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Dent mentioned a third bone lesion which was occasionally
seen in renal failure-osteo lero i. He remarked that all
3 types of bone disease ometim occur in steatorrhoea
and here al 0 a resi tance to the action of vitamin D could be
found, even \ hen it was given parentally.

o the old phy icians who talked of renal rickets were not
wrong after all, but the bone le ions which do occur in renal
glomerular failure with azotaemia are certainly more complex
than was formerly imagined. u ual, the more we learn
about them, the more there seems to be to find out. One
good feature from the clinical angle i that the same treat
ment-<:alciferoI in high dosage-will cure both the usual
type of bone di ease even when the renal failure is actually
progre ing.

I. t.nbury•. W. an<l Dent. C. E. (1957): Report of meeting of RenaJ Associa
tion of24 Janu.ry 1957. Lancet, 1, 2~3.

Dent maak melding van 'n derde beenletsel wat soms by
nierversaking gesien wo rd-osteosklerose. Hy verklaar dat
al 3 soorte beensiektes soms by steatorree voorkom, en ook
by hierdie kondisie bied die liggaam weerstand teen vitamien
D, sell: wanneer dit parentaal toegedien word.

Die ou geneeshere wat van mer-rachitis gepraat het was
dus tog reg, maar die beenletsels wat by nierbuisversaking
met asotemie voorkom i gewis baie meer ingewikkeld as
wat eer vermoed wa. Soos gewoonlik, hoe meer 'n mens
daarvan le wete kom, hoe meer skyn daar wat nog geleer
moet word. Een goeie ding, klinies gesproke, is dat dieseIfde
behandeling, n1. groot dosisse kalsiferol, albei die gewone
soorte beensiektes sal genees, seIfs al vererger die nier
versaking.

I. Stanbury, S. W. en Dent, C. E. (1957): Versl.g van 'n vergadering van die
R~nal Association op 24 Januarie 1957. Lancet, 1.,253.

'THE HISTORY OF MEDICINE IN SOUTH AFRICA'

Several members have tated that they do not agree that this
book hould be sent to all members who have not informed
the publi her that they do not wi h to receive it.

It i common practice for learned societies who publish
work of importance to give their members an opportunity of
receiving preference in obtaining copies. Experience has
hO\ n that if members are a ked to order a copy in advance,

when a limited edition is being printed, numbers of member
omit to do 0 and are ub-equently very disappointed when
they are unable to have one on their helves.

The Medical Association has undertaken the production
of this work (it has taken nearly ten years to bring it to
publication) as a service to its members and to the country.
It has made its members a unique offer through the publisher
and it is satisfied that members will be pleased with the
result.

Finally when the book is sent out, all who do not wish to
keep it will have the opportunity to return it after inspection
and within a limited time.

THE CLINICAL PRESE TATIO OF POLIOMYELITIS
IN THE YOUNG BANTU CHILD

Jo GRIFFrrHS, M.B., B.ea. (RAND), D.C.H. (R.C.P. & S. E 'G.)·

Paediatrician, Johannesburg

In 1951 it was reported that among urban Bantu children
silent infection with the virus of poliomyelitis took place
early in life, but the incidence of paralytic poliomyelitis was
relatively 10w.1 However, in 1956, in the largest epidemic of
clinical poliomyelitis yet seen in the Johannesburg Bantu,
169 ca es of acute anterior poliomyelitis were seen in the
Paedia ic nit, Baragwanath Ho pital, Johannesburg, in the
first half of the year.

Early diagno i of thi disease to prevent admis ions to the
general wards was con idered important, and this paper
gives an account of the clinical presentation and the difficulties
encountered in diagno i

Material
The Paediatric nit at Baragwanath Ho pital erves non

European children under 9 ears of age. It is a large unit
where 5, 39 and 5,996 in-patient and 73,000 and 000
out-patients were seen in 1955 and 1956 respectively. There
are no i olation facilities for patients suffering from infectiou
disease.

• Lately of Baragwanath Hospital and the University of the
Witwatersrand.

Between January and July 1956 119 cases of poliomyelitis
were diagnosed at Baragwanath Hospital, but the records
of only 99 could be traced, and these patients are studied in
this paper. Of these, 18 were in-patients and the rest were
out-patients. In addition, 50 patients with poliomyelitis,
diagnosed elsewhere, were referred for physiotherapy, after
the acute stage of the disease.

