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Other familial conditions with either hypertrophic poly
neuropathy or perforating ulcers of the feet are discussed.

I wish to thank Dr. A. Agranat, Senior Physician, and Dr.
K. Mills, Sup~rintendent, Johannesburg General Ho pital, for
their c.ooperauon; also Dr. S. Levin, paediatrician, for referring
the ongmal case and Mr. H. Kruger, of the Medical School of
the University of the Witwatersrand, for the photographs. The
electromyography was carried out by kind permission of the
Princess Nursing Home neurosurgical unit. For the hi tological
report I thank Dr. J. C. E. Kaufmann.
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Tt has 'long been known that there is an interrelationship
between the various lymphomata. There have been many
case reports illustrating the numerous manifestations of
reticulo-endothelial diseases and the simultaneous occur
rence of different forms of these diseases.' ·

6

This brief report deals with a case in which there was
neoplastic proliferation of plasma' cells and reticulum
cells with foci manifesting the histological picture of
Hodgkin's disease. Tuberculous lymphadenitis was an
additional finding.

CASE REPORT
A.M., a 40-year-old Bantu female was admitted to Baragwa
nath hospital on 17 November 1958 complaining of generalized
body pains, abdominal pain, and a swelling in the left axilla
of about 4 months' duration.

On examination she was found to be extremely anaemic
and thin with evidence of marked weight loss. The blood
pressure was 120/80 mm.Hg and the pulse rate was 80 per
minute. A soft systolic murmur was heard at the base of the
heart and a third, heart sound at the apex. The liver was
enlarged to 2 cm. below the costal margin. A swelling was
present in the left axilla 4 - 5 cm. in diameter and the clinical
impression was that of matted lymph nodes. Laboratory
investigations included: haemoglobin of 4·7 g. %, haematocrit
19%, mean corpuscular haemoglobin concentration 25, and
leucocytes 9,600 per c.mm.

A transfusion of 2 pints of blood was given. Bone marrow
examination on 21 November revealed a conspicuous plasma
cytosis, the plasma cells being of the mature variety. Erythro
poiesis was normoblastic and active and some of the
normoblasts showed evidence of iron deficiency. There was
an increase in the amount of stainable iron in the marrow
and these findings were interpreted as a non-sideropenic form
of hypochromic anaemia, such as occurs in chronic infection,
malignant disease, etc.

A biopsy was performed on the axillary lymph nodes.
Microscopic examination showed an enlarged lymph node in
which there were a few small tuberculous granulomata (Fig. 1).

The greater part of the node, however, showed proliferation
of reticulum cells with large number of pia ma cells, some
of which were atypical and contained several nuclei, prominent
nucleoli and not infrequent mitoses. It was uggested, that the
patient be investigated for the possibility of myelomato is.
The patient was then given streptomycin 1 g. daily, by
intramuscular injection, rimifon 600 mg. daily by mouth, and
urethane 150 mg. daily.
, Examination of the urine for Bence Jones protein was
negative on 2 occasions and microscopic examination of a
centrifuged specimen showed hyaline and granular casts,
occasional erythrocytes, and 2 - 4 polymorphonuclear leucocytes
per high-power field. Electrophoretic studie of the erum
proteins showed the following: total protein 7·5 g. %, albumin
13·8% (I ·03 g. %), alpha 1 globulin 8·7% (0'65 g. %), alpha
2 globulin 14·5% (1'09 g.%), beta globulin 14'9% (1.)2 g.%),
and gamma globulin 48'1% (3'61 g.%).

On 22 December the patient had an epistaxis which necessi
tated, plugging of the nose.

The bone marrow examination was repeated on 24 Decem
ber. There was a very marked plasmacytosis, some of the
plasma cells occurring in sheets. The majority of the pIp ma
cells were mature, but some cells resembling 'myeloma cells'
were observed. X-ray examination of the chest showed clear
lung fields and a soft tissue mass in the left axilla. The
skull, pelvis, and right femur showed no translucent areas. A
blood count showed no significant change and another trans
fusion of 3 pints of blood was given. Blood films examined
on 13 January 1959 showed 64% neutrophils, 6% monocytes,
26% Iymphocytes and 4% plasma cells.

