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In our experiments it must be remembered that we dealt with cultures
of low virulence. The possibility must not be overlooked that virulent
micro-organisms gaining entrance in to the adventitia through the vasa
vasorum, and proliferating there, might invade the media and induce
local degeneration and destruction, and if the reparative process could
not keep pace the weakening of the media might result in aneurysm
formation. Such lesions would correspond to the mitotic ancurysms in
man, which have been described hy McCrae and others; nay more, the
observations of Heller, Chiari, and others upon syphilitic mesaortitis,
afford a like explanation for aneurysms in the syphilized.

The presence of lesions in the pulmonary artery is worthy of note in
comparing the distribution of the lesions with those of the adrenalin
geries. In the later, the aorta and its branches were alone involved,
while the heart became hypertrophied—a feature that was not seen after
the bacterial inoeulations.

The repeated inoculations of diphtheria toxin into rabbits gave sur-
prising results. Here, instead of meeting with proliferative changes,
such as the B, typhosus and streptococcus produce in the aorta, there
were only lesions of a degenerative character. The degenerations were
isolated to the first part of the aorta, and were identical with those
produced in the adrenatin serics. The thinning of the arterial wall,
with calcification and aneurysmal dilations, were all present, and the
microscopical examination showed the lesions to be confined to the media,
No proliferative or inflammatory changes were present in the intima,
nor was there any change ahout the vasa vasorum.

Hence we have hefore us two interesting groups of arterial lesions
resulting from infective conditions. On the one hand, lesions are in-
timal and proliferative, while on the other they are of a purely medial
degenerative nature. The free toxins of diphtheria have a predilection
for the muscle tissue of the cireulatory system, whereas the endotoxins
of typhoid and streptococeus infections are in small doses rather of a
stimulating nature to the connective tissue and endothelial cells.

1f, then, we are to consider the nature of the lesions produced in the
arteries as a criterion in classifying the toxins, we must place the diph-
theria toxin along with the adrenalin series, while the endotoxing, the
stimulating or proliferative agents, form another. The marked differ~
ential characters which are bronght out by the two series in experimental
animals make it more than probable that such differences also exist in
man—that is, that typhoid or streptococcus infection will lead go an
endarteritis, while diphtheria will produce lesions of a degenerative
character, affecting chiefly the muscle cells.




