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LONGEMBOLISME E T INFARKSIE

Daar is seker geen geneesbeer wat nie die teleurstellende
ondervinding gehad het dat 'n pasient wat mooi herstel het
na 'n moeisame en emstige siekbed of operasie, en in alle
opsigte gesond voorkom, skielik neergevel word deur 'n
longembolis rue. So dikwels is dit die onverwagte einde
van 'n terapeutiese triomf, en weens sy skielike, noodlottige
aanslag is enige behandeling dikwels onmoontlik. Selfs die
oorsprong van so 'n embolis kan sloipend ontstaan, onder
ons 00, in die diep are van die bene of pelviese pleksusse.

Die probleem van intravaskulere trombose is nog onop
gelos; daar is geen toots wat konstant sy waarde bewys bet
om 'n trombotiese neiging te voorspel nie, maar tog is
sekere feite bekend, nI. dat die faktore wat intravaskulere
trombose bevorder een of meer van die volgende drie is:
(1) 'n endoteliale letsel, (2) belemmerde bloodvlooi, of (3)
ruperstolbaarheid van die blood.

Waar kardio-vaskulere siektes die mees algemene oorsaak
van dood vandag is, is die terminale gebeurtenisse die gevolg
van intravaskulere trombose of sy gevolge in die meerder
heid van ruerdie gevalie.1

Longembolisme en infarksie is ongewoon V00r die ouder
dom van 30-40 jaar, behalwe in obstetriese en hartpasiente.2

In algemene outopsie-reekse word longembolisme in 5-14%
van gevalie gerapporteer, en in hartpasiente is die voorkoms
30%, terwyl die voorkoms 48% in hartversaking is. Long
embolisme kom meer dikwels in mediese as chirurgiese
pasiente vom, en infarksie volg embolisme in 50-60% van
gevalle.2 .

Israel en Goldstein3 wys daarop dat die diagnose van
longembolisme, ten spyte van ons besef van sy kliniese
belang (soos blyk oit die voorgaande syfers), meer dikwels
misgekyk as gemaak word.

Anders as by algemeen voorkomende siektes in die geheel,
is die diagnose van longembolisme feitlik uitsluitlik 'n
kliniese diagnose, en daar is geen onfeilbare toets of ken
merkende teken vir sy voordoodse bevestiging nie. 3 Dikwels
word die diagnose gemaak, maar die korrektheid kan nie
bevestig word nie van wee :n gebrek aan spesifieke maatreels,
veral nie as die pasient herstel as gevolg van ons behandeling
nie.

Volgens Parker en Smith2 kan longembolisme homself
openbaar as skielike dispnee, substernale drukkende pyn,
taclllkardie; of tekens van serebrale ischemie soos ruste
loosheid, angs, sinkopie of stuiptrekkings rnag gevind word.
Dikwels is die gevolg 'n skielike skokbeeld of regter-hart
versaking, en longembolisme is 'n erkende oorsaak van

skielike dood. Dit mag stil geskied sonder simptome of
tekens, dit mag wisselende simptome toon, of dit kan her
haaldelik voorkom. Longinfarksie mag volg op hierdie
kliniese beelde en word vermoed as daar pleuritiese pyn,
rontgenologiese ondeursigtigheid, bemoptise, of 'n styging
in die besinking en witbloodseltelling is. Hoes, dispnee en
'n onverkJaarde koors mag dui op infarksie. Voorts meen
hierdie skry\yers2 dat die volgende tekens en simptome
trombo-embolisme van die long aandui: 'n onverklaarde
koors of 'n koors wat nie reageer op cbemoterapie nie.
'n Tooname in die graad van hartversaking, paroksismale
aritrniee, tachikardie, digitalis-toksisiteit en kwik-vaste edeem
by pasiente met hartversaking dui longembolisme aan.
'n Bloederige pleurale effusie, rontgenologiese voorkoms
van longabses, of 'n onverklaarde Jeukositose moot 'n mens
herinner aan die moontlikheid van longembolisme en in
farksie.

Dit is soms moeilik en dikwels onmoontlik om long
infarksie van 'n pneumonie of atelektase te onderskei.
Verskeie elektrokardiografiese tekens kan 'n mens die moont
likbeid van longembolisme laat oorweeg, en die genoomde
skrywers2 tabuleer nege elektrokardiografiese veranderings
na akute embolisme.

