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RELAPSING POLYNEURITIS 

By M. A.| PIRZADA, m-b. (Pb.), m.r.o.p. (I.), d.p.h., 

d.t.m. & h. (Camb.) 

(Professor of Medicine and Clinical Medicine, King 
Edward Medical College, Lahore) 

Polyneuritis is a common nervous disorder 
in the Punjab. According to Walshe (1940), 
the different etiological forms of multiple 
neuritis do not differ essentially in their 
symptoms or behaviour but only in rapidity of 
onset, of development and of recovery. Only in 
some cases there are symptoms peculiar to the 
.?Etiological variety in question. It may be 
assumed that the different etiological varieties 
would normally pursue the same course, although 
considerable variation is likely to occur on 
account of variations in the intensity of the 
stimulus, the response of the patient and the 
addition of other causative factors. Bearing 
this possibility in mind multiple neuritis may be 
divided into four main clinical groups :? 

(1) Sudden or very rapid onset (within a few 
days) of paralysis with complete recovery within 
a few weeks if the patient survives. 

(2) Rapid onset (within 3 to 4 weeks) of 
paralysis with prolonged course of the disease. 

(3) Insidious onset (above 4 weeks) with 
prolonged course of the disease. , 

(4) Relapsing polyneuritis. 
From the etiological viewpoint it is only the 

first group which has such a constant clinical 
picture that it may be attributed to a single 
etiological group. Most of the cases in this 
group belong to the variety known as acute 
febrile polyneuritis. In the other three groups 
it appears that considerable etiological over- 

lapping tends to occur. 
In a contribution on the subject to the Indian 

Medical Gazette, May 1944, I described three 
cases belonging to group 1, three cases belong- 
ing to group 2, and five cases belonging to 

group 3. I had not come across any case of 
relapsing polyneuritis at the time, which is 

admittedly an uncommon type. I have found 
no reference to this condition in Indian medical 
literature and I, therefore, think that an account 
of three cases which have come under my 
observation since my last contribution on the 
subject would be of some interest. 

Case 1 

Bachan Singh, 30. S. M., was admitted to 
the West Medical Ward of .the Mayo Hospital 

on 25th January, 1945, with the following 
complaints :? 

1. Weakness of arms and legs, duration H 
years. 

2. Inability to open the mouth, duration 1| 
years. 

3. Darkening of skin, duration 9 months. 

History of illness.?(1) First attack. In the 

winter of 1938, the patient suffered from stiff- 
ness and weakness of legs, arms and trunk and 
difficulty in swallowing. The symptoms showed 

progressive increase and he was incapable 
of walking in a period of 2 months. Gradual 

return of power followed and he recovered 

completely after an illness of about 6 months. 

(2) Second attack. In the winter of 1939, 
he had a similar attack for about the same period 
with complete recovery. 

(3) Third attack. In November 1943, he 
had another attack which forced him to take to 
bed in about 3 months. He then developed 
generalized dark pigmentation of the skin. He 
showed some return of power in the summer of 

1944, which however was not much. 

(4) Fourth attack. In December 1944, the 
weakness was exaggerated and he was admitted 
in this condition again. 
Past illness.?Enteric-like fever in 1935. 

Family history.?Nothing relevant. 

Personal history.?Married with 6 healthy 
children, last one 1| years old. No history of 
venereal disease. Diet appears to be ample, 
with plenty of milk. Takes alcohol (country 
liquor) not more than 3 to 4 times a year. Ail 
the attacks appear to ,have been preceded by 
consumption of country liquor immediately 
before the attack. 

Physical examination.?Poorly built indi- 
vidual with dark complexion. Patient noticed 
excessive pigmentation in the summer of 1944 
but was much lighter at the time of examination 
except on axillary folds and the back. No pig- 
mentation in the mouth. No evidence or history 
of dermatitis. 

Central nervous system showed : 1. In- 
tellectual function and cranial nerves. No 

abnormality. 
2. Motor functions. Symmetrical loss of 

power in arms and legs maximum distally. 
Paralysed muscles show wasting. Trunk muscles 
markedly weakened. No fibrillary twitchings. 

3. Sensation. No loss of superficial or deep 
sensations. Patient does not give a history of 

sensory loss in previous attacks. Calf muscles 

slightly tender. Patient says that tenderness 
was more marked formerly. 

r 

4. Reflexes. Abdominal reflexes present. 
Plantar response flexor. Deep reflexes absent, 
Visceral reflexes normal. 
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5. Electrical reactions. Diminished but 
normal in type. 

6. Fundus examinations. Negative. 
Examination of other systems. Negative. 

No septic foci. Difficulty in opening the mouth 
due to ankylosis of temporo-mandibular joint. 