A further transfusion of 2 pints of blood, 'was given on
14 January. Throughout her stay in ho pital the patient had
remittent pyrexia between 90°F and 101°F. On 20 January
she started deteriorating rapidly, and died on 22 January, 9
weeks after admission and 6 month after the onset of
symptoms.
A uropsy Findings

The body was that of a markedly emaciated female. An
irregular firm mass about 8 cm. in diameter was present in the
left axilla. Both parotid glands were enlarged to 5 cm. in
diameter, and on section, exuded purulent material.
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Fig. 2. Enlarged matted axillary lymph nodes.

Fig. 3. Cross·section of right femur showing nodular areas of infil
tration throughom the bone marrow.

The major morbid anatomical findings were ~ed to
the reticulo-endothelial system.

The mass dissected from the left axilla consisted of enlarged
matted lymph nodes measuring 9X4X3 cm. in size. On
section they were fairly firm in consistency and pale yellowish
white in colour (Fig. 2).

The left supraclavicular lymph nodes, para-aortic lymph
nodes and mesenteric nodes presented a similar appearance.

The spleen (250 g.) was enlarged and on section showed
the presence of a well-demarcated yellowish-white subcapsular
area It cm. in diameter. The remainder of the pulp had a
mottled appearance with yellowish foci alternating with the
dark red pulp.

The right femur, on section, showed the presence of
numerous well-circumscribed yellowish-white areas of infiltra
tion in the red marrow and to a lesser extent in the white
marrow. The distribution of the red marrow appeared normal
(Fig. 3).

The remaining morbid anatomical findings were essentially
negative.
Microscopic Examination

Sections of the mesenteric, para-aortic and left supra
clavicular lymph nodes presented similar features.
There was complete loss of the normal architectural
pattern due to infiltration by large pleomorphic cells, many
resembling large plasma cells with an eccentric nucleus showing
clumping of the chromatin and a prominent eosinophilic
nucleolus (Fig. 4). Other cells had large horse-shoe shaped
nuclei while some contained as many as 5 nuclei; the multi·
nuclear cells resembled the Reed-Sternberg cells seen in
Hodgkin's disease (Figs. 5 and 6). In addition, there was
considerable reticulum-eell hyperplasia and marked mitotic
activity (Fig. 7).

The enlarged left axillary lymph nodes showed, a similar
picture to the original biopsy, with marked plasma-eell
proliferation, moderate reticulum-cell hyperplasia and 0c
casional multinucleated giant cells. Several areas showed
deposition of acidophilic homogeneous material which special
stains proved to be amyloid.

The spleen showed large areas of necrosis. The remainder
of the parenchyma was infiltrated by atypical plasma cells
and numerous giant cells of the Reed-Sternberg type. Reti·
culum-cell hyperplasia was also a prominent feature. Large
areas of the spleen were replaced by amyloid material (Fig. 8).
The liver showed areas of necrosis, some of whioh resembled
amyloid. At the periphery of these areas there was infiltration
by Iymphocytes and large atypical plasma cells.

The bone marrow showed a pleomorphic cellular infiltration
consisting mainly of neoplastic plasma cells (Fig. 9). In addition
there were areas of necrosis and amyloid deposition.

Section of the parotid glands showed an acute suppurative
parotitis. The remaining histological. findings were negative.

DISCUSSION

This case demonstrates the close association between the
various groups of lymphomata. It shows features of
Hodgkin's disease,· reticulum-cell sarcoma and multiple
myelomatosis. According to Lumb7 the primitive mesen
chymal cell may differentiate into either the lymphocyte
or the reticulum-cell, and neoplastic proliferations of these
two cell types give rise .to the lymphosarcoma and
Teticulum-cell sar-coma respectively. Malignant transfor
mation of both cell types results in the histological picture
of Hodgkin's disease.

According to some authors the plasma cell is derived
from the reticulum-cells and in view of this it is sur
prising that tumours showing proliferation of both these
cell types are not seen more frequently.

