


INFLAMMATION ON SURVIVAL OF GUINEA PIGS INFECTED WITIT ANTITRAX.

hours before the anthrax spores.  The disease was appreciably retarded
with Irritants such as turpentine. saponin, and caleium chloride, while
uritants such as lactic acid, concentrated sodium chloride, and concentrated
sodium sulphate, had little effect, Al these nivitants caused extensive
necrosis, but only the first group provoked the formation of any cousiderable
vedema.  Generally speaking, the mhibitory elfect oceurred with rritants
whlch provoked vedema formmation in addition to necrosis, and the magmitude
of the inhibition wax very roughly proportional to the extent of the oedema.
The local wnthrax lesion was appreciably smaller 1 the animals i which
au mfHammation had been caused than i the controls.

A Lwrge number of experimeuts were also carrted out in which the
terval between the injection of the irritant and the spores was varied.
The whibitory effect was found when the irritant was mjected from four
days before, to ecight hours after the anthrax.

Other methods of producing large vedemas were tried. and all retarded
the development of anthrax.,  The generad inhibitory effect was not related
to auyv jucrease or decrewse of civeulating leucoevtes,

o The Effect of Injecting Anthirae Spores fnto an Inflamed  Area.

Tlhe majority of the experiments done by Boguet and Stamatin 359)
were of this type and they showed o marked mhibition of the severty of
anthrax injected mto the inflamed arcas.  In table 2 are shown the effects
ol Injecting an hrritant xubentaneously and following this up with a large
test dose of sporex (50 to 100 m.lad.) into the same area after vorious
wtervals,  There was inhibition of a fainly high ovder. conxiderably  igher
than shown in the first series of experimeuts.  This was shown by imflam-
nations from 8 to 120 hours old, but was at its maximum with intlam-
mations 24 to 48 hours old. The inhibitory effect of inflammations vounger
than 8 hours was of the s<ame order as {he general effect noted previously.
Again the hrritants that caused necrosis without marked oedema had little
effect on virulence (table 2.A).

U'p to this pomnt, the results agreed vith those of Boguet and Stamatin.
When. however, the test dose was reduced to 1.500th of that previously
given, the results olbiained were very different, In the experiment set
out in table 2B, thiz small dose was injected into a sapounin infamed area
at 0 to 480 minutes after the saponin tnjection. The zero time represenis
saponin and spores given simultancouslv.  The control group received the
spores in o normal site. 1t is clear, from the table, that the deaths still
occurred Tater i the saponin groups: but the proportion of derths in these
groups was considerably higher than in the controls. This comp e reversal
of the findings with larger doses of spores is far more clearly snown 1 the

series of experiments summarised in table 3.

5. The Fffeet of Miving duihrar Spores with Eecipients Causing
Necrosis and Inflamniation.

The etfect of various excipients on the virulence of micro-organizms
is of great practical importance. Hruska (1931 and Mazzacchi (192%
and others claimed that anthrax spores in saponin were considerably reduced
in virulence. There has been a lack of unanimity on this point. In table 3
are set out the results of using dilferent excipients with doses of anthrax
spores varving from approximately 100 lethal doses o a five-hun  edth of
thix amount.
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INFLAMMATION ON SURVIVAL OF GUINEA PIGS INFECTED WITH ANTHRAN.

Seanatary ANy ('oNCLUSIONS.

(1) The development of anthrax in guinea pigs is slowed  Hwu 1f an
acute Inflammation accompanied by an oedemy ix provoked elsewnere in the
body. Thus the injection of saponin into a fore-limbh or into the peritoneal
cavity retards an anthrax inoculum in the hind-limb. Tissue destruction
with inconsiderable oedema, as caused by concentrated salt solution, does
not have this effect.

{2) Large doses of anthrax injected into inflamed areas ave retarded
and often completely inhibited.  Ilowever, the killing power of fractions
of a lethal dose are enhanced if injected into early imflammato  oedematous
lesions, although the onset of deaths mayv be delayed. The effects of injecting
Large nocula into necrosed non-oedematous areas are neither inereased nor
diminished, while the killing power of small inocula is markedly increased.

() lixcipients such as saponin which cause tissue destruction accom-
panied by considerable oedema slow down the development of large doses
of anthrax. Small doses, fractions of a lethal dose, are, however, stimulated
and their killing power greatly increased. although the onset of deaths is
somewhat delayed.  Exeipients such ay concentrated salt, which cause
necrosis with little oedema, have no apparent effect on large anthrax inocula,
but increase the killing power of fractions of a lethal dose, without delaying
the onset of deaths,

The apparently anomalous acticn of inflammation on small ar  on
Large inocula is explained by the fact that if stimulation raises say o nt
of a lethal dose 10 a full lethal dose, the effect ix very obvious, whereas
the raising of o hundred lethal doses an equivalent amount wi = be virtually
nndetectahle.
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