Definitions

The following terms used in this paper are briefly defined:

on-paralytic poliomyelitis: Evidence of involvement of the
central nervous system. with positive cerebrospinal-fluid findings,
but without paralysis; with or without recovery of polio virus
from the stools. (This was attempted in 3 patients; 2 were positive.)

Encephalitic form of poliomyelitis: Evidence of poliomyelitis,
but encephalitic symptoms (coma, stupor or convulsions) domin
ated the clinical picture.

Bulbar form ofpoliomyelitis: Cranial-nerve involvement without
clouding of consciousness, and with or without involvement
of the spinal cord.

- Spinal form of poliomyelitis: Paresis or paralysis attributable
to involvement of the cervical, thoracic or lumbo-sacral cord.

The spinal cases are further described after the classification
of Smith, Harris and Rosenblatt:1
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TABLE I. PRESENTING SIG S AND SYMPTOMS

TABLE n. TABLE SHOWING SEX INCIDENCE

which has been noticed in most epidemics. The highest age
incidence was between 6 and 18 months (36 cases); 3/4ths
of the cases were less than 3 years old (Table Ill).

Presentation

67 %of the patients presented with paralysis already present
(Table I), although this had not always been recognised as

2
15
21
13
19
11
6
o
3
2
7

99Total ..

o to 5 months
6 month to 11 month
1 year to 17 months
18 months to 2 years
Over 2 years to 3 years
Over 3 years to 4 years
Over 4 years to 5 years
Over 5 years to 6 years
Over 6 years to 7 years
Over 7 years to 8 years
Age unknown

TABLE m. TABLE SHOWING AGE INCIDENCE

Type and Severity

More than 3/4th of the patients howed the pinal paralytic
form of the disease (Table TV)' 9 % were bulbar, 3 % were
encephalitic, and only 9 % of cases showed the non-paralytic
form. When the spinal paralytic cases were grouped according
to severity, it wa noted that only 31 % fell into the mild or
moderate category, while 63 %were moderately evere, severe
or very severe (Table V).

Cerebrospinal Fluid

Lumbar puncture, which was u ually an out-patient pro
cedure, was found es ential for diagno i in nearly all cases
under 2 years of age. The cerebrospinal fluid findings in
64 of the patients are summarized below.

Of the patients with typical paralytic poliomyelitis, 5
(7' 8 %) gave normal cerebro pinal fluid. In the other
patients the total cell count varied from no cells to 225 cells
per c.mm. In half the patients it was less than 60 cells per
c.mm. The cells were chiefly lymphocytes, the highest count
being 189 per c.mm. In 1/3rd of cases polymorphs were les
than 5 per c.mm., and in only 16 patients were there more
polymorphs than Iymphocytes. Of these, 7 had polymorph
counts varying from 79 to 138 per c.mm. (3 were
bulbar, 1 polio-encephalitic, and 3 non-paralytic in type).
Where the polymorph count was high, only one patient
showed a protein value of over 40 mg. %. Where the total
cell count was high, the protein was usually, but not in
variably, low. Half the patients lumbar punctured howed a
protein value below 31 mg. %, and the highest value was
116 rng.%.

66
11
7
5
2
2
2
I
I
1
1

99

52
36
11

99

Total ..

Paralysis
Fever
Cough and fever ..
Pain
'Twisted' neck
Convulsions
Sores in mouth
Diarrhoea ..

ystagmus
Swollen fontanelle
Listlessness

Total ..

Males
Females
Sex not recorded ..

Group I Mild
Group IT Moderate
Group ill Moderately

severe

Group IV Severe

Group V Very severe

Minimal isolated muscle weaknesses.
Includes weakness of 2 limbs.
Includes flaccid paralysis of one limb

with or without isolated muscle
weakness elsewhere.

Includes flaccid paralysis of 2 limbs
with or without isolated muscle
weakness elsewhere.

Includes flaccid paralysis of 3 limbs or
respiratory muscle paralysi (dia
phragms, intercostais, abdominals).

such by the mother, who might say, 'Baby won't crawl', or
'Baby has a crooked face'. Only about 1/5th gave a history
of preceding feverish illness.

