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Biochrmiio 'll_•nsv'-?ctt;

boat of carbon disnlfi.de (CD-) absorption occurs thr;.".~h the lungs after 
inhalation tut done car. be absorbed through the skin. VO-u-O^ are absorbed fron 
the air within 15 .minutes but the "‘ate falls 'rapidly to during longer exposure. 
5-13b is eliminated unchanged through the .lungs and 0.1-C. gl in the urine,
St—95^ is metabolised. Blood becomes saturated quickly b..t there is slew diffusion 
to the tissues which way tuxe some weeks to achieve satu t.A.n in mimic (DUsir.g 
et al., 1903; Patty, 1958). CS9 acta as universal enzyme inhibitor and cc-llular 
poison by interference with oxidative phosphorylation and with fat rc-tabolis:.’,.
This produces r,yperchole;;tcrolacMia arid hyperldpaenia (5.1 1961) with eventual
incrcasos in free placna cholesterol, phospholipids, neuv -■! fat and p-lipcprooein 
(Arb^osio et al„, 1957$ Patemi et al., 1953) and decroa;1 .ui lipolytic activity of 
vessel walls (Simon, 1961). CS„ in tissues binds to D-ec. taining compounds to form 
dithiocarbairates etc., some of which decompose to H„S wir'.' subseouent oxidation to 
sulphate. Thus urinary excretion of sulphate is increased (Giovine, 1957). Guinea 
pigs show similar increases in dithiocarbamic acids after G3, inhalation (5oucek 
and Jiadlo, 1956). Rabbit liver detoxicates CS„ with concb .-itant sigu3 of changes 
in capillary permeabilifcy (llichalova ct al., 1959). Other evidence of hepatic 
damage appears ns increased urinary loss of Zn and tig with decreased alkaline 
phosphatase activity. This may be the result of chelation by dithiocarbamate- 
and thiasolidone, the reaction products of GS? with free mlncunid groups.
Similar chelation ox' Cu may causa specific CDS' lesiens (SAoel et al., i960).
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Inton.iitter-i exposure over 12 months produced gloTivornlonsphrosis (Isler, 1954)* 

Babhjt.

Inhalnlion ov.r 5 months produced excitement, crumps, tachycardia, weight 
loss and hepatic fatty aecoaer_.fion 0.3 well as cortical cell destruction in the 
ers with gliosis (Ransleiii; 1931). Exposure i'or 23 weaks produced interstitial 
nephritis mid adrenocortical hyperplasia (Cohen et al., 1959).

IPi:•

Chronic exposure caused ganglion cell damage especially in the cerebellar 
area, vascular endothelial proliferation road peripheral axon dr.myelire Mon (liners 
and Levey, 1940). Intro vac some evidence of anaemia on chronic expo cure (Binet 
and Bourlic-re, 1944).

irunkey.

Chronic exposure produced neuronal lesions in the basal ganglia and prominent 
atherosclerotic vascular changes (Bricger, 1961),

Hui;niT__gbse_ra-ations

Chronic industrial exposure has produced diverse effects on the CHS, GI tract, 
renal tract and blood vessels. Damage in the CHS predominates and results from 
primary lesions of the nerve cells as well as induced atherosclerosis. Encephalo­
pathy, presenile cerebral atherosclerosis with loss of memory, insomnia, 
iriitauility and visual disturbances have occurred. A progressive Parkinsonian 
syndrome with perm-rent damage and mental disability due to striate or striato-
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