On latent and recurrent infection, and on subinfection / J. George Adami.

Contributors

Adami, J. George 1862-1926.
Royal College of Surgeons of England

Publication/Creation

[Des Moines] : lowa State Medical Society, 1912.
Persistent URL

https://wellcomecollection.org/works/ef8ae3p5

Provider

Royal College of Surgeons

License and attribution

This material has been provided by This material has been provided by The
Royal College of Surgeons of England. The original may be consulted at The
Royal College of Surgeons of England. where the originals may be consulted.
Conditions of use: it is possible this item is protected by copyright and/or
related rights. You are free to use this item in any way that is permitted by
the copyright and related rights legislation that applies to your use. For other
uses you need to obtain permission from the rights-holder(s).

Wellcome Collection

183 Euston Road

London NW1 2BE UK

T +44 (0)20 7611 8722

E library@wellcomecollection.org
https://wellcomecollection.org



















fof

6

blind ordinary people to the commonest means of spread of this
trightfully prevalent disease, and to the surest means of its redue-
tion, namely, the gegregation of “‘open’’ cases of the disease in man.

What, if T may so express it, is the mechanism of these cases’
It appears to be that the growth of organisms, their very presence
and multiplication within the tissnes in the ordinary individual sets
up a general, in addition to a loeal reaction, so that on the one hand
by the development of granulation around the original foei of growth
the pathogenie microbes are fenced in (they are not necessarily kill-
ed) ; and on the other, should individual mierobes by lencoeytie
or other ageney escape through the fence, the inereased anti-baete-
rial power of the system at large leads to their rapid destruetion.
So long, that is, as the general health is maintained. But now if
through any cirenmstances the general vitality and resisting powers
be lowered, onee again the speecific microbes of these diseases es-
caping from the regions where they are walled in, can multiply with-
ont hindranee and set up a recrudescence of the disease.

We may, indeed, lay down that latency is a function of chroniz
infection. Take for example Syphilis. There as a general rule, [
might say, the natural history of the disease is that, after the active
manifestations of the secondary stage, there results a quiescent pe-
riod of three or four yvears before tertiary lesions manifest themselves,
or indeed twenty vears or more may elapse before tertiary disturb-
ances becoma recognizable. So much is this the case that Sir Jona-
than Hutehinson divides the acquired disease, not into three but
into four stages, namely the primary, secondary, intermediate stage,
or stage of latency or of relapses, and the tertiary stage. In con-
neetion with the congenital form of the disease I may note those
interesting cases of syphilis congenitgrda in which the infection
gained in the womb only shows itself at puberty or later.

Another disease of the same group is Glanders. There, as
doubtless vou know, the use of mallein has demonstrated to us the
existence of ‘‘ceased reactors’ :—horses which have manifested at
one period the acute disease, then have apparently recovered so fully
that the injection of mallein no longer induces a reaetion. It is how-
ever well-known to farmers that a ‘‘ceased reactor’’ is always a
source of danger: the animal may be in excellent condition for it
may be several years, but sooner or later the disease reak
out and light up again, and such animals may thus convey the dis-
ease 1o the other animals in the stable,

Carriers.

