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of latency of chorlomeninzitis In the mouse colony.
The possibility of death from trauwmatic injury can be
mled out because of the time which elapsed betwesn
the inoculstion and death of the mice; in the event
of & trawmatic injury, death would be expected wilthin
two days after the injection,

In the serles of twelve kangaroo rats that were
tropped and kept in cages In the laboratory for a
period of three weecks prior to inoculat ion, none
showed symptoms of any disease whalsocever, At the
end of this perlod the rats were injected with brain
filtretes which had previously passed through four
sets of mice. This filtrate, which evidently con-
tained the virus, had consistently killed mice within
10 days. As a contrd, this filtrate was also Ilnocu=-
lated into three mice. The mice died within 10 days
whlle the rats remained healthy for four weeks, at
which tire they were sacrificed and examined for NHegri
bodies with negetive results,., A serles of four rats
were Ilnjected with sterile starch to eliminste the
poss ibility of the presence of avlatent choriomening-
itis virus and the rssults were negative. This would
indicate either that the kangaroo rat is probably
irmune to the virus recovered from the brains of thé
various wild animals, or that the passage of this
virus throuzh four series of mice had rediced its
virulence for the kangaroo rats, Table III shows that

his virus was present in 57 per cent of & small group
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of kanzaroo rats.

The «ymptoms shown by the mice which succumbed
would indicate that they were suffering from a disorder
of the central nervous system., The symptoms o lympho-
cytic choriomeningitis, described by Rivers and Scotlt
(1935) closely reserbled those shown by our mice:_

"During the first flve days after Inocu=-
lation the mice appear well., Occasionally on
the fifth day, but more commmly on the sixth,
signs of illness appear, at which time some of
the mice may Le found dead without having been
obviously sick on the preceding day, while
others with dirty, ruffled fur, half-closed
eves, and hunched backs remaln motionless.
“hen disturbed they occaslonally leap up and
down in the Jjar and fall over backward; but the
characteristic reaction, especially when the
animals are suspended by the tall, is for them
to exhibit coarse tremors of the head and
extremities, which frequently are followed by
a serles of clonic convuisions terminating in
a tonic extension of the hind legs. In male
mice an erection sometimes occurs during the
convuisions., The convulsions, often the
cause of death, may also occcur spontaneously
elither 1n sick mice or even in those that
appear to be normal... As & rule the animals
elither dle within one to three days after the
onset of signs of illness or quickly recover
in five or six days. Paralyses are not, as.

a rule, observed.” '

The time Interwval of 12 to 14 days which elapsed be-.
tween inoculatioq and daath in our experiments was a
little longer than that observed by Rivers and Scott.
Dlanosis of the disease and ldentification of the virus
cannot be wmade on clinical fin&ings alone. Time did
not permit other tests for the identification of this
virus, such as tests for the presence of neutralizing

entibodies. 7
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4This virus which caused the death of the mice
would appear to be widely distributed among the wild
life as well as among dogs, of the southern part of
Arizona. Additional investization, however, may
reveal that this virus occurs in other domestic
animals. Suggested methods of transmission may be
direct contact, an insect vector, or through animal
excreta, Sheughnessy and Hilzer (1939) have shown
that the Rocky Mountain wood tick (Dermacentor ander-

sonl Stiles) can be infected with the virus of
choriomeninzitis and that the excreta of these ticks
may transmit the disease, The virus of lymphocytic
choriomeningitis has been shown to be disseminated
throuzh urinary secretions by ¥eyer (1940). Armstrong
(1940) and Rivers (1940) have shown a higher iIncidence
of neutralizing antibodles of lymphocytic choriomening-
itis in people throughout the Southwest than among
people of the eastern states., 1In certain localitiles
of the Southwest, as hisgh as 45 per cent of the popu-
lation may possess these antibocdlies which indicates
that at some tlme they have come in contact with the
disease.

A small per cent of cases of poliomyelitis In
Arizona do.not develop paralysis. Aithough the number
of these, as well as the total incidence of this

disease is not great, the question arises whether some
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of these atyplcal cases might be some other virus
disease which might clinically be dlagnosed as
poliomyelitis. Could some of these cases be lympho=-
cytic chorlomeningitis? Blackfan (1940) heas pointed
out that lymphocyﬁic choriomeningitis can be definlitely
dlagnosed only’by demonstrating the presence of the
virus in the blood or spinal fluild of the patlent, or
by demonstrating the presence of specific neutralizing
antibodies in the blood., Rivers (1839), page 30,
stated that in

" essespoliomyelitis, atyplcel cases are accur-

ately dlsgnosed with difficulty, if at all, In

the absence of epidemics, and durling epidemics

there is at present no way of definitely stating

how many of the cases of sickness without

parslysis are actuelly polliomyellitis, Indeed,

1t may be found, and not far hence, that some

of the paralytic cases are not caused by what

we now conslider poliomyelitis virus,”
Rivers and Seott (1935) have stated that the occurrence
of neutralizing antibodles 1in people under 20 ysars of
age 1a very rare, while in people over 20 years of age
the prevalence 1ls quite high. They venture the oplinion
that the great influenza outbreak of 1917 - 1519 may

have been an outbresk of lymphocytie choriomeningzitis.
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CORCLUSICONS

1. From a series of 100 animals, wlld and
domestlc, only five were rroved to be rabid by
mouse Iinoculatlon.

2 Ie;twa cases, where liegri bodies were
demcnatratéd in the bréins of the suspected animals,
mice falled to develop rables.

3+ The 1ncidence of rebles in wild life of
Southem Arizona 1s very low and no evidence of a
wild life reservoir was indicated.

4, Pifty four per cent of the wild and domestie
animal brains produced death in the experimentsal
mice, Negri bodies could not be demonstrated in the
brains of these mice.

52 The bralns of the mice which died as the
result of inoculation wilth brain emulsions, when
emulsgiflied in distilled water and filtered through
a Seitz filter, reproduced the symptoms in other sets
of mice,

6. The symptoms shown Dy the mice suggested a
neurctropic virus and were similar to those of
lymphocytic chorlomeningitis,

7. The mouse colony was shown to be free from a
latent infection of lymphocytic choriomeningitis'by

inoculating 10 per cent of the experimental animals
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with sterile starch solution.

8+ There seems to be a neurotroplc virus quite
widely distributed in the wild 1ife of Southem
Arizone thet produces symptoms in experimental mice
similar to those of lymphocylic choriomeningitis,.
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