skin were tested chromatographically for lust.
concu, and histamine fixation alter rats had been exposed o
to- threshold eonens, or to toxic doses of methyleyelohe
ethylene suifide, dicthylaminoethyl mercaptan, or d-meth
vinylpyridine. At threshold levels there was less hista
fixation in skin and more in brain tissue. After toxic ¢

the changes were irregular both in concn. and in hista:

fixation. Julian F. Sm::
20568y The toxic peptides of Amanite phalloides. Th
Wicland (Gsethe-Univ,, Frankfurt/M., Ger.). Fortschr, €
Qrg. Naturst, 25, 214-5001967 Y Eng). A review is given; )
mushroom poisoning is almost exclusively attributable to 1
bers of the geous Amanita.  Their toxins are completely
sorbed {rom- the gastrointestinal tract, while their acu.
primarily un the hiver; no specific therapeutic agent is know
present.  Thus, the understanding of the chem. structures
the mechanism of the action of the taxins is of great import
from the therapeutic standpoiut.  Isolation of the toan
gredicuts, the chem, structure of the toxic peptides, the
Joidin and the amanitin group, and synthetic espts. with o
acuds and cyclopeptides are covered. 86 references. Ch.
20569z Comparative toxicity of mercaptobenzimidazole
its zin¢ salt. N, \'. Mezentseva. Gip. Otsenka Khim. Ful
Vaesh. Sredy 1966, 119-20(Russ). Mercaptobenzimidazo!
and its Zn salt (I[) were studied tn acute (mice), subacute
and chronic (rabbits) expts. LD internally for mice was
for 1 and 737 mg./kg. for II. The animals were exposed
and II dust for 2 hrs. daily for 15 days in concns. of 400
m.' A lag in wt,, increase in the content of amino N i
urine, snd disturbances in the nervous system were obsur
Morphological alterations were found only in the lung tissuc .
bronelitis with shight atrophy of the bronchial mucosa)
chrome eapts. on rabbits I eaused disorder in the protem:’
ing function of the liver, I micreased the lipid eontent 1
Blood, 1T mereased the aldolase content, and 1 deercaso.
chulimesterase achivity of the blood, I dccreased the erytiu.
count in the blood to 20,000, A prohferative reaction was
in the lungs; edema and fatty dystrophy were observed 1.
liver. and punctate hemorrhages were observed in the -
eardium. Il caused shght edema in parenchymatous of
1 had no irritating effect on the skin or mucosa of the
whereas Ileansed modderate irritation.  From Ref Zh., Fur
Ninmoierap, Sreésia, Toksikol, 1907, Abstr, No. 7.54.::11\,”

20570t Methods for the qualitative and quantitauv:
termination of aflatexing. E. H. Marth (Univ, of Wi
Madison). J. Mk Food Technol. 30(10), 317-20(1967
Qual. and quant. measurements of aflatoxins by means ol
laver chromatog. can bhe improved by substituting a i
metnie Yreading’ of the thindayer plates for visual
Examm. of small samples (down to 0.3 mig.) can be accot:fy
by a thin-layer chromatoy. procedure which employs a -
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wick, N.1) Cun. 2, Pilvssol. Playmacol. 1004, 3001), GiF 16
() A sy of eapis, s shovar ghat the mcc oo s by
which the soetabolean of FeOd) emem e stranely mthioneal by
the peated pres e o the O g end an e ot anodpn.
For the miost Deguently was? pgas om0, 0 000 Ly,
the ErOH conannption was abaoroally Lirge, and proportiona
to the cvnen. of EtON w the periusite,  Jlovever, when the
systom was acrated with 187 O, + 5%, CO: + 77, N;, the
consumption of EtO!l was similar to that fonnd in the mtact
rat.  The perdusate conen, of Me, 00O, HOAe, pyruvie acul, nnd
Iactie nedd was measuread i all eaptis. When 1tOJ was con-
simed At these two different rates, increases n the lacue:-
pyruvic ratio and acetate levels of the perfvsate were noted
m both types of expts. However, the utilization of pivcase
by isolated perfused liver was inhibited, and acctone levels -
creased markedly, when EtOH was consumed at abnorm Qy ramd
rates, although no effcet was noted in the perfusate Jevels of these
mctubalites when E1OIl was consumial at normal rates 27
relerenees. RCYD
50591p Action of beryllium ions on primary culturcs of swine
cells.  Vegni Talluri, Mara; Guiggam, Viviana (Umiv. Siena,
Sicna, ltaly). Caryelopia 1967, 20(4), 355-G7 (Eng). The
eflcet of Be'™. poisoming on initosis and morphology of swine
kidney cell and lymphincyte culturcs was studicd.  Trenmtment
with Be** had a harmiul cffect on all the mitotic phuses and
sbnormality of chromosomes was {requent, At hieh concns.
the action of Be** was less pronouneed on kiduey cells than on
Iymphocytes. Be** exerts its tosic action by competition
with Mg** cither in the activation of DNA polymctase or iu
the bindmg of IDNA to histones. L. Mirone
50592q Protective eficct of ethyl alcohol towards ally!l alco-
hol-induced hcpatic lesions. Schwarzmann, V.; Infante, R.;
Raisounier, A.; Carol, J. (CHY Saint-Antoine, Paris, Fr.).
C. R. Soc. Biol. 1967, 161(12), 2425-9 (Fr). A $#0-nun. per-
fusion of isolated rat liver with blood contg. allyl ale, (0.018 ml./
180 mnl.) causcd a reclease of Jactic dehydrogenase, malic dehy-
drogenase, and glutamic-pyruvic transaminase into the perfusate
and a simultancous depletion of these enzymes from the lver;
alc. dehydrogenase gnd glutamic dehydrogenase activities
were not detected in the perfusate and were not deercased 1n the
liver. Diliary sccretion was irreversibly arrested after 18-20
min. of perfusion, and hepatic lesions occurred. A 20-miin. per-
fusion with blood contg. FtOH prior 10 the treatment with allyl
alc. prevented the enzyme release, the hepatic lesi ns and the
efiect on biliary secretion, and did not cause the release of ale.
dehydrogenase or glutamic debydrogenase activities, BPIF
50503r Effect of ethanol on hepatic metabolism and enzyme
activities. Nclson, Painicia Ann (Indiana Univ,, Bloounng.
ton, Indiana). 1067, 104 pp. (Enz). Awail. Univ. Microfilms,
Ann Arbor, Mich,, Order No. GR-7228, From Jiss, Absir, B
19GB, 2R(11), 4688, SNDC
505945  Energy-inked ealcium transport in liver mitochondria
during carbon tetrachloride intoxication Carafoli, lLrnesiu;
Tiozzo, Roberta (Univ. Modena, Modena, Italy). Zvp. Mol
Pathol, 1968, 9(1), 131-40 (Eng). In rats intoxicated by the gas-
tric intubation of 0.5 ml. CCL/200 g., Ca®* conen. in liver mito-
chondria increased ~10-fold wathin 18-20 hrs.  However, i.p.
injected “Ca was not taken up by hepatic mitochendna in in-
toxicated rats as rapidly as th pormal animals. In vitro, hepatie
mitochondria from CCle-mmtoxicated rats dwd not show increased
Ca’ uptake, but Ca'* release induced by oxidatve phosphoryla-
tion uncouplers was greatly deereased,  Tiis sunpested that in
CCly intoxication, the balanee between ADP phocphorylation
and Ca uptake 1s shifted in favor of the lutter, thus contribut-
ing to the accumulation of Cu?* i mitochondna. DN
50595t Protective effects of alpha-tocopherol on the hepato-
toxicity of carbon tetrachloride: an electron microscope study.
Meldoles:, Jacopo (Inst. Pharmacol., Univ. Milan, Milau, Italy).
Exp. Mol. Patho!. 1968, (1), 141-7 (Enc).  The ora) adunnistri-
tion of 2.5 nl. /Ay, CClodahd, 1.2 wath i, porathin to rats produca)
severe hepatie lesions within 24 ira. However, hver damare was
marhedly reduced m rats Lps mjeetod with the hpued antwsad g,
a-tocoplierol sucetnate (120 mes ey, before GOl adosunieira-
tron,  This sugeested that hpwd peroadn, s the pomary mecha-
mism of CCu hepatotoneity. 27 refcrences. DDIN
505%6u  Distributicn and toxicity of aliphatic hydrocarbons in
body tissues.  Shuunev, B, I, (Varodav, Mud, Tnst, Yarasiad,
USSR). lurmakol, Teksikol, 1968, 3131, 3600 3 (Russ). Gas
chromator. was usced to study the detribution of 6 volatile hy-
drocarbone in the mouse and rat bedy tissnee,  The valutile
hydrocarban content of the brven amd voapeeess e o0 )
Was suntan, but toe eved SR UIe Taliy ey was et ey
higher than i the brain, ner, Redneys, or spleen, Jhoty Wis
paralic] between the tosiony and oetine corcbial doncit. of jwoe
prenc, devinyl, and isobutyiene, bat not of butane, 2-nietin Ipent-
l-cne, or 2-niethylpent-2-ene.  The divinyl conen. was hiolier in
the medulla oblongata than in the cerebeilum or cerebral cortex.
BJIR
50597v Some biochemical changes in animals following acute
polyethylene polyamine poisoning.  Soloumskaya, L. A, (Nauch.»