Laboratory examination.?Blood, urine, stools, 
and cerebrospinal fluid showed no significant 
findings. Gastric analysis not done. 
Wassermann reaction of blood negative. 

B.S.R. 8 mm. in 1 hour (Westergren). 
X-ray examination.?Lungs negative. Right 

temporo-mandibular joint shows ankylosis. 
The bilateral and symmetrical paralysis of 

limbs with loss of deep reflexes suggests 
polyneuritis even in the absence of well-marked 
sensory phenomena. The slight tenderness of 
calf muscles with previous history of more 

marked tenderness is supporting evidence. Apart 
from other considerations the history of complete 
recovery from two previous attacks negatives 
any other suggestions with regard to the diag- 
nosis, the patient having had four attacks of the 
illness in a period of six years. 

Case 2 

Allah Ditta, 35, M. M. Admitted on 16th 

November, 1948, to the West Medical Ward, 
Mayo Hospital, Lahore. 

Complaints.? (1) Inability to use limbs, 15 

days, (2) numbness of body, 15 days, (3) cough 
and expectoration, 2 months. 

History of present illness.?Twenty days 
back he got fever which lasted for eight days. 
Three days later he got numbness and weakness 
in the hands and feet which extended to the legs 
and later to the arms, within two days. There 
was no disturbance of bladder or rectal function. 
Patient has been coughing off and on for several 
months and has lost weight considerably. 

Past illness.?Ten years ago patient got an 
attack of paralysis of both legs and slight weak- 
ness of the arms. Recovery was rapid and 

complete after 10 days of marked weakness. 
Personal history.?No history of drug addic- 

tion, medication or venereal disease. 

Family history.?Nothing relevant. 

General physical examination.?Patient is 

markedly emaciated. 

1. Nervous system.?Intellectual functions 
normal. Cranial nerves normal. 

2. Motor system: (a) Motor junctions.? 
There is paralysis of both arms and legs 
most marked in distal segments. There is 

practically no grip. The arms and legs are 

wasted. There is loss of power of trunk muscles 
as? well. (Patient cannot sit up.) 

(b) Reflexes.?Biceps and supinator jerks 
absent on both sides. Triceps present. Knee 

and ankle jerks absent. Superficial abdominal 
reflexes absent. Plantar response cannot be 
elicited. Visceral reflexes normal. 

3. Sensory system.? (a) Pain normal, (b) 
Touch somewhat below normal in the legs. 
Muscular tenderness in the calves and thighs, 
(c) Sense of position defective. (<2) Co-ordina- 
tion. Defective in arms and legs. 

Respiratory system.?Signs of consolidation 
left upper lobe. 

X-rai/.?Pulmonary tuberculosis left upper 
lobe. Sputum shows tubercle bacilli. 

Diagnosis.?Relapsing polyneuritis with pul- 
monary tuberculosis; the patient had two attacks 
in a period of ten years. 

Case 3 

Muhammad Din, 44, M. M., Gujranwala 
district (Punjab), was admitted to the West 

Medical Ward of the Mayo Hospital, Lahore, 
on 7th June, 1945. 

History of present illness.?In May 1933 and 
again in May 1944 (over ten years later) the 

patient had paresthesia and diminished sensa- 
tion .of the hands and feet ending in complete 
recovery in 3 to 4 weeks. He had a third 
attack in May 1945, which, however, progressed 
to the complete picture of peripheral neuritis 
and rendered the patient completely helpless in 
about 8 weeks. Slow improvement then set in. 
On 29th October, 1945, when he was discharged, 
he could walk about though still somewhat 
weak on his legs. He was re-admitted on 26th 

February, 1946, and presented himself for 
examination after discharge on 4th March, 1946 
and 7th July, 1946. During this period he 
recovered his full strength gradually. 

Previous illness.?Nothing relevant. 

Family history.?Nothing relevant. 

Personal history.?Diet ample and good. No 
addiction. No venereal disease. 

Physical examination.?1. General. No abnor- 

mality except some dental sepsis. 
2. Central nervous system. Usual physical 

signs of peripheral neuritis, both motor and 

sensory in the arms and legs. 
A noticeable feature was some thickening of 

the ulnar and peroneal nerves on both sides and 
prominence of the great auriculary nerves on 

both sides of the neck. After the acute phase 
of the disease the ulnar and peroneal nerves 

became less prominent but the auricular nerves 
remained prominent right up to the last examina- 
tion on 7th July, 1946. An incision in the neck 
confirmed the observation that auricular nerve 
was thickened. 

Laboratory investigation : 1. Blood, stool, 
urine and sputum negative. B.S.R. 18 mm. 

