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operations and vagotomy and gastro-enterostomy, each of
which interrupts part of a complex neurophysiological
mechanism of acid secretion. A more fruitful approach is the
application of the physiological principles of gastric secretion.
Where the aim of an operation is marked reduction of acid
secretion in tenns both of quantity and of response to nervous
stimuli, then vagotomy is obligatory as an adjunct to any
such surgical procedure.

The problem of which suitable surgical procedure to adopt
may be re-stated in terms of a choice between a vagotomy
with a high gastrectomy, vagotomy with a low gastric re­
section (antrectomy), vagotomy with gastro-enterostomy,
or vagotomy with antral exclusion.

The surgical ideal is to remove the ulcer, interrupt com­
pletely the vagal nerve supply and remove the antrum,
leaving the patient with an amount of stomach adequate in
capacity and digestive function.

Vagotomy and antrectomy appear to represent the closest
approximation to this ideal surgical procedure for the majority
of patients with moderately high acid secretion. For a very
high acid secretor a vagotomy and high partial gastrectomy
is indicated, with a Billroth I reconstitution by pr~ference,

or a Billroth n anastomosis.
Where extensive and difficult duodenal dissection is

necessary a vagotomy and gastro-enterostomy is indicated,
but with a very high secretor the difficulties of duodenal
dissection must be weighed against the probability of recurrent
stomal ulcer.

A vagotomy and gastro-enterostomy is indicated for young
patients, particularly women, for thin patients who have
been unable to put on weight for many years, and for elderly
patients from whom a high morbidity rate is expected after
major surgery.

I wish to thank Mr. C. J. Lockett for technical assistance in the
experimental work illustrated, which forms part of a research
project under the auspices of the National Cancer Association of
South Africa; and Mrs. B. Gurney for secretarial work.
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BESERING VAN 'N HIDRONEFROTIESE NIER
J. E. Roos SCHOLTZ, M.B., CH.B. (PRETORIA), ER.C.S. (EDIN.)

Kliniese Assistent, Departement van Chirurgie, AIgemene Hospitaal, Pretoria

Besering van 'n pato!ogiese nier kom rue vee! in die praktyk
voor nie, en word selde in die literatuur aangetref. Daar is
mm !eerboeke van chirurgie en pato!ogie wat daarvan
melding maak.

Gevalbeskrywing
J.S., 'n naturelleman, 26 jaar oud, is op 10 September 1957

opgeneem met 'n matig-pynlike geswel in die buik. Sy geskiedenis
was dat by op 14 AUguS1US aan die 1inkerkant van sy buik geskop
is. 'n Geswel hel onmiddellik daama ontstaan en dil was omtrent

5 dae lank pynlik. Daarna bet die pyn bedaar hoewe1 die geswel
voortbestaan het. Op 5 September her hy horn by die buite­
pasiente-afdeling aangemeld; sy enigste klagte was die gesweI
in die buik. By het nooit naar gevoel Die, en het ook Die gebraak
Die. Sy ontlasting was gereeld, en sy urinere funksies is nooit
v66r of m1 die besering aangetas nie.

By ondersoek het ODS 'n goedgevoede naturelleman gevind.
Bart- en longondersoek het geen afwykings getoon nie. Die
bloeddruk was 115/85 mm. Hg en die pols 70 sIae per minuut
en reeImatig. Ondersoek van die buik het 'n groot geswel getoon
wat vanuit die linkerlende en die Iinkerribrand, tot oor die middel-
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Iyn van die buik, gestrek het. Die geswel het kisteus en gespanne
aangevoel, en was goed omskrewe behalwe waar dit onder die
ribrand verdwyn het. Dit was nie gelobuleerd nie' die geswel
\Vas oral dof by bek.lopping, en die dofheid was nie aaneenlopend
met die lewerdofheid nie. Dit was nie beweeglik nie. Die lewer
en I?ilt was nie vergroot nie, en rektaJe ondersoek het geen af­
wyking opgelewer nie. Die uriene was by roetiene-ondersoek
normaaJ. Die diagnose an 'n traumatiese pankreaski te i ge­
maak. 'n BariummaaJ het getoon dat die maag na vorentoe en
na regs verplaas was, 5005 gevind word met 'n pankreaskiste.