AUTTEEN ST R TR Py

’

Voded, Inst, Onbiol,, Leniwerad, VSKSRY. Farmabal. 7ol
funi, S, il D oiKnss). Paly cthylene puilyatnne (P v
Lo selonn deneed e aa pate ol misee mieteasasd the Lo
prave e ol e and losanitoee schivite ., deeseasng
Iy gl lustatane Jevels w the bhsal el onaos of
prousoned animals, The pathel. disturbances observed m n
und rats with acite polycthylenc polyamine poisoning miay
due to the increased oxidative deamination of endogenous any
with the consequent formation of aldelydes, N, and 15,0
B}
50598w Effect of niacin on phagocytogis in chronic trin:
toluene poisoning. Pidemskii, E. L.; Chukichev, E.
Mul'menko, A. M. (Petmn. Uaiv., Perin, USSR). Farma:
TYoksikpl. 1908, 31(3), 3650 (Russ). Triniirotoluene (T:.
administered orally at 30 wg./kg. daily for 6 days to rats |-
gressively decreased phagoeytosis.  Niacin administered sin
Lancously at ! mg./kg. s.c. prevented this decrease and even
creawd the phagocytic activity of the leukocytes to 1.5-tunes
leved in control rats. Bjjk

} 50509x Pathogenic effect of chronic exposure to vinyl chior;.

on rabbits. Vazn, A, N.; Plokhova, E. 1. (Inst. Gig. Tr. I'1.
zahol., Gorki, USSR). Fermaiol. Toksikol. 1968, 31(3), 3t
72 (Russ). In rabbits exposed to vinyl chloride (9-10 my
nir) for 4 hrs, duily for 5.5 months nltered g-waves (frequen.
=80 1iz.) appearcd on the eleetroencephalogram from the
terior bypothalamic muclei, and the potentinds of the antes
and posterior nuclel increased by 18-30 and 70-857%, resp., o
control values, Concomitant changes in the eardiovascular s
tem (brudycardia, arrhythmia, decreased voltage of the o
dividua! clectrocardiogram peaks or whole complexes, decrea-
duration of systole, increased arterial pressure, and retard.
blod flow) also oecurred. The functional ehanges mn the &
tenior and posterior hypothalamic nuelci may have a role in t!
pathogcuesis of toxic angioncurosis due to vinyl chloridc.BJ
' R
$0600r Brown FK. III. Administration of high dosgs t
rats and mice. Grasso, P,; Gaunt, I. F.; Halt, D. L.; Galber
L.; Batstone, Elizabeth ' (Brit. Ind. Biol. Res. Assoc., Carsha
ton, Engl.). Food Cosmel. Toxicol. 1968, 6(1), 1-1) (En.
Acutc oral toxicity studies with Brown FK gave LDy values =
g./kx. and 8 g./kg. in mice and rats, resp. The values for i
injection were 1.5-2 g./kg. in mice and 0.75-1.15 g./kg. in rat-
When repeated daily oral doses ranging from 0.1 to 2 g./kg. we:
given to rats, a precipitous wt. loss and a vacunolar myopat!.
of the heart and skeletal muscles accompanied by hpofusc
formation occurred with doses of 0.5 g./kg. and over. At t!
highest dose employed (2 g./kg.), thete was also hepatie centr
lobular ncerosis and remial tubular degeveration  Pretreatnicn
with antibiotics reduced the incidence of muscle lesions, K.
peated . inyeetion did not haveany cfivet on the hicart or skele:
muscle,  Oaly 2 of the § components of Brown Fi, 2,4-diannn
S-(p-sulfophenylazo)loluene (1) and  1,3-diaminosd-(p-suli .
phenylize)oenzene (11), produced muscle damage after repeate
orul doses of 0.0 g./kg. Comparable doses of mixts. contg. th
other compenents as well as I or 1I were considerably less tozie
After daily oral doses of 1 g./kg., muscle lesions were found :-
rats, rabbits, and guinea-pigs, but none were %een in nice ¢;
hamsters. The results suggest that the intestinal micoflora :
responsible for the breakdown of the components of Brown FL
to toxic preducts,  Variations between species and between an:
mals of the same species may be due to qual. and quant. du
ferences i the intestial microbial populatson, RCNTP
50601s Brown FK. 1V, Cytopathic effects of Brown Fo
on cardiac and skeletal muscle in the rat.  Grasso, P Muir, A\,
Gaolbery, L.; Batstone, Elizabeth (Brit, Ind. Biwol. Res, Assoc.,
Carshalton, Engl.). Foed Cosmet. Toxicol, 1968, 6(1), 13-1"
{(ug). Adminstration of 2 or 3 massive (1 g./kg.) oral do=
of Brown FK 1o rats mduced a myopathy in cardiac and skelet.
museles charactenized by mulople vacuoles ~1-2 x in dum
Ultrastructurally, thewe consimted of arcas of fibrillolysis, 2
fectmy mitially the A-band,  IHistoehem,, the myopathy w.
accampated by icmoderate inercrse inacrd phospliatase activin
amd by aloes of phosphorylase sctivity. Subsequently, complet
Jysis of the affected fibers ensued.  In the heart, lysis was fol
luwed by muacrophisge mmvasion and fibsoblastie proliferation
and s chelotal muscle, by rezeneration. The oceurrence o
Lipofusen i ansele fibers and momacrophages was scanty an
erratic. When Brown FRK was given n the dict at a level of 20,
fibrillolysis and an increase in the no. and electron . of 1y«
somes vias obwrved cltrastrociurally duning week 2-3 of
foaL Thosc CHanaes were accompaiicd by o anarked elovatae.
o hir-teciienn, demonstiadde acwd phosphiatase. Progres »
depesition of hipofusan was the prinepal pathological featur
dutm,: woeek 8- 12,0 Initial damoge to the A« and 1-Lands i ot
cardrie and skeletal muscle distinguishes the Brown FR myop
athy from that known to be produced by high doses of corls
costeroids, thyroxine, chloroguine, or plasinoad, from schenn:
damage and from muscie dumage resuiting from deprivation v
1, Ca, or Mg, Thye lysosomal changes and accumulation
lipofuscin are suggestive of primary lysosomal damage whic:
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slso: Matnmadem Pathobayseal Bosbionrtey, tection 12,
Ceny athesie of 1t mmmlalmbin. celb e - vcaem for
cnthesis prepaned from Jymph tenbe screo anmal veswele
'.‘ 1BH58). Finmgnochewr, saardies om Sadmonc b o, of
v e o spreeific poly-accliaaie 8
11; Sahmonella {(Sect, 2) 157901, Topuchems. anangvment
dewides in erythroeyte membrane  (Seet. 2} 18802h.

7 ranve study of reaction of heparin with hesammne calult

, 1 and lysoryme (Svet. 2) 18724c.  Ascorbic acil oxidase
.1 from different plant materinls (Scet. 3) 19004z, Eficct

© awmie prepti. on protein fractums of immumzed ammial
4 heet. 4) 19263p. Changes in body compn, during long-
_ yeeatment with cortisonc and apabolic steroids in asthmatic

L iy iSect, 4) 191881 Sunphfied hateh method for 1solation
, sycoproteins from normal asd pathological serums and
. iswet. 6) 194001, Biol. activities of polycleetrolytically
,¢ macromols. (Scet. B) 197110, Inmunocleetrophoretic
of antigenic components of Bacillus megaternun (Sect.
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covngeaa e et R P00 R S e ) Lot of b
Geann ol anidbewly e petle cact, $0) PG R ner g pra
tealy b netivity of spleen cello ol young anld smmaelogacally
woature  rabinty (sect, 11 20213d. Conticontetoasd-bisding
vhodntdin  dwebeomieary, phiveoidapy, and pliylogeny (Seer, 1))
200072, Drection o embiryo-guebie plobmhos o wsnm of
embrves gl fllieos oo dulanis Cieet, 1) 2005000 Come
poavative menmsncdalbn detas su s senon ttact, 1)
20178w.  Scusitivaty to samie Tungal ailergens durimy penicitln
pmoepn (Seer. 14) 20587d.  Role of histamine in production of
snnerhate reetions of wheal and angioneorotic type (Scet. 15)
20554p.  Effeet of somne ganghon-blocking prepns. on develop-
ot and course of anaphylactic shock (Scet. 15) 20830c.  In-
e nec of chlor micol in i reactions in rats (Scet. 15)
20506z Methadulogy and trends in study and prevention of air
geaduttion by ¢liem, allergens (Sect. 59) 15779p.  Auntigen with
nuchunide determinant (Sect. 63) 16099d. Fractionation of
swemficant quantitics of biol. active prepns. by prolonged pre-
parative paper electrophoresis (Seet, 2) 18711w.  Response of
Iy sphocytes tn penicilling comparison with skin tests and circu-
kit antibodies in man (Sect. 15) 20700s.
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14—TOXICOLOGY

. Y. k. TORKELSON

;-446q Chemical analysis of afiatoxin, R. Monacelli and
« M. Manzone (Inst. Super. Sanita, Rome).  un, Ist, Super.
o ds MPL 3, 3162001967 )(T1al). A review with 23 refer.
pu i, Antonio A. Rizzoli

s447r Toxicity of mercury wapor. G. A. Neville, Can.

vm, Educ. 3(1), 4-7(Q0967)(Eng). A review is given of Hg
s uity, covering its history, threshold limits, mode of absorp-
e and distribution, and treatments for Hg poiwnci:nn. a3
ey, A

:.M6s Fluorocarbon toxicity and biological action. J. Wes-
ev Chaytan, Jr. (E. 1. du Pont de Nemours and Co., Wilming.