Sex and Age

There was the usual preponderance of boys (Table m,

TABLE IV. CASES OF POLIOMYEUTIS ACCORDING TO AGE AND FORM OF POLIOMYELITIS

Forms of Unknown 0-5 6-11 12-17 18 mths- 2-3 3-4 4-5 5-6 6-7 7- 8 %
Poliomyelitis age months months months 2 years years years years years years years Totals Totals

Non-paralytic .. 0 O' 4 2 0 0 I 1 0 I 0 9 9·1
Encephalitic 0 0 1 0 1 0 1 0 0 0 0 3 3·0
Bulbar .. 0 0 3 1 0 1 3 0 0 0 1 9 9·1
Spinal-paralytic 7 2 7 18 12 18 6 5 0 2 1 78 78·8

TABLE V. SPINAL CASES ACCORDING TO AGE AND SEVERITY

%
5-6 6-7 7-8 UnknownNo. of Spinal 0-5 6-11 12-17 18 mlhs- 2-3 3-4 4-5

Cases Cases months months months 2 years years years years years years years age
Spinal Cases .. 78 100·0 2 7 18 12 18 6 5 0 2 1 7

I. Mild 20 25·6 0 1 5 3 6 1 2 0 2 0 0
n. Moderate .. 4 5'1 1 0 0 1 0 0 0 0 0 1 I

rn. Moderately
4 0 0 0 1severe 23 29·S 0 4 6 5 2 1

IV. Severe 18 23·1 0 1 6 3 5 1 1 0 0 0 1
V. Very severe 8 10·3 1 1 1 1 1 2 1 0 0 0 0

Unclassified 5 6·4 0 0 0 0 1 0 0 0 0 0 4
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Case 10, a female aged 3 years and 10 months, had a history
of fever and pain in the che t and X-ray evidence of right middle
lobe consolidation. She was admitted \vith the diagnosis of
broncho-pneumonia, and next day there was pain in the back with
muscle spasm. The cerebro pinal fluid showed 84 polymorphs
and 10 Iymphocytes per c.mm. and a protein level of 82 mg. %.
She was referred to the fever hospital, where a .mild paralysis
ensued. Weakness of the right shoulder-girdle muscles was still
pre ent 2 months later.

Case 11, a female aged 4 years, had abdominal pain for investiga
tion as her admission diagnosis, and was considered a case of
appendicitis by the referring doctor. She had vomited with her
severe abdominal pain 3 days before. On admission she was
found to have tenderness and pain in limb muscles as well as
abdomen and she developed paralysis.

Case 9, a female aged I year and 3 months, was admitted as
neck stiffness for further investigation. On admission she was
found to have generalized weakness, and was still very severely
paralysed 3 months later

The pre-paralytic stage has been shown to last longer in
young infants; the average interval between the date of onset
of illness and the fir t detection of paralysis was 5· 5 days
among infants under I year of age as contrasted with 3· 5 days
among children and adults.4 In 5 cases (children) in which the
diagnosi is known to have been missed at Baragwanath out
patient, and who later were referred by fever hospitals, the
diagnoses on their record cards Uust a few days before
paralysis set in) varied from pharyngitis to gastro-enteritis.
Ca e IO and 11 are examples of pyrexial children in the pre
paralytic stage of poliomyelitis who escaped diagnosis and
were admitted.

On account of the presence of all reflexes on admission,
the following case was not suspected of spinal poliomyelitis.

The painful muscles in Case II should have indicated the
probable diagnosis, for the paralytic phase of poliomyelitis is
commonly heralded by tenderness, stretch pain and fibrillary
contractions in muscles, \vith increase of the deep reflexes. 3

The fibrillary contractions in very young patients are usually
masked by subcutaneous fat, but the other signs and symp
toms sometimes give ri e to great difficulty in diagnosis. The
increased reflexes eau ed ease 12 to be admitted as an apparent
left hemiparesis, and it was only a few days later that polio
myelitis was suspected.