By operasie (19 September) deur 'n linker paramediane soit
is 'n groot retroperilOneale geswel gevind. Aspirasie van di~
geswel het donkerbruin vog gelewer \Vat 5005 eranderde bloed
oorgekom het. Die geswel het anuit die linkerlende gebuh

en die maag en kolon was na voor en regs gedruk. Daar wa~
geen verbinding tussen die geswel en die pankreas nie. Die af­
dalende kolon is gemobiliseer, en die geswel is van die mesen­
terium van die kolon losgedissekteer. Dit het geblyk dat die
kiste nie van die linkemier onderskei kon word nie en derhalwe
is. die kiste. in sy geheel en saam met die linkemier verwyder.
DIe regtermer het normaal gevoel.

Die mOllster (Afb. I) bestaan uit 'n dikwandige hidronefrotiese
n~~-'

-i- OIKWANOtGE .... IORONE ... ~OTIESE SA5(

,(ELKE.

1
Afb. I. Hidronefrotiese linkemierbekken met skeur in wand.

sak met 'n dun skit van nierweefsel oor die laterale oppervlakte
uitgestrek. Die hidronefrotiese sak het 'n wigvormige skeur in
sy inferolaterale deel gehad, en die skeur het in 'n geweldige
groot kiste geopen. Die kiste het uit digte bindweefsel bestaan
van die omliggende weefsel afkomstig. Die ureter was volledig
afgesluit.

Hisrologies was die sakwand fibroties en xanthomateus as
gevolg van 'n ontstekingsreaksie, en die nierweefsel het uit enkele
uitgesette nierbuise bestaan. 'n Retrograde pielogram, 2
weke na die operasie, het 'n normale regternierkelksteIsel aan­
getoon. 'n Maand na die operasie is die pasient in die buite­
pasicnte-afdeling ondersoek, en dit is gevind dat hy volkome
herstel het.

BESPREKlNG

Dit is welbekend dat 'n besering van die buik met 'n stomp
voorwerp tot 'n buikgeswel aanleiding kan gee. Die mees
algemene gesweUe wat ontstaan is 'n pseudokiste van die
pankreas, of 'n mesenteriale hematoom. Dit gebeur sorns
dat na besering 'n bloeding binne 'n normale nierbekken-die
sogenaamde ,haematonefrose'-tot hidronefrose aanleiding
kan gee,1 maar dit is moeilik om te besluit of die intraluminale

bloeding die oorsaak van die hidronefrotiese toestand is en
of dit die toe tand gekompliseer het.

Die geweld nodig om 'n aangetaste Dier-veral hidronefro e
-te beseer, i gewoonlik an g~ringer aard as die wat nodig
i om 'n normale nier te be eer, en die besering kan ruplUur
van die hidronefrotie e sak, of bloeding veroor aak. Die
ak kan bars met uit torting van die inhoud in die om­

liggende weer eis, en onderhewig aan die ligging van die
keur, kan dit intra- of ekstraperitoneaal ge kied. In die

eersgenoemde geval kan die akinhoud (uriene, etter of bloed)
'n peritoneale prikkeling erwek en die kIas ieke beeld van
peritonitis en skok SOD by ruptuur van 'n buikorgaan word
ook hier teegekom. Wanneer ek traperitoneale ruptuur
voorkom, (in omtrent 75 % van gevalle volgens Bailey2) i
die beeld nie 0 uitge proke nie. Verspreiding van die vog
kan n retroperitoneale cellulitis verwek soortgelyk aan die
toestand gevind by ekstraperitoneale skeur van die blaas.
Skok mag voorkom, maar dit is waar kynlik van geringer
aard, en 'n toksemiese beeld sal hier heers.