In Typhoid fever and to some extent in Cholera we obtain la-
tency of a different order. You are all of course familiar with the
subject of typhoid carriers. The latency here is not so much with
the disease—the typhoid earrier is not liable to a new attack of ty-
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I did not expect these views to be accepted immediately. It is
pleasant to find that slowly but I think surely, year by year more
evidence is accumulating in favor of this coneeption of subinfection,
and that more and more workers are expressing themselves as ac-
cepting it. Two years ago there were published a series of communi-
cations by Dr. A. E. Shipley, now Master of Christ's College, Cam-
bridge, and by Cobbett and Graham-Smith on ‘‘Grouse disease’’.
You know of eourse how the grouse is worshipped in England and
more particularly in Scotland, and can imagine the pain and econ-
sternation when these most exeellent birds meet with a premature-
untimely death—through other than human ageney. Every spring
and autumn with unfailing regularity a ecertain number of these
birds are found dead, and some vears the mortality assumes alarm-
ing proportions, so much so that at last a Commission was appointed
to investigate the subjeet and to determine the nature of the disease
and suggest means of prevention. Preliminary observations showed
at once the presence of bacilli of the eolon type in the livers and
sometimes in other organs of the diseased birds. It soon became
evident, however, that these microbes might be present in the or-
oans of grouse which otherwise appeared to be normal. Briefly it
was found that the primary lesion was in the paired ceeca at the junc-
tion of the intestine and reetum. Grouse harbour numerous tape
worms and strongylus, but in these diseased birds the ceca were
found filled with a mucoid looking material which upon treating
with hardening re-agents resolved itself into a mass of thousands of
delicate strongyles covering over the inflamed muneosa. Cobbett and
Graham-Smith demonstrated most clearly from a study of appear-
ently healthy birds recently killed that there is a direct relationship
between the number of these strongyles and the presence of ecoliform
organisms of the liver. Where the strongyles were few in number
the liver afforded no eultures: where they were abundant cultures
were easily obtainable. Microscopically the strongyles could be
seen to penetrate and injure the mueosa. From these observations
it is evident that such injury allows the absorption of intestinal
miero-organisms, and that we deal not with a specifie baecterial in-
feetion but with a condition which at first, at most, is a subinfeetion.
Exeeptionally strong birds are found to stand a larger infection
better than weaker birds; the wet seasons in the first place favor
inereased multiplication of the strongyles outside the body and by
lowering the general health of the grouse favor their growth in the
ent and secondarily bring about increased subinfection with de-
ereased resistance and increased mortality. The birds die of priva-
tion and malnutrition while their stronger brothers ‘‘manage to
pick up a living somehow and tide over the period of disease.”

At a meeting of the British Medical Association in Birmingham
last vear, there was an important diseussion on the pathologieal
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lent ehange, nor is the eclinieal picture that which we associate
with infeetion. The slow, often year long development of the con-
dition ean, it seems to me, only be explained along these lines of
irritation of the organ by bacteria constantly brought to it and
as constantly undergoing destruetion.

I am inclined to think that more notice deserves to be taken
of the blood changes occurring in portal eirrhosis in man due to
the hemolytic action of the toxins of B. eoli and allied organisms.
It is not a little snggestive and shows the relationship between the
cansative agent of portal eirrhosis and that of pernicious anemia,
that as Kretz and Dr. Maude E. Abbett have pointed out, the ma-
jority of cirrhotie livers when examined present inereased hemo-
siderin pigmentation just as do the livers of pernicious anemia.
This inerease of hemosiderin in the liver ean only be explained by
inereased destruction of the red corpuscles and the liberation of
hemoglobin, That the B, coli cause hemolysis in the organ has been
strikingly demonstrated in the last few wyears by the recognition
of remarkable cases of what is termed Mierobic eyanosis. Wholly
independently Stokvis of Amsterdam in 1902, Gibson and Dounglas
of Edinburgh in 1906, and Blackader and Duval of Montreal in
1907, have deseribed fatal cases in whieh there is a rapid develop-
ment of eyanosis so that the patient became purplish. Nothing has
been found in these cases save the presence of abundant B. eoli in
the blood during{and immediately after death. We are still igno-
rant of the precise conditions which lead to this unusual multipli-
cation of baeilli in the blood. Outside the body the bacilli cause
hemolysis with liberation of hemoglobin from the corpuscles; these
cases show that a like hemolysis may oceur within the vessel.

We know now that Pernicions Anemia is a terminal advanced
anemia which may be brought about by various means, but I still
hold to the conelusion that the commonest form seen in the Temper-
ate Zone is associated with gastritis with a econdition of achlorhy-
dria permitting the active multiplieation of B. eoli, and it may be
other hemolytic bacteria in the upper portion of the gastro-intes-
tinal tract; that there is inereased evidence of these hemolytic bae-
teria in the portal blood leading to the destruetion of the erythro-
evtes and so to all the characteristic symptoms of this condition,
That there is not an accompanying eirrhosis, following Opie’s work,
must be due to the fact that there is not simultaneous absorption
of substances eausing the degeneration of the hepatie parenchyma.
It deserves note that, independently, Hunter of London has aseribed
pernicions anemia to the constant low infection of the gastro-in-
testional tract by streptococei present in the suppurative discharge
from the gums in conditions of pyorrhea alveolaris. It is note-
worthy that streptococei are also markedly hemolytic. On this
gide of the Atlantie that enthusiastic worker, the late Dr. Christian