Case 12, a male aged 1 year and 4 months, was admitted with
the diagnosis of hemiparesis with encephalitis. He had been unable
to walk for some days and although he would not use his left
arm or stand on his left leg, the jerks were brisker on that side.
Two days after admission he developed some doubtful weakness
of the right arm, and on the 4th day his left knee and ankle jerks
became diminished for the first time. On his 9th hospital day
all his reflexes "'(ere present and apparently equal, but there was a
mild left quadriceps weakness. His cerebrospinal fluid on ad
mission showed 5 polymorphs and 49 Iymphocytes per c.mm.
with a protein of 77 mg. A week later the cell count was normal,
but the protein was still 56 mg. Type-T polio virus was grown
from the stool of this patient. He was apyrexial throughout
his stay in hospital.

Case 13, a male aged 1 year and 8 months, with a history of
mild diarrhoea and convulsions for 2 days, was admitted in
coma with marked trismus. Muscle tone was poor and there was
no neck rigidity. All reflexes were present and equal. His cerebra

. pinal fluid contained 130 polymorphs and 95 lymphocytes per
c.mm. and was normal biochemically. He died 18 hours after
admi ion, and at post-mortem was found to have changes typical
of polio-encephalitis, and poliomyelitis in the anterior horn
cells of the cord.

COURSE OF THE DISEASE

290

Any complete tudy i notoriou ly difficult with Bantu
patients. Of the 99 patient 5 died (2 encephaJiti , I bulbo
pinal and 2 very severe pinal), 9 were not paraly ed nor
uffered any disability, and 72 other patients were een after

tbeir discharge from ho pital (there was no follow-up at all
in 13 ea e ).

Of 31 patient who were een I month after the on et of
their di ease, 2 were cured (a mild pinal case and a combined
bulbar and mild pinal case), 3 bulbar eases howed light
improvement, and 2 other bulbo pinal cases showed improve
ment of the bulbar pal ies only. The remainder were 24 spinal
ea e who were unchanged.

Of 19 children who were followed up for 2 months, I bulbar
and 13 pinal ca es were unchanged, 2 very severe ca es had
improved and could now be cia ified as evere, 2 moderately
evere had improved to mild, and 1 initially mild pinal case
howed improvement.

Of 22 children followed up for times varying from
3 to 6 month ,I howed no change, I moderately severe
pinal ca e had improved to mild, 2 mild spinal eases showed

very considerable improvement though weakness could still
be detected, and I patient who had been cia sified as encepha
litic and pinal now showed no paralysis but still had very
slight nystagmu .

Differential diagnosis illustrated by clinical case notes

As McMath et al. 3 point out, poliomyelitis may be difficult
or even impossible to diagno e in the pre-paralytic stage.
Examination at this time may reveal equivocal signs of
meningeal irritation with doubtful Kernig and Brudzinski
signs and often very slight neck rigidity. They consider the
'tripod' and 'kiss the knees' signs, and the presence of pyrexia
accompanied by retention of urine, as valuable diagnostic
evidence. However, in children of 3 years and less, as in most
of the Baragwanath group, the patient's cooperation is seldom
ecured sufficiently to elicit the e signs. Cases 1-9 were all

admitted with diagnoses referable to meningeal irritation,
and all gave abnormal cerebrospinal fluids.

Case I, a male aged 8 months, case 2, a male aged I year and
3 months, case 3, a female aged I year and 4 months and case 4,
a male aged 9 months, all had neck stiffness and high fever and
were adrnitted as cases of meningitis. Case 2 became paralysed
next day, and later developed respiratory involvement, whilst
case I was found on admi ion to have mild spinal paralysis
and a bulbar palsy. Ca es 3 and 4 did not develop paralysis.

Cases 5 and 6 were less acutely ill and were admitted as probable
eases of tuberculous meningitis. Case 5, a male aged 2 year,
presented with a 'sore neck' and had neck stiffness for 2 days in
hospital before developing a weakness of the lefi leg, when it was
learnt that a sibling had been adrnitted to another hospital with
poliomyelitis. Case 6, a male aged 4 years, was so uncooperative
and apparently hysterical for some days in the ward that he
could not be properly examined, and his mild paralysis was not
immediately discovered.

Case 7, a male aged 1 year and 4 months, with high fever,
was admitted as a possible encephalitis or tuberculous meningitis
because he was thought in the oUI-patients department to have
an upper-motor-neurone weakness of the facial nerve. After
observation in the ward it became clearly lower-motor-neurone
in type, and the cerebrospinal fluid showed 119 polymorphonuclear
leucocytes and 47 lymphocytes per c.mm., with normal chemical
findings.