Herbut, Miller and Erf6 reported 6 cases that at various
stages during life were diagnosed as both Hodgkin's
disease and lymphosarcoma. At autopsy they showed
various combinations of Hodgkin's disease, lymphosarcoma
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Fig. 4. Photomicrograph of an axillary lymph node showing large, atypical plasma ceUs (haematoxylin and eosi.n X 1900).
Fig. 5. Photomicrograph of a mesenteric lymph node showing a characteristic mirror.image cell (haematoxylin and eosin X 1900).
Fig. 6. Multinucleated giant ceU surrounded by numerous large plasma cells (haematoxylin and eosin X 1900).
Fig. 7. A further field in the Iympb code portrayed in Fig. 5, showing proliferating reticulum cells (haematoxylin and· eosin X 1900).

and reticulum-cell sarcoma. They believed that these
diseases are not only genetically related but are funda
mentally merely phases of the same lesion. The various
combinations can be explained only by considering these
diseases· as arising from a common stem cell and then
differentiating in one direction or another according to
the amount and. type of stimulation as described by
Miller and Turner.9 These authors found 2 substances
in increased amounts in the urine of patients suffering
from Hodgkin's disease and monocytic leukaemia and
separated them chemically into carbinols and noncar
binols. Guinea-pigs inoculated with the carbinols showed
increased lymphopoiesis whereas those inoculated with
noncarbinQls showed increased myelopoiesis. Administra
tion of the 2 products simultaneously resulted in lym
phoid and reticulum-eell hyperplasia with foci resembling
Hodgkin's disease.

Seife et af.3 reported a case of a man diagnosed clinically
as chronic lymphatic leukaemia who was subsequently
found at autopsy to have Hodgkin's disease and tuber
culosis as well as lymphatic leukaemia.

Co-existent myelogenous leukaemia and Hodgkin's
disease has been reported by Samwick et al.,5 and the
interrelationship of Hodgkin's disease and other lymphatic
tumours was discussed by Custer and Bernhard,I who
analysed 1,300 lymphatic tumours. They showed a striking
fluidity in histological pattern with various transitions and
combinations.

The simultaneous occurrence of multiple myeloma and
Hodgkin's disease in 2 patients was found by Greenberg
and his associates.2 The first case concerned a patient in
whom bone-marrow punctures and lymph-node biopsies
performed at the same time showed unmistakable evidence

Fig. 8. Section of the spleen showing large depositS of amyloid
(haematoxylin and eosin X 120).
Fig. 9. Myeloma cells in a section of bone marrow (haematoxylin and
eosin X 1900).

of multiple myeloma (marrow) and Hodgkin's disease
(lymph nodes). The second patient had Hodgkin's disease
for 10 years after which pathognomonic evidence of
multiple myeloma was found. The presence of amyloid
in this case is of interest. Amyloidosis may occur in tuber
culosis as well as in Hodgkin's disease,ll and its associa
tion with multiple myeloma is often mentioned, but in
a review of 51 cases by Glenchur et al. lo it was found in
only 2 cases. An earlier study of 51 cases of myelomatosis
by Meacham12 showed only I case with amyloidosis.

SUMMARY

A case presenting the pathological features of multiple
myelomatosis, Hodgkin's disease and reticulum-cell sar-
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coma is described. The interrelationship between the
various cell types of the reticulo-endothelial system is
discussed and the literature dealing with tumours of the
reticulo-endothelial system, exhibiting neoplastic prolifera
tion of several cell type, is reviewed.

We should like to thank the Superintendent of Baragwanath
Hospital and Dr. M. B. Schwartz for permission to use the
case records and the Director of the South African Institute
for Medical Re earch for facilities granted. Mr. M. Ulrich
produced the photographs.
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GOVERNMENT COMMISSION OF ENQUIRY INTO THE HIGH COSTS OF MEDICAL SERVICES
AND MEDICINES

The above Commission was appointed by the Honourable the
Minister of Health, and an announcement to this effect was
published in Government Notice No. 6349 of 15 January 1960.

At the meeting of the Federal Council held in Pretoria
early in March, it was agreed that information be obtained
from the various Branches and Groups of the Association
and that it be correlated by the Secretaries of the Association
for submission to the Commission.

The memoranda so received were examined by the Secre
taries in June, and the Chairman of Council agreed that the
Association's memorandum be prepared in general terms and
that the details supplied by the Branches and Groups be also
submitted to the Commission.

This was done and the Association's memorandum and 19
memoranda submitted by the Branches and Groups were
handed to the Secretary of the Commission on 10 June.
. It would seem that the procedure followed by the Com
mission is to examine the memoranda supplied to it, and,

if considered necessary, a questionnaire is drawn up and
supplied to the writer of a memorandum with the request that
the additional information indicated in the questionnaire be
provided. .