. Iwl)., Fluorine Chem. Rev. 1(2), 197-252(1967XEns).
TVa eatensive review sutunarizes the known toxicology of the
tw eaalkanes, the fluoroalkencs, and the fluoropolvimers, and dis-

. wn vatious aspects of their biol. action. Much more in-
1 ¥atin is needed on the mechanism of action of these sub-
vomces.  Understanding their mode of action in relation to their
“u. constitution should be a governung factor in further in-
st tations of fluorocarbon toxicity, 87 references,

M. M. Judge

(8401 The efiect of fluorides on livestock, with particular
=‘rience to eattle.  James L. Shupe and Ernest W. Alther

~ Aer. Res, Serv., Logan, Utah). Handbuch Exp. Pharme-
f+ 2011), 307-54(19G6)(Eng). A review of the effects of
': ¢xies un sheep, swine, horses, turkeys, and, esp. cattle, The
““wts of fluorosis in cattle on tecth, bones, hair coat, skin,
“eney, soft tissue, kidney, liver, reproduétion, blood, placental
“""ﬂ". milk production, digestion, metabolistn, and cnzymes
ve discussed. A comprehensive guide for diagnosing and
*-staating fluorosis was given. B9 refcrences.
. Patricia W, Heenan
‘.::S_SDm The.mammnlian toxicology of organmic compounds

,"f'm“ fluorine. J. Wesley Clayton, Jr. HHandbuck Exp.
Lt '_“"‘“1: 20(1), 439-500(1066)(Enk). A review of mam-
N toxicology, history, and uses of fluorecarbons, including
“-.ﬂlssmn of the toaentugy of fluoroalkanes, fluorocyclo-

$400, fluorealkenes, fluorvaleohol, and  fQuoroaromatic
n (_n'l\-. ther acute and chronie ihalation tovicities, acute oral,

+ 91 eye toxicities, and their bwol. activities. 72 references.
FSTTem X Patricin W. Heenan
R Botulism.  Anton Skulberg (For-kningsutvalget
. :'"‘\"-. Oslo, Norway). Norsk Pelsdyrblad 41(8), 259-61
P rwer), A review of the subject in connection with
o ‘i'%‘s of posoming of mink m Telenark, Norway, due to
Maum] botydsnsm toany in the mink feed.

ws Valborg Ascheliy
" “,'P .BM‘uhsx]\ in mink.,  Stemar Jhanee, Anton Skulberg,
. “;,('""‘ {Norpes Vetermaerhoeusknle, Oso, Norway),
oy Debsdyrblad 41018), 510-1101967 )(Norueg). A review
o, '”'lh)'ﬁ I conneetion with the recent cases of poisoning m

' \ps with (,Ilmtn‘llmm botulcm in Felewiark and Aust-
. ,_‘.;ﬁ"’“-'})'- As mink is an aninul very senatve to O
v, vacomtion of the puppics <houbld be reeom-
v prophvlietie means, Viadior2 Acchiehon
{.‘ inert tenm cheical danger. Guoraos Lo Lioan
raly Panisgy, fharm, Froo 1967005, 1aa LT
“ :lf ¥iven of the hazards of exploeun, poisoning, eie.,

. '“"\"\' the precautions that should be taken wgainst shem.

YT ,; - .. George M. Hockmg
e “c:.\llotoxlcny of lnncholxqesterase agents. An:
gy C'lun‘ of varwus centrally acting druys.  G. Bignawmi

-+ Latty (Ist, Super, Sanita, Romne).  Proc. Enr. Soc.

4

ty

Study Drug Tozicity 8, 93-106(1967)(Eng). The report sumn-
marizes the behaviora) effects of anticholiiesterases, and evalu-
ates the usefulness of behavioral methads for toxiculogical in-
vestigations with Para-oxon, parathion, Chlorthion, Systox
phosphamide, physostigiine, and galanthamine. ;5 xg:ftéx:n_ces.
. 8. Sarin
20555s Neurotoxic side effects of certain organophosphorus
compounds. W. N. Akiridge and J, M. Barnes (Med. Council
Labs., Carshalton, Engl.). Proc. Eur. Soc. Study Drug Texicity
8, 162-8(19G7)(Eng). A review of delayed neurotoxic effects
of some orgunophosphorous anticholinesterases. 20 references.
Jenifer A. Edwards
20556t Biochemical and physiological causes of the toxicity
of alcohol. Kyszard Wiktor Schramm and Halina Schrammowa
{Univ, A, Mickicwicza, Poznan, Doland).  Psychiat, Pel. 1(3),
343-7019G7 ) (Pal). A review with 47 references. Y. Pomeranz
20557u  In vivo deiodination of Rose Bengal-*'l in rats after
administration of CCL. . Bergner (Humboldt-Univ,, Berlm).
Acta Biol, Med. Ger. 16, 204-9(1966)(Ger).  About double the
amt. of Wllabeled Rose Bengal was deiodinated in vivo in
rats intoxicated by 0.1 ml. CClL/100 g. as compated with eon-
trols, With a protein-free diet, the effect was smaller and
eould not be detected after 6 days. From CZ 1967(30), Abstr.
No. 1564, MZICR
20558v Efect of acute and chronic hepatitis and of fatty liver
degeneration on erythropoiesis. B. Sam, 5. V. Kirilina, Sh.
Dan, and L. Oros. .lcta Conv. Aed. [nmiermae Hung., 3vd.,
Budapest 1065, 923-8(Russ). Rabbits were orally given 3 doses
of 0.25 my. CCL/kr. and then ian. 3 doses of 15 myg. phenyl-
hydrazine (I)/kg. Conscquently, plasma enzymes (alk. phos-
phatase, aldolase, glutamic-oxalacetic transaminase) increascd,
but erythrocyte enzymes did not change or slightly decrcased.
After a few days, serum enzymes normalized and administration
of 1 did not further alter their level, At the same time, erythro-
cyte enzymes increased in activity due to I and the increase was
correlated with the no. of reticulocytes.  Later, these enzymes
pormalized as well, with the exception of glugose-G-phosphate
dehydrogense and aldoliase, whose inerease outlasted normalizas
tion of the reticulocytes, indicating the presence of a laree no.
of young erythrocytes in the peripheral blood. These changes
were similar to those in erythroeyte enzymes in animals given
only I without CCly; it is concluded, therefore, that a shghbt
acute injury to the liver does not affeet ervtiropoiesis,  Chronie
mjury decreases erythroeyte survival time and  accelerates
erythropoiesis, M. Kalub
2055%9w  oisoning with ofganic mercury compounds in the
Niigata prefecture alony the Apano niver. 1. Detection of
methylmercury compounds in hair of patients by gas ¢chromatog-
raphy. Yukio Takizawzie and Takao Kosaka Fak,, (Med.
Ly, Nugata, Japan). .leta Med. Biol. (Niigata) 14(3), 153-01
(1966 )(Ger). Euht patients exhibited pooning attnbutable to
opganomercury compds. Hatr from the patients was treated
with detergent, water, HCL CHCLy, and dithizone bdore anal.
by yas chromatog. was earried nut with a Stumazu GC-1C app.
with vicetrun eapture detvetor 1ECD-IAY with the conditions:
cojumn 1.3 nt,, tuner diun. apprex. 3 man; column temp,
1-5°, 15 or 25, dicthylene glyveol sucemate on GU-80 miesh
Siunnalite; N earrier xas at 35 wl,nun.; detcetor temp. 200°%;
sample size 0.3 ul.  Sepn. of methyl-, ethyl-, and butyimercury
chiurides was achieved with the ECD-IA detector, but not by
fluwme ionization. D. 8. Plaut