Case 8, a male aged 1 year and 3 months, was admitted as an
encephalitis, with neck stiffness and increased cells and protein
in the cerebrospinal fluid but without paralysis.
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Case 13 is an example of how some cases of polio~ncepha
litis rapidly become comatose before paraly i can be
diagnosed. Such widespread polio~ncephalitis i almost
invariably fatal. 5The picture of coma, trismus and convul ion
was seen in another in-patient at the time of the poliomyelitis
epidemic, and the diagnosis of polio-encephaliti was mis
takenly made, for neither laboratory nor post-morten evidence
of the disease was found. Both these cases have been fully
described elsewhere in a discussion on trismus.8 This is an
interesting and well described sign occurring in poliomyelitis,
and attributed to mid-pontine tegmentum involvement at the
site of the motor nucleus of the V cranial nerve.

In the paralytic phase of the disease, when lower motor
neurone paresis develops, diagnosis becomes much easier,
but that confusion still arises when the patient is very young
is shown by the admission to Baragwanath Hospital of several
infants with paralysis. Post-diphtheritic polyneuritis is not
uncommon at Baragwanath Hospital and it is easy to under
stand, therefore, how this diagnosis may be made on an
extensively paralysed patient, when seen in the early stages
of an epidemic.

Case 14, a female aged 3 years, was admitted as a polyne~lritis

on account of generalized weakness. ext day it was appreciated
that in the upper limbs the paralysis was asymmetrical, and the
cerebrospinal fluid contained 38 polymorphs and 140 Iympho
cytes per c.mm. Later Type-I polio virus was grown from her
stool.

The amyotonia congenita syndrome due to infantile spinal
muscular atrophy may give rise to confusion in the small
infant; both conditions result from pathology in the anterior
horn cells.

1n case 15, a female aged 2 months, 2 convulsions had occ~rred

the night before admission and there was a sudden onset of 'limp
ness'. The baby was admitted with the diagnosis of possible
amyotonia congenita or polyneuritis. All limbs appeared weak
and flaccid, except the right arm, where some muscle tone was
present. The right biceps and triceps jerks were ~he oD;1y reflexes
that could be elicited. There was some paralYSIS of mtercostal
muscles and breathing was chiefly diaphragmatic. The cerebro
spinal fluid contained 5 polymorphs and 19 lymphocytes per
c.mm. and the protein was raised to 71 mg. %. A month later
the patient still had a flaccid paralysis of the left arm, right leg
and both glutei.

In the differentiation of poliomyelitis from amyotonia
congenita, the history may help, fever and a sudden onset
favouring the diagnosis of poliomyelitis. The paralysis is
sometimes bulbar and may involve the muscles of respiration
in both conditions, but is symmetrical in distribution in
amyotonia congenita. Asymmetry in an extensively paralysed
small baby may only be demonstrable after careful and
patient examination. The cerebrospinal fluid in case 15 was
characteristic of poliomyelitis; in amyotonia congenita the
cerebrospinal fluid is normal. Final proof is offered by the
virus laboratory.

Cases 13 and 15 showed convulsions, but the e occur so
rarely in poliomyelitis that, in spite of a flaccid left arm in
a 5-week-old infant (case 16), the admitting officer who saw
him in a convulsion felt that the diagnosis of poliomyeliti
was so unlikely that he admitted the patient to the general
wards.

Case 16, a male aged 5 weeks, was admitted with the diagnosis
monoparesis for investigation. His left arm had been noticed to
be paralysed for 1 day, and he ha.d been feveri h ~o~ 2 day. A
generalized convulsion occurred Just before adml Ion. Th~re

was a flaccid paresis of the left arm. Subdural taps were negatlve

and the cerebro pinal fluid contained 29 pol morph and 48
Iymphocytes per c.mm. and 71 mg. of protein per !OO ml. T~elve

hours later the right leg wa thought to be mo 109 les bn kly
than the left and the patient wa tran ferred. When een a month
later the arm was till paraly ed and ome weakn of both
legs was pre ent.