As bloeding na besering an hidronefrose voorkom, kan
dit deur die wand beperk word en intraluminaal bly, of dit
kan 'n ruptuur kompliseer met toename in die vog wat
uitgestort word. 'n Massiewe bloeding sal dus 'n buikgeswel
kan veroorsaak as dit beperk bly tot die retroperitoneale
ruimte.

Baretz3 beskryf 'n komplikasie van besering van hidrone­
frose wat hy 'n ,renale hidrocele' noem-die akinhoud
versprei oor die nieroppervlakte deur 'n keur deur die
nierweefsel, of deur die bekkenwand naby die hilus. Die
verspreiding word deur die nierkapsel-aanhegting beperk.

Spontane ruptuur van 'n hidronefrose i in die literatuur
beskryf deur Reid en Menzies,~en lllingworth en Dick. 5 Waar­
skynlik vind spontane ruptuur as gevolg van geringe aan­
houdende trauma plaas.

As gevolg van 'n skop in die Iinkerlende, het ons pa ient
'n skeur deur die wand van 'n voorafgaande simtoomlo e
hidronefrose ontwikkel, en 'n massiewe bloeding daarvandaan
het 'n hematoom in die naasliggende weef els gevorrn. Met
die verloop van tyd het dit 'n dik fibreuse omhul el gevorm
deur die organisasie van die stolsel, en die kiste wat op die
wyse ontstaan het, het 'n verbinding met die bidronefrotiese
sak gehad. Weens die ligging van die kiste, en die feit dat
dit dwars oor die buik gele het, is bierdie toestand klinies as
'n traumatiese pankreaskiste gediagnoseer. By operasie het
die verwarring bly bestaan orndat die geaspireerde vog die
kenmerke van vog afkomstig van n pseudopankreaskiste
gehad het.

Ons wil dit hier stel dat die meganisme van die ontstaan
van die toestand wat ons teegekom het, dieselfde is as die
meganisme van die ontwikkeling van 'n val kiste van die
pankreas-dat daar 'n hematoom in die retroperitoneale
weefsels voorkom wat mettertyd 'n dik fibreuse wand daarom
ontwikkeI. Die kiste wat op die wyse gevorm word bevat
dus veranderde bloedelemente wat kenmerkend is van
bierdie toestand.

OPSOMMlNG

I. Ruptuur van 'n hidronefrose, oos dit in die literatuur
verskyn, en die differensiele diagnose van hidronefro e-veraL
as 'n gesweI na besering ver kyn, i bespreek.

2. 'n Geval is beskryf waar 'n simptoomlose hidronefro e
met ontsteking aan 'n besering onderhewig wa , met keuring
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deur die wand en retroperitoneale verspreiding van die
kisteholte.

SUMMARY

1. Rupture of a hydronephrotic sac is discussed as it occurs
in the literature, and the differential diagnosis of hydrone­
phrosis is mentioned-especially when a mass appears after
a traumatic incident.

2. A case is described in which a symptomless inflammatory

hydronephrosis is subjected to an injury. A tear occurred
through the thickness of the wall and haemorrhage within
the sac caused a retroperitoneal spread of the cyst cavity.
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SALMONELLA AND SHIGELLA INFECTIONS IN AFRICA*
V. BoKKENHEUSER, CAND. MED. ET CmR. (CoPENHAGEN), DIPL. BACf. AND SER. (PARIS), South African Institute for

Medical Research, Johannesburg

A comparative survey of salmonellosis and shigellosis in
Africa is at present impossible. It would require consideration
of the clinical picture, including mortality, with regard to
age, race, socio-economic structure, climate and locality; the
morbidity should be ascertained and its influence on working
capacity should be estimated; finally, it should give some
information on the prophylactic measures which have been
adopted in the prevention of the propagation of the infections.

Such comprehensive information is not available. During
the last 40 years authors from different parts of Africa have
reported on various aspects of salmonellosis and shigellosis;
they have dealt with local findings. Pan-african reports on
enteric fevers, as far as I know, have not yet been published.
The vast dimensions of the ta k make this understandable.
The very same reason forces me to consider the position in a
small part of the continent, for which I have chosen the
Union of South Africa. The review will be based on the
fragmentary knowledge available in this country.