itation of subtle tozicity «f certain plastic
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axidu, of DENH whieh realis fooon ako, aetabalian aulabits
osidn, of Tty acxds, acetyl-Col generatwm, and suberuently
plucomengeness,  2avierenee FI RN
10992 Deterpination of the tloxicily of gquerchmeritrin, its
aglucone, and the amount of favonoide obtrincd {rom cotton
flowers. 1. K. Tuniyant. aml L. A, El'kmd CFashhentok.
Cros, Medinst., Tashkent),  foukl, Akad, Nauk Uzh. SSK 24
(8), H0-VOI9GT M Ruws),  “The tosieaties of gqueresbm 7-ploenwle
(1), its aglucome quercetin (1), and flavonouds (111) estd, from
cotton flower (1US-F) were studiced in 5 groups of 6 unee.  Vrepns,
were given perorafly in 1l of distd. water daily for 12 days,
11 was adimstered in o dose of 1 g/ kg, bady wto, doses of 1
and 11 were not given. The av. increase it wi. was detd,
Then the animals were decapitated and internal orzans were
studicd Instol.  No morphological chanyes were noted i the
brain, lungs, heart, stomach, pancreas, liver, kidueys, adrenal
glands, and gonads of animals admmistered 1, 11, or 111, eaeept
protein dystrophy observed in the liver and adrenal glind cortex
ronc of sume exptl. as well as eontrol animnals. F. Vitek
1700u  Effect of small concentrations of thiophene and chloro-
isocyanates on the ascorbic acid conient in rat organs.  N. N.
Pushkina, 1. A. Zibireva, and Sh. & Khikmatullaeva (Inst.
Obshch. Kommun. Gig. im. Sysina, Moscow). Gig. Sanil.
32(10), 103-5(19G7)(Russ). Inhalation of thiophene (8 or 20
mg./mJ3), p-chlorophenylisocyanate (0.03- mg./m.3}, or wm-
chlorophenylisocyanate (0.} mg./m.?) by rats over au BO-day
period decrcased the adrenal, kidney, liver, and brain ascorbie
acid (vitamnin C) levels. This decrease was accompanicd by
dechydroascorbic acid and diketogulonic acid aecumulation
in the liver and iuercased urinary excretion of 17-keto ne‘rﬁi?ls{.
170iv  An experimental study in dogs on the usefulness of
Wnannitol, fursemide, and methyl phenidate in phenobarbital
intoxication. S. \'. Gokhale, K. K. Gudibanda, D. G. Patd,
and U. K. Sheth (Seth G, 8. Med. Coll., Bombuay). Indian
J. Med, Res. 55(10), 1107-20019G7 ) Eng).  Acute intoxication
by phenolarbital (I) (100 ing./ke., i.p.) was studicd in dogs.
One hr. after 1, jov, infusion of 20/, mannitol (11} (375 ml. in
110-30 min.) or i.v. injcction of fursemide (II1) (20 mg.} in-
«reased the I exeretion to 13.58%, and 5.89,, resp., as compared
to 1.78% of the injected dose in controls, A combinution of 11
and Il did not act synergistically. 11 (20°;) in 3 infusions of
375 ml. interspersed with notonic sahme (500 m},) ciused an
excretion of 1 of 47.7%5. Sahne alonce was less eflective than I
Methyl phenidate, 10 mg./ky. iv, 1, 3, and & hrs, after 1 in-
crcased the urnary exeretion to 5.29,,  Tlhis was thought to be
due to high blood pressure and hyperventilation produced by
mcethyl phenidate. 27 references. FHJN
1702w Toxicity of dimethyl sulfoxide (DMSQ) to fish,
‘Wayne A. Willlord (Bur. of Sport Fisheries & Wikilife, la
Crosse, Wis.). lnvest. Fish, Contr. No, 20, 8 pp.(1967 ) (Eng).
Toxicities of DMSO to rainbow trout, brook trout, lake trout,
«carp, black bullhcad, channel catfish, green sunfish, bluegill
and yellow porch were detd. in 24-, 48-, and $#0-hr, static bivassays
at 12°  Toawity was observed around 30 parts/thousand and
‘was not seriously affected by water quality, although increased
temp. increased the toxicity te rainbow trout. A prelimmmary
. test jndicated that DMSO has httle effect on the toxiaity of
antimyein to blucgill. . 8. Allen
1703x  Accidental organic phosphorus poisoning: the use of
propranolol to counteract vagolytic cardiac effects of atropine.
A. Valero and D. Golan (Med, Dept. B, Rambam Govt. Hosp.,
Haifa), Israel J. Med. Scio 3(4), 58241967 Eng). The
shortening of the tune for coronary filling caused by the excessive
Rachycardin resulting from atropine adminsstration after org, P
‘poisoning has serious deleterious effects on the heart m the
‘presence of hypoxua.  The patient, 0 youuy healthy woma,
demonstrated cleetrocirdiogron chanees after one day of snus
Tachycardia at 150-180 beats i, Shartly after myectiony ol 5
ang. of propranolal, the electrocardionram reverted to normal.,
This proccdure was extremely safe, evon m the presenee of heart
discise. Independent of the slowmy of the heart rate iy
thought that propranehol also hies specitie antrarrhythnne action,
making Gos dowg dually beneficial i connteractsue the vinoly tie
effects of atropine and m guarding wramst ventrienlar ibnllation,
Mubhioud A Fayez
1704y Organic phosphate intexication. Wendell L., Fair-
banks and Kenneth C. HofMman,  Neho Staee Med. T, 5208,
JTE-01007 53500, N discusaven of 200 0 Yo
potsoning, cmphiasizme the ole of cholnu ater s i foestange
and of atropine and the exime drugs i treattuent. The miecing-
nism of toxicity and the rationale of treatmen: are detbed.
Witham F. Bruee
17051 Histelogical and histochemical aspects of the morpho-
logic alterations in the heart muscle caused by alcoholic .
toxication, V, I. Vakovieva (Nuuch.-Jssled, Inst. Sudebno
Med., Moscow). Sudebno-Med. Eksperiica, Min, Zdraveokhr.
SSSK 10(3), 25-30(1967)(Russ). Morphologieal  alteratious
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4in the heart muscle of 8 persons who had died from ale. int suca-
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S sl 16 persans whao had ) fromg athenmseleronis gl al
muakcation (2 3%, od, om the blod) were stahed histol, ane
histichicm.  An nercased size and wi, of the heart caused by .
complea of pathol. processes was noted in persons with al,
intoxicaten, .\ dantaged  permcability of blowd vessels e
stromal wdema comneeted with the secumulation of acid muen
polysacchafides, pratein, and fatty myocurdinm dystrophy wer,
ulrarven], N, Mastabir
17062 Toxicity profiles of vinyl and polyolefinic plastics and
their additives. Wallace L. Guess and 8ol Haberman (Coll.
of Pharm., Univ. of Texas, Austiu). Tech. Fap. Rep. Tech.
Conf., Soc. Plust. Eng., N.Y, Serl. 1967(Sept.), 15-23(Eng)
Plasties were hinplantal into rabbit muscle tissue by eutum,
slivers of plastics into seetions 1 mm, X 1 em. These sliver.
were placed in @ hypodermic needle and inserted into the para-
vertebral muscle of anesthetized rubbits, One weck later the
rabbits were sacrificed and the implantation sites examd. for
evidence of a histopathol, tissue roaction around the plastics,
A cell culture technique was also msed (C4 62:9672¢; 63: 16545¢).
Exts. of plastics were prepd. by estg. for 24 hrs. in a Soxhict
app. using 857, EtOH; the ale. was runoved by gentie heat
vacuo and the residue was reconstituted with mormal saline,
These exts. were then evaluated by monse i.p. injection, rabbit
intraderminl injection, cell culture techniques, and hemolysis
lability to a 267 suspension of washed red blood cells, Ale.
extns, of one of the polyvinyl chloride (PVC) resins revealed
that the supposedly pure P'C resin contained an av. of 3.59;
extractable material, which appeared to be a waxy-like semi-
solid material. Some of this material was pushed through 2
newdle into the muscle of & rabbit and gave visible necrosis and
microscopic cosinophilia after 1 week. Two diffcrent lots of
PV'C resin contained toxic material which was leachable into a
biol. system and an extreme eosinophilic  response was noted.
A large group of chem. agents (17 phthalates, & scbacates, 6
adipatés, 7 citrates, and § miscelluneous compds.) currently
being used or having potential use in various plustics formuia-
tions were investigated for toxic potential. As a group, the
stabilizers showed the greatest degree of toxicity and il these
were used in conjunction with a plasticizer in a plastics forimula-
tion, the toxic potential way greatly increased due to an increased
opportunity to migrate from the plasties. M. M. Fetkovich
17070 Changes in resistance to acids of erythrocytes during
poisoning by some industrial poisons. M. G. Polyak, P. A.
Balander, V. N, Fedyanina, aud T. }. Nevolina (Nauch.-Issled.
Sanit. Inst., Novosibirsk), Vep. Biofiz., Biokhim, Pailol.
FEritrotsitov, Akad. Nauk SSSR, Sib. Oud., I'nst. Fiz. 1967, 173-4
(Rus<). The effect of mesidine (I), dichloroisobutylene (II),
and dioxydiphenylpropane (III) on erythrocytes was tested in
80 rats and 28 rabbits. After I inhalation of ¢oncns. of 1.8—.7
mg. /1., tloseto the LD, the no. of erythrocytes was not afiected,
but methemoglobin increased by 3-59%,; this incteasc, neverthe.
less, was not correlated with the scverity of poisoning. In
rabbits chronieally poisnned with 0.01 mg. I/1., reduced gluta-
thione in the blood inercased after 4 months, whereas lower doses
of 1 were without effeet on its level. Acid resistance of the
erythrocytes showed a left shilt after poisoning with 0.001 mg.
I/1.; alter 0.01 mg./l. shifts both to the left and to the right
occurred. Il caused injury to the liver and was more toxic than
CCli: 3 mg./l. eaused hemolysis in rats, their erythroeyte no.
decreased from 8.3 to 5.8 X 10¢/mmm.? and Hb dcetreased from
14.8t0 9.0 g. . At the same time, reticulocytes increased from
460 to 708 X 10¥/mm.}? Chances on crythrograms of ruts
chronieally intoxicated with 0.6 mg. II/L for 3-5 wecks were
similar to the changes after aeute poisoning, but the no. of
erythrocytes, reticulocytes, and the concn, of Hb did not differ
from intact animals,  III had ¢ffects similar to phenol; erythro-
grivns normahizad within 20 days. Crystn, of pative Ih oe-
curied i the erythrocytes of rats poisoned with Il or I11,
M. Kalab
1708¢ Glucuronide formation in cases of toxic liver damage.
K. Beek, H. AL Kuehu, and B, Nouraie (Med. Univ,, Freiburg/
Rr., Ger)o ddota Hepato-Spdenol, 14(0),  URO-O1(10GT )(Ger)
Rabhits were poraoned either with o sangle soe, injection of 1.0
ml. CCOl- ke of bealy wi,, 3 ml CCL-ke. of batlly wi, ench
Ard day 6 times, o otal of 40 ml, CClyover a Jong penod of time,
or with daily s.c. injections of 0.4 ml. 57 ag. aliyl ale. (1) solu,/
ke, bady wt. for 23 days to test the Liver capacity of glucuronide
(I synthesis.  The rise of plasina Heglicuronic acid (1D 45w ¥
L~ the urinary exerction of T adcer londmyg awith 1w, Noaeo
p-aminoplicno] showed that the mas, blood levels were renelicd
only after 3 hrs. (n normal animals after 1 hr.), while the total
inercase was also ennsiderably lower than in normal animads
with a eoncomitant delayed urinary excretion of 111, The dis-
turbances of the I synthesis are not as marked in cascs of sulye
acute poisoning, while in chronie poisoning (CCL cirrhoss)
only a shift of the max. to the 2ud hr. was observed.  Poisoning
with I produced. no significant influence on 11 synthesis,  These
results confirm findings 1n humans in which a distutbance of 11
formation (after loading with mentho!) only occurs in cases with
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T. R. TORKELSON