In ew York in 1949 and 1950 convul ions occurred in only
one infant among 92 under I year with poliomyeliti .4 In the
two very young paralytic Baragwanath cases, ca e 15 and 16,
the convulsions may be attributed to 'febrile convul ion "
but in case 13 the convulsion were almo t certainly due to
the encephalitis, and it is known that the encephalitic form
of the disease sometime causes convulsions e en in adult .7

Only about 1/5th of the paraly ed patients ga e a clear
history of a minor illness, and although it has been aid that
in about 40% of paralytic cases a minor illne can be dis
tinguished,5 it mu t be remembered that the patients were for
the most part under 3 years of age, and more than half of
these below 18 months, and also that history-taking in a busy
out-patient department among a multi-language group i
often rather brief. There were some extremely observant
mothers who noticed a slight weakness some days before the
medical officer was sufficiently convinced to subject the child
to lumbar puncture.

In each of these several ca es the cerebro pinal fluid
showed changes typical of poliomyelitis.

In the diagnosis of paralytic poliomyelitis, pseudo-paraly i
may give rise to confusion, and the pseudo-paralysi asso
ciated with congenital syphilis is seen not uncommonly at
Baragwanath Hospital. The p eudo-paraly is of scurvy,
however, is not seen, as scurvy is exceedingly rare in Bantu
children, although a common disease in adults.8 The pseudo
paralysis caused by osteomyelitis was mistakenly diagnosed
as poliomyelitis at Baragwanath Paediatric Out-Patients
during this epidemic. Some of the out-patients were of special
diagnostic interest.

The mother of case 17, a male aged 9 months, noticed 'funny
movements of the eyes' for 1 day. On examination remarkable
coarse nvstagmoid movements of the eyes were present, and
there was a doubtful weakness of the sternomastoid. The child
was cheerful and did not look ill. There were 11 polymorpho
nuclear leucocytes and 105 lumphocytes per c.mm.. in the cereb~o

spinal fluid. The chemistry was not known untIl the followmg
day, and the baby was nearly admi~te~ .to the general war~s
with a diagnosis of tuberculous menIngitis. However, as thJS
disease rarely occurs under 1 year at Baragwanath H<;>spltal
without radiological evidence of gross chest tuberculOSIS, an
out-patient chest X-ray was taken. This appe<;tred C?omple~ely

normal and the child was sent to the Fever Hospital With a diag
nosis of poliomyelitis, which proved to be correct. He lat~r

developed a lower-motor-neurone paralysis of his left leg. ThiS
recovered, but some months later very slight eye movements
could still be detected.

These coar e movements of the eyeballs on attempted
fixation, known a opsoclonia and differing from true
nystagmus, which however i al 0 seen, have been described
by several ob erver .5, 9 The studie of Baker and CornwalPo
and Matzke and Bakerll have hown that the cerebellum and
midbrain are frequently implicated in the pathology of
poliomyeliti , even although clinical manife tation of uch
involvement are uncommon.

Two children made their fir t vi it to out-patients with
sores in the mouth and both were diagno ed as herpetic
tomatiti. One became mildly paraly ed 4 day later and
tiJl had weakne a month later, and one became moderately
everely paraly ed 9 day later, but then developed involve-
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ment of the re piratory mu culature in the Fever Hospital
and died after a week. It i interesting to peculate whether
these children did in fact have herpangina due to the Cox
sackie-A viru , which virus i often i olated in proven cases
of poliomyeliti .12

D1SCUSS10

It has recently been uggested that acute poliomyelitis is not
infectiou and patients can safely be admitted to a general
ward.1s Anyone who ha per onally seen cro s-infection
occur would disagree. In 1949 several long-term case develop
ed paralytic poliomyelitis after the admission of 2 cases of
poHomyelitis to their cubicled infants' ward. These patients
had disea e such as leukaemia, Wilms's tumour, hydro
cephalus.14 Hor tmann et al. have said that 'on the basis of
virus isolations and serological evidence, poliomyelitis infec
tion may be said to be as contagious as measles among
susceptible individuals m a family setting'.lS Despite great
care and the use of diagnostic lumbar puncture in the out
patients department, 18 patients were admitted to Barag
wanath Hospital. Of these, 16 have been discussed; the
remaining 2 patients were known to have poliomyeHtis, but
one, a fatal case, had to be admitted as he was in extremis
and too ill to send the long journey (20 miles) to the nearest
fever hospital, and the other was admitted owing to incorrect
information about the duration of the disease. 0 case of
cross-infection was noted as a result, but the turn-over of
patients m Baragwanath Hospital is extremely rapid.

