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PERIPHERAL NEURITIS 

During the evacuation of Burma, a large 
number of soldiers and civilians had to tramp 
some hundreds of miles in very rough country; 
fnany were subjected to considerable hardships 
including a gross insufficiency of food. Some of 
these evacuees arrived in India in a deplorable 
Physical condition and obviously undernourished, 
and it was not unnatural that medical men 

attending them readily diagnosed specific 
nutritional deficiencies in these subjects. A condi- 
tion suggestive of the polyneuritis of beri-beri 
was noticed on some of the evacuees, and this 
condition was put down to vitamin Bx deficiency. 
A number of persons with this label came into 

Are hospital attached to the School of Tropical 
Medicine for further investigation. WTiilst 
there was no doubt that the majority of these 
Patients had been on a very defective diet, there 
were others with a similar condition whose diet 
had not been particularly deficient, at any rate 
not markedly deficient in vitamin B-complex, 
t therefore seemed necessary to consider other 

pauses for the multiple neuritis displayed by 
these patients. 
Many of the causes of toxic neuritis could be 

excluded, e.g., alcohol and lead, but amongst those 
that^ had to be considered was diphtheritic 
neuritis. In the absence of any history even 
suggestive of faucial diphtheria in any of the 
cases, or even amongst other evacuees, this 

Possibility might also have been discarded, 
e*cept for the fact that all?as well as some 
other patients, who were not evacuees but had 
been trekking in the Assam Hills, Avith the 
same condition?gave the same history of having 
suffered from sores on their bodies and limbs 
Within the previous few months. These sores 
were usually described as Naga sores. 

The causal organism of these so-called 
1 

Naga 
sores ' is a fusiform bacillus which is usually 
Present in association with a spirochete, and also 
^ery frequently with a diphtheroid organism. 
ihis diphtheroid does not appear to be itself 
papable of causing an ulcer, for its experimental 
moculation does not cause a sore, at least it did 
not m the cultures we have investigated, but it 

Possible that in other Naga sores the true 
^lebbs-Loeffler bacillus may sometimes become 
j^Srafted. In an investigation carried out at 

e School of Tropical Medicine some years 

pfR. on two patients sent down from the 
mttagong Hills (the same group of hills 

which many of the evacuees trekked), ith the_ story that the ulcers they displayed 
ere typical of a special type of ulcer that was 

L 

common in these hills, and popularly known as 
garigha, it was found that there were no fusiform 
bacilli present, but that the main organism 
isolated from the sores in both patients was a 
diphtheroid, indistinguishable from Corynebac- 
terium diphtheria both morphologically and 
culturally; this organism when injected produced 
local lesions from which it could again be re- 
covered. These ulcers were not typical Naga 
sores, but they certainly bore little similarity to 
the shallow veld sore, which is now recognized 
as being caused by C. diphtheria. 
The causal organism of veld sore is considered 

to be the true Klebbs-Loeffler bacillus, and it is 

recognized that these sores often appear in 

epidemic form, that they may be associated with 
epidemics of faucial diphtheria, that they 
respond to local treatment with anti-diphtheritic 
serum, and that they may be followed by a 

temporary peripheral neuritis. 
Peripheral neuritis has not been described as 

following Naga sore, but the writer has seen a 

few cases in which this sequel occurred. More- 
over those people who normally have these sores 
are primitive people who do not readily attend 
hospitals or come under accurate observation, 
and it is possible that peripheral neuritis is not, 
so rare a sequel to Naga sore as it appears to be. 
The diphtheria toxin is absorbed at the site 

of the lesion, passes up the afferent nerve fibres 
to the cord and/or brain, where it first affects 
the motor cells, then diffuses to neighbouring 
cells, and is finally distributed widely by the 
blood, so that there are at first paralyses of the 
muscle groups in sthe vicinity of the local 

lesion, and then of neighbouring groups, and 

finally both sensory and motor fibres of other 
nerves are affected. These sensory changes are 
often overlooked, as children, who form the bulk 
of patients with faucial diphtheria, are naturally 
not so conscious of them. 

In the Burma evacuees, sensory changes were 
very prominent and in a few cases seemed to be 
unaccompanied by any motor defects, but in all 
the worst cases, paresis was also very prominent. 

Another point was the late appearance of the 
symptoms and the fact that they did not always 
seem to appear first in the limbs where the 

ulcers were, but again this was usually the 

history obtained when the patient was questioned 
carefully. 
The Schick test was done in several of our 

patients, and without ̂ 
exception the result was 

negative, a finding which is in keeping with the 
suggestion that they had had a diphtheritic 
infection recently. 

In all the patients seen by us (and all the 
others about whom we have been given details), 
the condition improved steadily, whatever the 
treatment given. It seems_ very doubtful if 
the large quantities of vitamin Bx given to these 
patients affected the rate of progress. 

It would be interesting if the bacteriology of 
the ulcers could be studied more carefully and all 
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diphtheroids identified accurately. Next rainy 
season will probably afford an opportunity for 
such a study. 

Further, as Naga sore is always with us, it is 
to be hoped that clinicians will make careful 

enquiries regarding the occurrence, or otherwise, 
of these neurological complications amongst 
sufferers, especially those who live in, or near, the 
range of hills that separates Assam from Burma. 

L. E. Napier. 