74452k A simple apparatus for the estimation of snme gascous
or volatile toxins, 11, L. Boitean and CL Mousaem (Fae. Muod,
Pharm., Nantes, France). Jduw. Bl Chu, (Pansy 25(1-2),
215-27(1967)Fr). The app. is made up of 2 compariments cou-
nected through a glass stopper,  The first one, of known vol.
{(approx. 100 ml.) contains the sample to be analyzed. The
second one (approx. 10 nl.) contains the reasents used in the
detn, By connccting the 2 eontaitiers, the reactnan can proceed
and the detn, earried ont colorimetrically or volumetrieally.
With this app., CO, CO,, N;0,, HCXN, and tnchlorocthylene
were detd, within the limits of the sensitivity of the specific detn.
. Rene Evard
74453j Poison chamber and 2 setup for creating constant
wapor concenirations under dynamic conditions. N. Sh.
Vol'berg and A. A. Golubev (Inst. hd. Hyg, Prof. Diseases,
Leningrad)., Gig. Tr. I'raf. Zabol. 10012, 40 SO01966)(Russ).
A chamber is deseribed which contains smuldl flasks for individual
mice. The flasks arc supplied with glass capillaries to ensure
const. flow of poison-coniy. gas. This app. was suggested for
poisuning mice with halosilanes. To avoid halosilanes decompn.
with moisture, air was dried in a column of silica gel and then on
zeolite NaA (mol. sieve). lnlet of toxic fluid terminates on an
elce. heated coil, where the tluid evaps., and enters the air stream.
Miloslav Kalab
74454k Toxicity studies of latex rubber and eoft poly(vinyl
chloride) as tubing materials, Comparison between in vitro
tests and results of prolonged administration to rats. L. H.
Eklund, C. A. Grant, and V. Willners (Kgl. Farm. Inst,,
8tockholm).  Acte Pharm. Suecica 2(5), 349-56(1965)Eng).
A comparison has Leen made between in vitro and in vivo proper-
tics of water exts, of lates and poly(vinyl chloride) products.
Sixty rats were injected 1 ml./100 g. of body wt, i.p. for 12
weeks, Hematological, liver and kidney tests, and pathol.
examus, were carried out. At the end of the study, no appreei-
able dificrences from the control animals were observed. The
value of in vitro 1ests as a relevant parameter of toxicity of
polymer products is diseussed, RCTT
74455m  Alterations in microsomal elcctron transport, oxida-
tive N-demethylation, and szo-dye cleavage in carbon tetra-
thloride and dimethylnitrosamine-induced liver injury. E., A.
Smuckler, E. Arthenius, and T. Hultin (Wenner-Gren Inst.
Exptl. Binl.,, Stockhalm). Biochem. J. 103(1), 53-64(1067)
(Eng). The eficct of administration of CCly and dimethyl-
nitrosamine in vivo on hepatic microsomal function related to
drug metabolisii was measured.  The eapacity of isolated micro-
soines to demethylate dimethylaniline was diminished during the
15t hr. after CCl, poisouing and during the 2nd hr, after dimethyl-
nitrosamine poisoning.  Thercalter the microsomes from CCle-
poisoned livers showed a continuous decline in actyvity so that at
24 hrs. there was little residual capacity to undertake demethyla-
tion. Microsomes from dimethylnitrosamine-poisoned animals
were not different from controls at 24 hrs. During the first 3
hrs. there was a transicnt rise in the accummlation of the N-oxide
intermediate in CCli-poisoned livers, with 2 subsequent fall to
below control values. In dimethylnitrosamine poisoning there
was o parallel decrease in N-oxide accumulation with decreased
demethylation.  In the Ltter part of the first 24 brs., the ratioof
N-oxide accumulation to demethylation was increased m both
instances. At 2 hrs. after poisoming with either compd., there
was 1o evidence of altered NADPH-dependent ueatetrazolm
redn, or lipid perovidn,  NADDPH-dependent azo-dye elenvave
was deercused, There was no difference in microsomal cyto-
chromie by content, but there was a decrease in the amt, of eyto-
c¢hrome P-430. This latter change was correlated with the
decreased eapacity for NADPH-dependent oxidative demethyla-
tion. It is supgested that dimethylmtrosamine is assocd. with
a defect in microsomal NADPH-dependent electron transport at
the level of cytoehrome P-4, In addn, to affecting evtochrome
Poain, CCL o assoedls with o 2od severe Dock involving the
reiva~e of fonaaldihyde from the Mol piloancdne,
RCIG
74456n The effect of the aflatoxins By, G, and G: on pratein
and nuclcic acid syathesis in rat liver. - Janct 1, Cliford, K R.
Rees, and M. Elizabeth M. Stevens «Umv, Coll. Hasp. Med.
School, London). Biockem. J. 103, 238-61010570Eng). A
comparison lias been made of the differenee spectra obtained by
causing various aflatoning (By, ¢y, and G;) 10 interact with calf
thymus DNA,  The effect of these toxins on RNA and protein

. . synthesis by rat liver slices has been measured,  The extent of
i 15T |

their snhibitory action on the synthetie roactions war proportional
L B T . . .

el T e b G s et e e ey with

-hydroxylatiou.
Cadlrena) glands was alrerved wnder these condition |

DNA. It is proposed that their toxieity depends o,
actiog, It was demonstrated that the RN\ .
nucleoli isolated from the livers of ufhatoxin Bepusia,,.
inhibited. This finding is in agreement with ¢,
mechanism for the hepatotoxic action of aflatoan.
74457p Efiect of pretreatment with polycyclic k- .-
on the metabolism of dimethylbenzanthracene-12.1( :
and other tissues. I*. 11, Jellinck and Barbara ¢
British Columbia, Vancwsver, Cun.). DBiodhen:,
16(1), 131-41(1967)(Eng). FPreucatment of ruty o
polycylic  hydrocarbons  (3-methylcholantbrene, .
anthracene, benzo(a)pyrene, anthracene, phenani-,
naphthalene) alters the metabolisin of 7,12-dim.:.
anthracene (DMBA) by hepatic tissue from side-o!
No change i the moetabolism of DAt

hydroxylated metabolite of the carcinogen win fore,
tissuc, It is suggested that protection by arumatic bty
against DMBA-induced adrenal necrosis is achicved by -

the yield of the 7-hydroxymethyl deriv. of DMBA . -

‘This product, rather than the unchanged earcinogen, i
the proximal neerotie agent by virtue of its structural 1.
to the adrenocortical steroids. The ¢ytotoxic ¢ .
adrenals may be due to damage of cellular men.i-
release of lysosomal enzymes, 24 references.