There was a preponderence of very young children amongst
the poHomyelitis cases, and this often made diagnosis difficult.
Elsewhere it is generally agreed that poliomyeHtis is showing
an increasing incidence in the older age-groups. Smith et al.,2

who show an increasing incidence of the non-paralytic form
of the disease with age, suggested that the more frequent
recognition of these forms is the cause of the apparent
increasing incidence in older age-groups. However, an
increa ing incidence with age has also been found among
paralytic forms of poHomyeHtis.1s

In ew York, among 92 cases in children less than 1 year
old, non-paralytic forms were infrequent, totalling only 9· 8 %,
compared with 44·7% in children aged 5-15 years.4 In
London the percentage of paralytic cases under 1 year was
higher than that for any other groUp.4 At Baragwanath
Hospital on the other hand, of the 17 babies under 1 year
with poliomyeliti , 4 (23' 52 %) showed no paralysis; only
9 out of the 99 children with poHomyeliti were non-paralytic
cases, an 6 of the e 9 were under 18 months. In view of their
recognition at an early age, it seems unlikely that non-paralytic
form in the older age-groups were missed. Presumably when
the Bantu al 0 how a trend towards older age-incidence, the
percentage and age of the non-paralytic forms will increase.

Medalie1s has shown that the age incidence in patients in
Boksburg-Benoni Ho pital in 1956 was lower among the
non-Europeans than the Europeans. This may be due to
economic and hygienic factors rather than racial factors.
In America, egroes appear to suffer from this disease as
frequently as WhitesY, 2 The shift in incidence of polio
myelitis to the older age-group appears greater in the
families of higher economic status in America. In these it is
seldom seen at all under one year. IS

The percentage of paralytic poliomyelitis was higher in the
Baragwanath series than that reported in mo t recent
epidemics elsewhere, and bulbar forms were fewer.e, 2, 4, 19-21

Encephalitic forms of poliomyelitis varied in ew York m
incidence from 2 % to 8%.2. 11 At Baragwanath 3% of the
cases were encephalitic.

The severity of the cases was striking. Smith et aP found
only 35 %of their spinal cases fell mto the moderately severe,
severe and very severe groups, whereas 63 % of the Barag
wanath cases were in these categories.

The cerebrospinal fluids of the Baragwanath cases did not
show any unusual features and the findmgs, including the
occurrence of normal fluids, are similar to those described
in most epidemics.2 , 22

The follow-up of these patients is quite inadequate because.
although most authorities agree that the maximum degree
of recovery in muscle function in poliomyelitis occurs in the
first 6 months, recovery often continues for a couple of years,
The most severely afflicted can expect the greatest degree of
permanent weakness, and on this basIS the young Bantu
cases described can be expected to give rise to a considerable
number of cripples. The need for early diagnosis, difficult
though it may be in this age-group, and for immediate isola
tion of patients, is stressed.

SUMMARY

In the largest epidemic of poHomyeHtis yet seen in the
Johannesburg Bantu, which occurred m 1956, 169 cases of
acute anterior poliomyelitis were seen in the Paediatric Unit,
Baragwanath Hospital, Johannesburg, in the first half of the
year.

The clinical presentation, sex, age, form of disease and
severity of 99 cases are described and discussed.

The preponderance of very young cases is discussed. They
presented special diagnostic problems and made diagnosis
difficult; 16 children who initially escaped diagnosis and were
admitted to the general wards are discussed.

Non-paralytic forms of the disease were relatively few, and
mostly under 18 months. Bulbar cases were relatively few.
The severity of the cases was striking.

Some data on the immediately post-isolation progress of
the cases is presented.

I wish to thank the Medical Superintendent of Baragwanatb
Hospital for permission to publish this paper; Dr. E. Kahn,
Senior Paediatrician and Dr. S. Waybume, Paediatrician, in
whose wards these patients were observed; and Dr. R. Cassel
and staff of the South African Institute for Medical Research
laboratory at Baragwanath Hospital.
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