It is clear that the Commission will be visiting the major
centres of the Union to take verbal evidence, but it would
seem that such verbal evidence will only be received from
those who have submitted memoranda and who have been
asked to supplement their evidence orally. We have requested
that the authors of all the memoranda we have submitted be
invited to give such oral evidence. We have been informed
that it is unlikely that the Commission will undertake its tour
before October.

When the time arrives, it is likely that Branches of the
Association will be asked to amplify their individual memo
randa verbally, but the main evidence on behalf of the
profession will be provided by the Executive Committee of the
Federal Council.

VIERDE AKADEMIESE JAARDAG VAN DIE KARL BREMER-HOSPITAAL EN DIE FAKULTEIT
VAN GENEESKUNDE VAN DIE UNIVERSITEIT VAN STELLENBOSCH

Die jaarlikse akademiese jaardag sal op Donderdag en Vrydag
8 en 9 September gehou word in die Burgersentrum, Bellville,
Kp: Die volgende is die voorlopige program:

REFERATE
Donderdag 8 September

2.00 om. Opening: Prof. F. D. du T. van Zij!.
2.15 om. Besering van veneuse endoteel deur gekonsentreerde

dekstrose-oplossing: Dr. B. J. van.R. Dreyer.
2.35 nm. Die gebruik van ,Iiquoid venule; vir bloedkwe

kings: Dr. J. G. Steytler.
2.50 om. Onverwagte moederdood in die verloskunde: Dr.

H. J. H. Claassens.
3.10 nm. Teepouse.

·3.35 nm. Die invloed van silikonsuur op 'n paar respira
toriese ensieme: Dr. F. M. Engelbrecht.

3.55 om. Beenmurg-oorplantings: Dr. T. Hey!.
4.15 om. Die bepaling van die serum proteien-spektrum by

die Bantoe met behulp van elektroforese: Pro£.
A. J. Brink en dr. P. D. R. van Heerden.

4.35 om. Gevalbespreking - Hiperparatiroidisme: Dr. J. J.
Heydenrych. .

4.55 nm. Duisend kinders: Drs. J. D. Snyman en A. B.
Murray.

5.!5 om. Die Departement Chemiese Patologie se werk
saamhede in die Jig van outomasie: Dr. C. P.
Retief.

Vrydag 9 September
8.30 vm. Filmvertoning: ,Griseofulvin in the treatment of

superficial fungus diseases': -Or. H. van der
Meulen.

8.55 vm. Salmonella stellellbosclz - 'n Nuwe serotipe: Dr.
H. D. Brede.

9.05 vrn. Studies oor respiratorie~e spiere: Dr. H. P. Wasser
mann.

9.25 vrn. Gewigdraende amputasies: Dr. A. W. B. Heywood.
9.45' vm. Karsinoom van die serviks gedurende swangerskap:

Dr. J. S. Coetzee.
10.05 vm. Pleurale biopsies: Dr. A. M. de Kock.
10.25 vm. Teepouse.
11.00 vm. Behandeling van antepartum eklampsie met keiser

snit: Dr. P. F. M. du Toil.
11.20 vm. Hialien membraansiekte: Prof. H. W. Weber.
11.40 vm. Afbinding van die pankreasbuis by radikale

pankreaskopreseksie: Drs. B. J. van R. Dreyer
en J. S. Marais.

12.00 nm. Die probleem van narkose by spinaalfusie: Dr.
S. V. Potgieter.

12.20 nm. V-oorlopige verslag oor ,Dumping'-sindroom: Dr.
J. J. Heydenrych.

12.40 nm. Middagete.
2.00 nm. Geneeskunde in Amerika: Prof. A. J. Brink.
2.20 nm. Vitamien A-bepalings in pasiente met karsinoom

van die esofagus: Dr. J. A. du Plessis.
2.40 nm. Mesenchiem·gewasse van die nier: Dr. S. S. Grove.
3.00 nm. Die segmentele geaardheid van die milt: Dr. B. J.

van R. Dreyer.
3.20 nm. Teepouse.
3.50 nm. Die behandeling van kinders met chroniese asma:

Dr. A. B. Murray.
4.10 nm. Probleme van moderne hospitaal-infeksies: Dr.

H. D. Brede.
4.30 nm. Placenta praevia: Dr. J. J. de Wet.

4.50 nm. Verkiesing van nuwe komitee.

Daar sal wetenskaplike sowel as farmaseutiese uitstalling
wees.


