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L .- Teo nnme oo few, we can speak of extensive epithelial desquumation
Wit chrxﬂllcn nf thg shapes of epithelial cells, formation aof camarous
— ~ophanes and miant foreipn bady cells, as well as prolifecation of the
s vecsive Cisage. Toereupon, as mentioned by  Linzbach, the voriooa:s
ti-sues ace reteased from their normal condition without the injury to
e tiasne heing toensive cnouph foe the cetl Lo collap=e.  This in-

sood tendeney tavard pegenweration and the disorder of nermal tissue
<up||t1ﬁﬁ\ can probably be considered as promoting factors in the develop=

ment of cancar.

These theorics also apply to pleural growth. The pleura is involved
in the decompositiun process. Here we find epithelial desquamation, fibrin
depesits. regenceation of the connective tissue, cornification and accumu-~
Llation of asbestos crystals and asbestos particles (Gloyne, et al.).

K1l these theories ate based on statistical figures and constitute
valid avgunents in support of the inner correlation betweaen asbestosis
asd lung cancer.

In additien to the increased incidence of cancer in asbestoesis pati-
wve alse require proof of the reproducilility of the conditions thicough
experimentation. As yet, this point could not be proven in the case
astosis. This, however, is not based on negative results of experi-

wnta perforped, but vather simply due to the foct that this question has

('\ not as vet hecn addressed to any significant degree. The first experiments
vere performed by Nordmann and Sorge, who obtained astoundingly similar
results.  These wvere already mentioned in the previous paragraphs. For
more certaingy, heowever, it will be necessary to obtain forther confivma-
tion and recognition of this complex correlation {rom other specialists.
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vertheless, all the observations made up to now tend to indicate
with all probability that Nordmann's theory on ocrupational cancer in
osrnstos workers 1s a valid one. Other authors such as Cloyne, Llynch and
Swith, E€pbert and Ceiger, as well as Linzbach, also tend to take a correla-
timn of the cause into consideration. No attempt has yet been made from
any side to deny this assumption.

1f we now ottempt to determine the origin of the carcinogenic effect
e’ - hzstos particles, we must differcntiate between general and Jocal pro-
mating facrors. We can genetally assume that the oceurrcence of cancer is
asun bty dur to an dinclination (predisposition) toward this diseasc.  Jusae
vhere we shonld ook for the answer for chis is di€f{icult Lo say. We know
from peneral bumaa experimental pathology that predisposition toward cancer
i dependent wpon systoemie factors. This is particularly evident by the
fact thar under identical experimental conditions and fairly similar cx-
pesire to caccinngenic hazards, only a numbher of the endangered persons
dvoacrually suffer from cancer. The available ashestosis-related ohservas
Licn material s not «ufficient to allew us to pecform an analysis of fami-
Fior carcivugenic couditions.
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