74458q Metabolism of chloroethanol in the rat
Johuson (Med. Res, Council Labs., Carshalton, Fn.’

chem. Pharmacol. 16(1), 185-083(1967}Eng). Wl

cthanol is given orally to rats, liver GSH (reduced o
is rapidly depleted and S-(carboxymethyllutathion.
Release of ¥CY - from chilorocthanol-¥ €l has been studu
and shown to require stoichiometric amts, of GSH (1 :
NAD (2 moles), S8-(Carboxymethyl)glutathione -
identified as the product in vitro, Ethano! inhibits ti
of GSH in vivo and release of ¥Cl~ in vitro, Chlur.
readily dehydrogenated in vitro by purified yeast and ..
ale, debydroyemses,  The route from chlorocthanod -
borymethyl)ylutathione has Leen studied in vitrs,
methyl)¢lutathione is degraded by kidncy homogenate
glutamic acid, and S-(carboxymethyl)eysteine. =
metabolism of the latter compd. is discussed. It 1~
that the toxicity of chlorocthanol is due to its con
ehloroacetaldehyde in vive,

74459r The effect of carbon tetrachloride on rat §
somes. David H. Alpers and Kuru J. Isselbacher

Med. School, Boston, Mass.). Biochim, Biophvs. -i -

33~12(1967)(Eng). The efleets of CCly on 1solatued
and rat liver slices were examd. “The addn, of CClit
lysosomes causcd the release of S-glucuronidase, ac.
tase, and acid R Nase activity. The release occurre:’
lag period and was lincar. In addn,, the rate of &
dependent on the CCly conen.  CCly added to hver =
a redistribution of the lysosomal enzyme activity “u
greater percent was found in the supernatant vs. the |
fraction. Under these conditions leucine-4C incorp -
protein was inhibited, The effcets on lysosomal enzy
leueme incorporation were rowghily comparihile for .
of CCh. Studies of the kineties of these ehanes 1o
to be lincar and to occur without any detectabh -
Lysosomes were isolated by 2 dufferent methands, s
peronidn, occurred to a muel greater extent in one Y
pared with the other, Despite this difference, Cv.
comparable release of lysosomal enzyine activity in 1;“
Furthermore, in neither lysosomal fraction did €t
lipid peroxadn. at a time when its effect on enzyme
mav, 32 references,

74460 Veterinary toxicology, to make a diagnosv
Ruck and Virgima Marehall tlowa State Umiv., V0
Mgt Undel Vonl 28710, T-901600 (P, o
chiem, toxicants and therr dimosis in veten i
discussed. Muars

74461k Histochemical enzyme levels in expernt
girrthosis, T. Ta-hev, L. Krustev, and L. Bl
Inst. Khranene, Bulgar. Akad. Nawk 3, 20-3% 0
Lxptl, liver cirrhiosis was induced in rats by daily -
injection of CCl, (0,05 wl.) during 3 montha, Alk.
was neg. in normdl hver parenchyma and bile do
strongly pos. i hepatic cells of cirthotic arcas.
changes were observed with acid phosphatase; 1t
dearraced in half of the eaptl, anpuals with fiver cu?
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..\;;lo;:y (Hoppe) 63912g. _lnh:bltion of tuh_urnphyllm |l|_'.ﬂ\'s. HEAT I
‘Iations  complement activities aud anaphylactic reaction (St ) 04140,
~tiation Effect of k_a Cu_ci‘x.l.nnmhyllm as complemient inkibitor on ;\_ll...
‘MH graft reaction (Fujii) 64141s. _Eflect of lnuran tazathiopting )
- on susceptibility of puinea pis Lo allergic encephalomyelin.
(Ficld) 64064u.  Elucidation of stmcture of Vi-intigen isabated
vion 12, from (Esehcrichin coli) 596/38 (Jeyns) 057858, Efvct of
asomes  chluroprene on immunolopic reactivity of urpanisin in persany
. Dif- waccinated azainst typhoid fever (Mikaelyun) 566582,  Anulyws
61944v, of the erystal antiseus of Bacillus thuringicnsis by gel diffusion
nuitary  (Fendletan) 62794k, Interferon and intericran-like substances—
ee in present state of sowearch (Lackovic) 62728q.
G2210q. Patent: Allergen prepns. (Akticholiyg Cernelle ) 538845h,
—~TOXICOLOGY
T. R. TORKELSON -
logy to crease in that of meutral lipids were observed in mitochondria
pounds; from alc..fod rats, compared with controls. The compn. of
larseille, the phospholipid Iraction was nearly identical in the 2 groups
ammun., of animals. 22 references. BX]JN
L review 63866v  Diuretic therapy of acute intoxication with hypuotics.
roperties G. A. Krueger (Evangelischen Krankenhaused, Muelhcim,
. Colas Ger.). Anaesthetist 16(2), 40=1(1967)(Ger). Furosemide (20
v water. mg.), injected i.v. into patients with barbiturate intoxication
1), Ge:z, and added to running infusions dependent on the progress of
present  the cuse (an av, of 20wy /1000 i), was an eflective therapeutic
s babies.  mceasure against the intoxication. The drug was casily ade
bacteria  ministered and could be safely used in case of dinbetes or com-
drates  plications caused by depression of cardiae, circulatory, or liver
on functions. It considerably reduced the time of unconsciousness
'~ and hospital treatment. Circulatory analeptics, particularly
. atzko cthyldiphenylpropenminine, were effectively used in cases of
tions of hypotension in erder to reestablish normal blood pressure values.
Lstances. 46 references. BKJG
tlizengart 63867w Electroencephalographic changes in chronic poisoning
{r. Prof. with trichloroethylene, K. Schwarizova (Karlova Univ,,
- original Plzen, Czech.). Cesk. Newrol. 29(6), 360-77(196)(Czech).
ylamine, Examns, of 78 persons, exposed for 7.5 years on the av., re-
jtan on  vealed insufficient mental relaxation, lowered vigility, and dis-
ture and turbance of the e rhythm (on the border of abmormality) in
iot hypo-  46.19,, small focal Icsions and few syuchronous @ waves (lizht
extent of abnormality) in 5.1 ¢, and frequent disperse or diffuse 8 waves
reported.  with synchronous exacerbations vr focally accentuated (maderate
Kalab abnormality) in 34.57/, of the cases. L. J. Urbamk
‘yamina- 63868x Depression of potentinl myocardial contractility
J. Nutr. wsccompanying chronic ethyl alcohol administration. Jjoln
A review  Elwood Maines, 111 (Tuline Univ., New Orcans, Lo, U
the signs  Microfilms (Ann Arbor, Mich.), Order No. 66-10,767, R pp.;
vrineiples  Diss. Abstr. B 27(5), 1551-2(1966)(Eng). SNDC
tcia were 63869y Subacute toxicity of ether extracts of PVC. 5.
I'ne chief Homrowski, H. Pickacz, and H, Mazur (Staatliches Inst.
«d other Hyg., Warsaw), Ernachrungsforschung 11(3), 308-402(1960)
~available  {(Ger). Toxicity asscssments of HaOxfree Er0-entd. plates of o
* carboxy  poly(vinyl ehloride) (PVC) plastic {consisting of PV C 80,5, Pala-
.ivs. have tinol AH (dioctyl phthalate) as plasticizer 7, Advastab 17V
ihyrism  (S-contg. org. dibutyl Sn compd.) as stabilizer 1.0, Advawax
~ching in 360 as lubricant (L3, and TiQ, as picment 2.0¢ ) were carried out
meron by thin-layer chromatography of bluod specimens obtained
iham B. periodically from Wistar rats of both senes with starting wts.
-« Ames).  of 100-125g. Inaddn. to a standard dict, by means of a stomach
‘osis and  tube, 60 aniials reccived T oor 100 i PVC extl kg, bady wt/
vare dis-  dayasz 0.3 0r 30.0¢, suspension, resp., in olive oil, tor 3 months,
acohson and 10 of these animals recetved [ g, undild. PVC ext. k. bady
us {Texas  wt./day throughout the 3th month.  All exptl. anituals exhibited
ei. 18(4), normal behavior, appearunce, und eatmy habits: body wt. gamn-
poisonous  and blood-constituent values were sinmlar to those of olive ui}-
les, fungi.  treated control animals.  No significant macro- er microscopic
Numerous  lesions of liver, spleen, kidneys, or stomach were reveated follow-
AP ing removal alter sacnifice of anicnds by 0 rareosis, with the
IO enceplion ek stan dacaady s Gideant pver onbe oo ene et

lcohol

vi L.
Seand,
ong-term

»disin and
«chenlrinl
wetabuolism
Bomignifi-
- slight in.

2870 heavier than for controls) amons annnels e s e
do-es of ext.  Only about 23 » of the total content ni non-i's v
contg. plastic constituents was extd. by the Et:0, of which ",
was plasticizer and 3°7. stabilizer; it was assumed that the other
795 consisted of the lubricant, since the pigment is practically
insol. in £1,0, On the basis of reports, the plasticizer and tunn-
cant, both with an LDy range of 53-33 ¢./kg. boty wt., wert
practically nunpoisnnous, whereas the LDy value for the :m!,ul-
izer was 500~600 mg./kg. body wt., indicating that any tosicit)