(Westergren) in 1 hour. Blood W.R. negative. 
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2. Nasal smear and smears from normal 
saline injected into the ulnar nerve negative for 
leprosy bacilli. 

3. Ulnar nerve biopsy negative for leprosy. 

4. Lepromin test for leprosy negative. 

5. Screen examination of the chest negative. 

Diagnosis.?Relapsing hypertrophic neuritis. 

/.Etiological Considerations 

According to Wilson (1940) relapsing poly- 
neuritis is not a distinct ^etiological group, the 

different ^etiological and clinical types having 
only the element of recurrence in common. Thus, 
such varied causes as lead poisoning, alcohol, 
pregnancy, puerperium, rheumatic infection, 
etc., may produce a recurring peripheral 
neuritis. Brain (1940) describes a relapsing 
polyneuritis of unknown causation which implies 
that no obvious cause can be identified in a 

certain percentage of cases. Rarely hyper- 
trophic neuritis may manifest itself as a 

relapsing polyneuritis. 
Case 1, Bachan Singh, showed four relapses 

in a period of 6 years. The principal features 
of the case were as follows :? 

(i) Each attack was preceded by consump- 
tion of country liquor. 

(w) The neuritis was predominantly motor in 
type, with no sensory loss, but slight tenderness 
of calf muscles. 

(Hi) All the attacks occurred in winter or 

early winter. 

This case does not conform to the variety 
described as alcoholic polyneuritis which is 

a manifestation of chronic alcoholism. The 

patient took alcohol only three to four times in a 
year. However, the repeated onset of paralysis 
following the consumption of country liquor is 

rather significant. The case presents some 

similarity to 
' 

Ginger' or 'J ake' paralysis 
which occurred in epidemic forms in America in. 

1930, owing to the use of triorthocresyl phosphate 
as an adulterant for ginger drinks. Paralysis 
was noticed within a week of the intake of ginger 
drinks and was mostly motor in type, recovery 
was slow. It is possible that the country liquor 
consumed by the patient contained some toxic 
substance which brought on the paralysis. 
However, country liquor is commonly used in 

the rural areas in this country and no epidemic 
incidence of polyneuritis from its use has been 

recorded. It therefore appears doubtful whether 
the liquor played a prominent etiological role in 
the causation of recurrent peripheral neuritis in 
this case. The excess of pigmentation shown 
by the patient was not accompanied by other 
evidence suggesting a gross metabolic disorder, 

nor was the ankylosis of the temporomandibular 
joint accompanied by any gross septic focus. 

Case 2, Allah Ditta, suffered from two attacks 
of peripheral neuritis at intervals of ten years. 
It appears that at the time of first attack he was 
otherwise completely healthy, although at the 
time of his second attack he was suffering from 
pulmonary tuberculosis. The lung infection can 
only be looked upon as a precipitating factor and 
not the primary cause, since this is the only 
instance of pulmonary tuberculosis accompanied 
by peripheral neuritis which has come to my 
notice. Again the principal fetiological agent in 
this case is unrecognized. 
Case 3, Muhammad Din, had three attacks in 

a period of twelve years. A striking feature of 
the third attack was thickening of peripheral 
nerves. All the attacks occurred in early 
summer. The usual variety of peripheral neuritis 
associated with hypertrophy of nerves in this 

country is leprosy, which has been excluded as 
far as possible. The long clinical course of 
the disease extending over twelve years with 

multiple attacks of paralysis ending in complete 
recovery without specific treatment is also 

against the pathological nature of the lesion in 
leprosy. The case presents features suggesting 
progressive hypertrophic neuritis. This is a 

rare variety of multiple neuritis characterized 

by thickening of peripheral nerves, especially 
in the limbs, motor and sensory disturbances 
and loss of reflexes. Some cases also show 

nystagmus, intention tremors, kyphoscoliosis, 
sluggish or fixed pupils, which shows that the 
neuritis is only a manifestation of a more 

extensive disorder of the central nervous system. 
The condition occurs at any age from infancy to 
middle age. A family history is available in 
some cases, not in others. Histologically, there 
is hyperplasia of the interstitial tissues of the 

nerves with compression of nerve fibres. The 
cause is unknown. The course of hypertrophic 
neuritis is progressive, but rarely remissions and 
relapses may occur. 
A diagnosis of progressive hypertrophic 

neuritis is suggested with some trepidation in 
the absence of any knowledge of the subsequent 
course of the disease. The diminution in the 

palpability of the ulnar and the peroneal nerves 
after the subsidence of the acute stage would 

suggest an inflammatory lesion with a tendency 
to resolution. 
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