The relative importance of S. typhi infections as compared
to the other salmonella organisms, makes it desirable to
deal separately with the former and consider the rest under
one heading.

The clinical picture of typhoid fever in South Africa seems
to correspond to the classic description. The more severe
cases are commonest among the non-Europeans, who seek
medical attention at a more advanced stage. In most cases
there is an excellent response to chloromycetin, but as a
whole the prognosis is more serious in the non-European.

It is not known what proportion of the cases is diagnosed
entirely on clinical grounds, in what proportion use has been
made of the Widal reaction, and how often the diagnosis
has been bacteriologically confirmed. The annual reports
from the South African Institute for Medical Research1

(SAlMR) reveal that in recent years about 8,000 Widal tests
have been performed annually. If the prevalence in the rest
of the Union were similar to that at the Witwatersrand, it
might be estimated that the total number of Widal tests per
year in South Africa would be 50,000-70,000; but the-number
of patients they represent is unknown. It emerges from the
same reports, that S. typhi is isolated from about 400 speci­
mens annually, which would correspond to 2,400-3,200 for
the whole of the Union. Of these, 52% are from blood
cultures. More than 90 % of the strains isolated at the SAlMR
ferment xylose. On antigenic analysis Lewin,2 in 1937,
found that 90· 4 % of the strains possessed both 0- and Vi-

* Paper read at the VI International Congress on Tropical
Medicine and Malaria, Lisbon, September 1958.

antigens, that 7· 9 % were Vi-agglutmable and O-in­
agglutinable and that 1· 9 % were devoid of the antigen Vi.
Crocker,3 in 1953, showed that approximately 65 % of the
strains belonged to phage type A and 10 % to Et and that
the types Bt, Db D 4, D 6, Ft, F 2, G, L 2, ,0, T and 28
occurred occasionally; 20% of the strains were not typable.
Phage typing, ever since its introduction into the Union in
1942, has been centralized at the University of Pretoria.
Although the services are free, many laboratories do not
submit their strains regularly. This, of course, reduces the
value of typing; but besides that it also appears that the
epidemiologists of South Africa are reluctant to take
advantage of the technique, so that presently it is merely of
academic interest.

Typhoid fever is notifiable in South Africa. During
the last two decades, according to official sources,4
there have been approximately 4,000 cases annually in
urban areas. This corresponds to an average notification
rate of 25 per 100,000 population. The death rate is now
about 1 .88 per 100,000 and the case mortality varies between
3 and 7 %. These figures are the best available, but they are
considered to underrate the actual morbidity.2 Firstly, no
account has been taken of the rural districts; secondly, the
reliability of the diagnoses is obscure; and, thirdly, the
number of missed cases is unknown. Nevertheless, the
figures indicate that the disease is fairly common and in spite
of prophylactic measures the incidence has remained constant.
This is contradicted neither by the increase in number of
blood cultures at the SAIMR yielding a growth of S. typhi
(1955, 114; 1956, 227; 1957, 258),1 nor by the reduced
number of S. typhi cultures submitted to phage typing during
1956 and 1957.5

We are still more ignorant of the carriers of S. typhi. It
was estimated that 2 % of the Bantu population were carriers.6

The figure is disputable. All that is known is that 20,000
Vi-tests-immensely popular in tracing typhoid carriers­
are performed annually at the SAIMR,1 and 3-5 % of them
are positive in a dilution of 1 : 10 or more. The proportion of
carriers among the reactors has not been established, but
judged on theoretical speculations7 it is probable that they
constitute about 5 % of the reactors, or 0·1 % of the Bantu
population.

Large-scale prophylactic inoculation of typhoid endotoxoid
has been used in the prevention of the disease, but although
there is no statistical proof of its effect, it is the general
impression that it is beneficial.

It is usually maintained that salmonella infections other