’ P

LA |
/.3
eyilent beploctie v exts, was due G0 the stabilizer,  Dhes ol Yy
aved WORD e PV et A deady Wil whieh eonequenied (o
abwant S 00 stabiabizer fk. Smady Wi, sespa, bl g et
any sdverse reactions; the heavier wi of the Jiver, as a resalt of
fo iz of s Bliasd vecwds, was eonsidered 1o e evidenee of
an enbaneed setivity of this orga in handhng the inereased aing.
ol et emitent, Ray Solk
638705  Hepatotrupic action of N-méthylformamide. V. N,
vasil'eva and T, M. Sukharevskaya (Inst. Ind. Hyg. Prof.
Discascs, Moscow), Gip. Tr. Prot, Zabol. 10(12), 53-4(1966)
(Russ). A ease history is presented of a person who drank 50
ml. of N-methyliormamide: even after washing the stomach wirh
water, acule injury 1o the liver developed, sccompanied by
proconvertin (1) decrcase (by 24%) in the blood and increase of
plasma fibrinogen 10 910 mg. %.. I normalized more slowly than
any other biochem, index. Miloslav Kal.bh
63871t Toxicity of 'rhuulodinihile and tetrachlorophthalodi-
nitrile. 1. Acute toxicity in mice., Hiroshi Yoshikawa and
Kiyoyuki Kawai (Nat. Inst. Ind. Health, Kawasaki). Ind.
Hralth {(Kawnsaki, Japan) 4(1-2), H=1501966)(Fne). Five to
30 min, after intraperitoneal, sultutancous, or oral administga-
tivn of o-phthalodinitrile {1), mice had generalized convualsion
tasting 10~-16 se¢.  The convulsive sttacks were repeated several
times with 30-00 sce. intervals and death occurred within & hrs.
Upon administration of the meta isomer of I, convulsions wers Jess
marked and animals receiving the para isomer showed only weak.
ness.  The resp, LDuvaluesof o-, m-, and p-I were 34.5, 481.3 and
088.6 mg./kg. LDu values for o-, m-, and p-tetrachlorophthalo-
dinitrile administered intraperitoneally were 66.4, 2.5, and 1581
mg./kg. Convulsions were absent with the chlorinated derivs.
. Emanuel Kaplan
63872u Hepatotoxicity of a series of organotin esters, David
J. Galley, W. 1.. Guess, and J. Autian (Univ, of Texas, Austin).
J. Pharm. Sci. 56(2), 240-3(1967)}(Eng). Four organotin esters
having use or potential usc in the formulation of medically used
plastics were evaluated for their toxic effects on the liver ?;llow-
ing oral administration. The liver damage is apparently the
cumulative type, requiring several days to manifest damage in
the form of clevated scrum glutamic-pyruvic transaminase valucs
and prolonged hexobarbital narcosis.  The toxic potential was, in
general, soly, related. . RCYG
63873v Effect of Vandid oo cardiac functions in experimental
trichloroethylene poisoning. A. Kubacki, A. Mrozikiewicz,
A. Skubiszynska, and A. Wachowiak (Akad. Med., Poznan,
Poland). AMed. Pracy 17(3), 196-200(1960){FPol). Eleciro-
cardiograph curves were surveyed in rabbits exptl. poisoned with
trichlorocthylene. Administration of Vandid (N, N-diethyi-
vanillamide) (5 mg./kg.) produced no arrhythmia symptoms,
which occurred, however, when adrenaline (0.1 mg./kg.) wus
used as the cardiae stimulant, Helena Lange
63874w Histochemical evaluation of liver extracts in prophy-
laxis of experimental carbon tetrachloride poisoning. Kazimicrz
Zajusz and Marek Zacharewicz (Inst. Med. Pracy, Zabrze,
l’t'ﬂqnd). Med. Pracy 17(4), 317-28(1866)(T’ol). CCli ad-
ministered by stomach tube to rats (0.6 ml./animal) caused an
initial increase of the liver acid and alk. phosphatases and AT Paw
activities, but this trend soon discontinued and the enzymes
became inhibited almost completely.  Liver succinic dehydro-
wenase, phosphiorylase, and the branching enzyme were alswo
totally inhibited, Enhanced reactions for alk. and acid phos-
phatases were obscrved in the kidneys of the poisoned animaly,
The effccts of CCly were markedly moderated by prophylactic
admiuistration of hepatic exts, Helcna Lange
63875x Pathomorphologic changes in white rat organs during
chronic combined inhalation of methanol, agueous ethanol, and
turfural, R. U, Ubaidullacv and P, V. Panov. Med. Zh. Usb.
1966(9), 70~3(Russ). Three different concns. of a mixt. of
vapors of MeOH, aq. EtOH, and furfural were used in an in-
hulation expt. of 3-mouths duration. Severe histol. chanes
were found at the highest conen. only (5.79 mg. MeOH/m .-
=X48 mg. EtOH/m.0.3 mg. furfural/m.}), RNA of brain
and plycogen of liver decrcased, accompanied by fatty lives
dntrophy J. Prokes
63876y Morphological changes in the organs of animals iu
1tute and chronice intoxications with a-methylstyrene and styrenc
Vo VL Veselova and G, A. Ogleznev.  Nauck, Tr. Owsk. M-d
Inst, No, 61, 89-95(1963)(Russ). Expts. were conducted ot
iice and rats administered intragastrically an aq. solu. of a-mot!
¥istyrene (I) or styrene (II). Iutermal administration of mun
Wicrance doses of 1 (3 for mice and 4 g./kg. for rats) and i1
wund 2 g, /ke., resp.) caused no marked morphologicai cnan.
soute Ioantoaications, grave honods ieomme and dysir g
hnges in the parenchymatous organs, most prosounced in &
-Ulits, were recorded.  The group of morphol. changes toutd
U central nervous system of animals with I intovication wa~ .
Yudrome of toxic encephalopathy. Morphol. changes vdu-
by Lintaxication did not essentially difier from T-caused chiavge -
-Yronic adiministration of IT (0.014 mgz./kg.) to rats causcd tht
“clopment of dystrophic changes in the central nervous syst
More often than did 0.5 mg. 1/kg. under the same condition.

OLI 5801




\

FEC R

(T B
thot
b aone

alein Cone
Ly am un-
iflnence of
were ineon-
LClor i this
. WOTe COni-
with ehluro-
activitivs of
“uvic trans-
nd Frankel
evski units,
bhowud, hiver,
avimals.  In
wqual tissues
e spleen the
nzyinic ac-
fopfene re-

. higher level

of pyridoxal
that the in-
its reaction
Helighian
holesterol in
: and hepato-
crhe-Krank-
$4), T48-I0
1 of choles
sistration of
1 of ethio-
hizesd follow-
TR piven
CMJG
rat) toxicity
~). D. E.
« Ind. Biol.
avirol, ‘(4)v
studies have
~thylene gly-
in hoth
: given
t. The
DDGEB was
ulday study
i, and 2.5%
hoth sexes at
aas attribut-
+h this effect
vmatological
A 2.5% dict-
wd the rela-
. No
{ to DDGB.
tary level of
vs coald not
ted.
RCTT
s.  Norman
ierck Chem,
. Chem. Soc.
reacts with
5t relatively
“reported in-
explained in
. plexing and

ing agents.
vm, Pharma-
- of efiective-
mustard, L-
produced o
il intracere-
voinelnded a
s oof eentral
e hehavior,
tonic exten-
Lamide, and
L in doses of
uytoin (100
“eflieets in-
- brarbaton.
o (s
Mine the
CMJN
“ent on the
- B Meyers,
sreenficld,
Wkng), A

s Hlin) psian ot 00 G be s salee o predetim e i
of chtue 1 e nt woth prachotho e ah an e gents e
iy of ebhees s dhienaal et v de andeod Boalt o ahitanaal T
i pa st Sdpavad thit watoptsine . i ot vime | on
Bonend the tonivaty of et corddual dosae ot e an kb,
maaney, Both of vhe antidepresave compudsomakadly peont.
atald the tonic:ty of physesticmine and to b dhofnee
pine. Jiphedune toacily Wi shsmbeadly  ant
thymeleptie provvatment. Fhe test fuiléd to vendy 1l
the trievelic antidemtessives danseronsdy gotentiate the tovicily
of ale. or monanne eklase inlubitors, Resalts mdieated that
a varicty of medicinal avents ean be wsed v the nortaptrhine
treated] patient without any problom of significant drog inter.
action, REVG
1236r Chlorinated nnilines and their canitary-toxicologiral
characteristics. G. 1. Khamuev, Khon, Faltory  Uweshin,
Sredy € skh Growen. Znachenic, Sh., Mesemo 1965, 108 100K~ ;.
Monochlorcaniline is used in the praduction of snseeticides and
dyes. si-Monnchioreaniline (I}and p-monochioroaniline (11 dis-
solve in Hi0 13 g./1.), in which they #ause an unpleasant taste
and odor. The orlor and taste pereeption thresholds were 2.6
and 7.2 for I and 1.5 and 3-6 mg./1. for I, resp.  Ina concn. of
150 mg./1., I and II lowered the B.O.D), of watcr.  Thresiold
conens, ate 1.5 mg./1. for Tand 0,73 mg./1. for II. The L.D.,
values (stomach administration) for I and II, resp., were 1101
and 401 for white mice, 1104 and 368 for white rats, and 75
and 35) me./ke. for guinea pigs. A 3-month sub-aeute espt.,,
conductedd o winte rans with stomach admini-tcition of 0.1
L.D.w levels, causad the formation of methemoglobin and re-
duced the kemosubin level and the erythroeyte count.  From
Ref, Zh., Khin:, 1966(5), Pr. 11, Abstr. No. 8I4H. MVRK
1237y Toxitity of thioacetamide, 7. Hruban, W. Gradman,
A. Slesere, and M. Lubran (Univ, of Chicago).  Lah, Imest. 15
(1), 1748600 1uhit)(Jing),  Thicacetamide (I}, fed to rats in a
diet contg. 30 mu./ke. body wi./day for 5 days, produeed high
serum lactic dehydrogenase levels and ecntrolubular neerosis of
‘the livers within 24 hrs.; the enzyme levels deercased and the
necrotic arcas were resorbed within 3 days of feeding the dict,
Severe degencrative changes in the kidneys, hematuria, and ine
ercased Serum urca N and seruim ercitinine Jevels oceutred within
48 hrs. of treatment. The lethal ¢ffeets of the shave level of 1
were correlated with the renal damage.  Exeess dictary casvin
hydrolyzate, methionine, or guanuvsine reduced the mortality
and renal toxicity of I, although these eompds. did not prevent
‘the nuclear and nuclcolar enlargement of hepatic cells and of the
cells of the proximal convoluted tubules of the kiduey vecurring
in treated rats. 67 references., BN
1238f Poisoning by grass. C. H. Gallagher, J. H. koch,
and H. Hoffmann (Univ. Sydney).  New Scwennst 31510}, 412-
14(1806) Enz)., Acute and chronic scuromuscular disorders
occur in sheep [ecding on the pasture grass *halaris tnbernsa.
This grass contained 0,37, (dry wt.) tryptamine alkaloids.
Tissues from sheep undergoing acute poisoning showed no histol.
alterations, whercas the brain and kidneys of elironically poisoncd
animals showed deposits of green pigment.  The ‘pigment was
-noted in the nutochondria eclls of the mid-brain, bram stem, and
spinal cord, It is suggested that these chanees are related to the
oxidative deamination of N, N-dimethyltryptamine and 5-me-
‘thoxy-N,N-dimcthyltryptamine. The protective action of Co
aegainst the chropie forn of the discase, reported by others, mway
be related to the prevention of degencrative chanuges in nerve
‘tissue or to the acceleration of alkaloid metabulisin,

W. L. Downs
industrial toxicologic aspects.
Grigorescu and Gh Tuba,  Rev. Chin. (Bucharest) 17(8), 404+
BOI9GG N Rom). A hypothesis was put forward, claboing that
CH3: CHCI {3 could react with 11:0 at the devdd of the hepatic
ccll, yielding ethylene monochlorohydrin, which could be one-
dized to chloral and chioroacctic acid (II).  II could he climi-
nated as such in the urine or be wetabolized furdier throuzh ann-
mation to glyveocol.  An anal. method was desceloped for detees
tion of 11 1 unae, assunimg tiat the only otho sower of 1
coukd be massive figestion of wine yeast or inhalation of trichloro-
ethylene.  An ahiguot (200 ec.) of urine, aculied with Yo
H.50, (2 cov i extd, with E1.0 (200 ec.), shukim vigorously,
and setthny for 23 bhrs, The ext is drd wanliyd, NaSsouh
evapd, to drvness undor redused pressure, and the residue s e
solved in 307, aq. ale. solun, (0.5 ce ). One drop ol e soln,
(25-30 @l.} i~ pliced au Whatsun No, 1 paper strips (23 X
3 cm.), dried, and chromatographed by ascendine method,
using as clutant the mist, NHLOH-EtOH-H.O (1:20 ) for 2
period of 6 bee, The stnpe, ded dn i, ate kept 2 hee o
concd. N v, aoatoa bar Dm0 w0 b g
nindiydrn in M OH, and drnd, Tow s by oot e
viodet spots. For dwtinet develominent., the stryge are =p- vl
finadly with v CagNO ) (earmine tod spaotr, Lhe A ot 08
wis establishod wath a solin, of 20 20 g, Hee,, as 080, The
limit of sensitivity 15 0.1 g 11, and s deprovad by the wae of Cu-
{NOy)s.  The et of 11 from trine was dononstiaed by treats
ing a soln, of 23 ug. /cc. in utine as above, cutting the cories

1239p Vinyl chloride;

fer ey,

Y.
apealine st elntine the 3 swath KOt aed detr, enlorie t,
sally Phe st vk wan =8P, 0 Proimmray tedr s,
o B an et sty peecasmm ), winle aviony, the staft of J p
vt planit, 8O aof the Sompledd greranis gave g pon, foare
tee the mcthesd. Esterave tests showal thiat most of the ...
reuctions wete obtained with stafl employed 25 yoears iyt
lents, I these cises the protesograms were nosdifiasd, v o,
plobuhy Ooctiom being: bigher amd  the yeglobubin fraciu
boeiny Jewer tha in the persons with neg, reactions Lo the pre
ence of i the mrine, 1 was conchuded that the cipacity
the organisan to metabolize H deereased after 2 years, ’
. M. Ben Elieser
1240g Effect of hexachloro-p-xylcne ingestion on the oxidative
phosphorylation of rat liver mitochondria. Hsia-Ying Clu.
and Chendao Yuan (Sine-Soviet Fricadship Hosp,, Pek,,
China). Nkeng Wu Ilwa Hsuch Yu Shenp Wu Wu L Hsueh 1.,
613), 273-5(MG)Ch). Orul administration of hexachloro-g
xylene (1, 0.5 g, /kg. /day) 1o ruts uncoupled the oxidutive plios.
phorylation of the liver mitochowdria, in extent proportional o
the duration of I treatment. The decrease in the production o
ATP with insuflicicnt energy supply of tissue may be the basie
of the toxic reactions of 1 such as generalized weakness, fativuc,
dizziness, headache. BHJ)
ma‘_ Adrenaline-inactivation capacity of the normal and of
the CCl-poisoned liver perfuged in vitro. Emma Costwer, 1.
Vaisler, and Vioricn Chive (Aeud. Rep, Soc., Romania, Nu
charest).  Nowdii Cerortari Endocrinol 1708, 355 70106G6)( Jtan
Nornud cat hvers, aod hivers originating from CCle-vcated 5.0
were peffused with adrenaline o vitro, The latter showed o
lower rate of adrenaline degradation as compared with the foriner
BTJIQ
1242z -Pyruvic acid content in acute barbiturate poiso}]xing
R. ¥, Murashav (8. M. Kirov Mil, Med, Acad,, Leningrad.
Ter. Arkh, 38(10), 108-4{19G ) Russ).  In deep emma due 1)
harbiturate intoxication, 1.2 mg. % pyruvic acid (I) was foun!
in the blood.  Jts couen.Jeercased with recovery to 0.77 g, '
When the I conen. reached 1.8-2 mg. S¢, complications occurred
and the respiration was distutbed.  The 1 conen. was direetly
proportional to the severity of intoxication, as observed ina total
of 32 poisoned humans. Miloslav Kalib
1243¢ Inhibition of biosynthesis of protein and nucleic acids
by phenolic compounds in vive. G. V. Kukushkina, L.. B. Gor-
bacheva, and N. M. Emanuel (Inst, Chem. Phys., Moscow).
Vopr. Med., Khim, 12(3), 452-5(1966)(Russ). Mice with the
Ehrlich ascites careinoma or solid hepatoma XXI1 were injeeted
with a mixt, of uniformly “C-labeled L-atino acids (I) (10 gc.,
mousce), Na formate-*C (II) (5 uc.) or adenine-§-WC (II) (17
wc.).  Alter 30 min., one group was injected intraperitonceally
with I'r pallate (IV) in 0.9%; NaCl and another, with 4-methyi-
2,6-distert-butyiphenol (V) in 8%, aq. Tween-80.  Controls were
injected with the resp. solvents.  Ascitic fluid samples were taken
from mice with Ehrlich tumors at time intervals from 0 to 180
min. and the cells washed with a 5:4:1 mixt. of 0.95 NaQ),
0.3 NayHPOy, and 0.3M KHa’0,.  Mice with solid tumors were
sacrificed after 120 min. and the tumors, liver, kidneys, and!
spleen were removed and homogenized.  When I was used, the
eells were treated with cold 577 Cl;CCOOH and the pptd. pro-
teins isolated and examd. When IT and III were used, 5% Clr
CCOOH washings were eatd. with EO, the aq. layer evapd.,
and the residue {acid-sol. fraction) examd. for radioactivity.
The acid-insol. fraetion was washed with cold 964, EtOH and
heated for 10 min, at 50° with EtOH~E4,0 (2:1) to remove lipids.
A sample was examd. for radivactivity and the rest extd, with
104 NaCl (pH 7.4-7.6) for 30 mun. at 95°. Nucleic acids were
ritd, by adding 3 vols. of cald 967, EtOH and washed with
050 1O In mice with ascites twmors, injection of 75 .y
ki, of V deercused I incorporation into protemn by 30¢¢ as com-
pared with the contrals; 200 my. /kg. of V inhibited T incorpora-
tion almost completely.  Injection of 100 mg. of V/kg. de-
creascd I incorporation into pueleic acids by 2007 200 mg. oi
V/kio dahibited IH incorporation abnost completely, i
tion ol SOy, of IV/he or of 120w, of V/ke, after 150 i, de
Gensed 11 nesrporation into acid-insol. fraction by 43=53',
Wito nucleic aeid by MH-61¢,, into ackd-sol. fraction by 50-77", .
aard into protoms, Ly Su-44° L Inomice with solid hepatoma, -
eetion of 15, of IVzke, after 130 min. decreased Tincorpora
ot into tnor proteins by 2650, 0 200 mu. of IV ke, deereased!
Dincorporation Dy 637, “hijeetoon of 150 200 my. ki, of 1V

hud ho eficet on protan biosynthesis in kidneys and the liver of

. Murmal tnice and in Kidneys of tumor-bearing nnee which showaed

s aetivition of Tincorporation in the liver,  Inyoetn of 0
of IV e deerensod 1 inearneration into apleen prater
Cond and tiner-bearnet e by 20,0 100 miu ke, b o
U on protin Besynthoss in the spleen. Fuolis Boros
1244n  Experiuental intexication by ammonium salls. Fra
tection by some amino acids and their mechanism of action. |
Lo and F. Sadvatore (Univ, Naples). Brockon, dppl. 13
S o7 SH0166)(1tal). The biochem. conversion of Nl it
Ut by disenssed felative to the proteetion afforded in acute and
“hionie NH, intoxication by some compds, assoed. with the con
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