'n Nuwer Jaboratoriumtoets wat van waarde mag wees,
veral waar longinfarksie teen 'n pneumonie of ander long
siekte, of miokardiale infarksie opgeweeg word, is die serum
transaminase toots. Longsiektes het gewoonlik, hoowel nie
altyd nie, 'n normale SGO-T. Longinfarksie lewer waardes
tussen 40 en 100 eenbede veral na die vierde dag, terwyl
waardes bo 100 moontlik miokardiale infarksie aandui.
Die toots is egter nie diagnosties nie, en baie oorvleueling
tussen die diverse toostande kom voor.4

Voorkoming is tot dusver die beste behandeling; dit begin
by veneuse tromboses en sluit in: (I) vroee ambuJasie en
gereelde beenbewegings terwyl die pasient in die bed is, en
(2) antistollingsterapie,l wat waarskynlik die belangrikste
behandelingsmetode is. Die dra van elastiese kouse is van
twyfelagtige belang. Trombolitiese middels is nog in die
eksperimentele stadium.

By embolisme en infarksie is die gebruik van morfien of
verwante pyndoders nodig en suurstof behoort toogedien
te word, terwyl skok met noradrenalien beveg moot word.
Antistollingsrniddels soos heparien, gevolg deur 'n coumarin
derivaat, is nog ons waardevolste rniddels in hierdie gevalie.2
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SYNTHETIC OXYTOCIN

Many of the substances found by biochemists in animals
and plants are of practical importance in medicine and
therapeutics. Some of those which are pharmacologically
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active are today synthesized in the laboratory and on a
commercial scale. Oxytocin, which was originally extracted
from the posterior lobe of the pituitary body, is amongst
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the active biological substances that are now synthesized
and frequently u ed in ob teuic .

A number of polypeptide are known to have a stimulant
action on smooth mu cle, l and amongst these there are
two, viz. oxytocin and vasopres in, which are extremely
active. They are both octapeptides, i.e. substances composed
of 8 amino acids. The ources of these two hormones are
the hypothalamic nuclei of the brain (principally the paired
supraoptic and paraventricular nuclei), together with their
non-myelinated axon, found most clo ely associated in the
infundibular stem, and the posterior lobe of the pituitary
body, in which these axons terminate. The current view
i that the neurones of the hypothalamic nuclei produce
the hormones, which travel along the axons to be finally
stored in the po terior lobe, whence they are liberated into
the blood stream as required. Vasopressin is apparently
formed in the cells of the supraoptic nuclei, while oxytocin
may be formed in the paraventricular nuclei. These hormones
are also referred to as the neurohypophysial hormones, and
it is believed that they are not only secreted by the neurones
mentioned but that the rate of their release is controlled in
response to changes in the osmotic pressure of the plasma,
reflex excitation, and humoral stimulation. . Vasopressin
has a small oxytocic action of its own, while oxytocin has
only a slight pressor and very little antidiuretic action. The
two hormones have 6 amino acids in common and the
remaining 2 amino acids are leucine and isoleucine in oxy
tocin, and arginine and phenylalanine in vasopressin. The
synthesis of oxytocin was announced in 1953 by du Vigneaud
and his collaborators.

The development of a synthesis on a commercial scale
enabled the first synthetic oxytocin preparation (Syntocinon)
to be placed on the market at the beginning of 1956, followed
by the synthesis of a number of other polypeptides closely
related chemically to oxytocin.2 Syntocinon is an octapep
tide consisting of a cyclic pentapeptide with a tripeptide
side-chain. This synthetic oxytQcin is of unvarying potency
and completely free from vasopressin, and already many
reports have been published in different parts of the world
showing that there are no differences between this synthetic
material and the 'natural' hormone when tested in
women3a- c or on animals or animal tissues.4 In physiological
doses synthetic oxytocin, being free from vasopressin, has
neither a pressor nor a depressor effect, but high doses
sometimes produce a transient fall in blood pressure. Slight
antidiuretic action would appear to be inherent in the oxy
tocin molecule. However, the relative freedom from an
antidiuretic effect and the absence of a pressor eff~ct are
great advantages of the pure preparation, and are of im
portance in patients who have a tendency to water retention
or toxaemia and in the rare cases where large' intramuscular
doses of oxytocin need to be given.
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ileo-ileal intussusception was
found 30 cm. from the ileo
caecal valve. Resection with
end-to-end anastomosis was
performed. A further search
for polypi was not made at
the time because the Peutz
syndrome was overlooked and
because it was considered

, that the intussusception had
probably been caused by a
Meckel's diverticulum in view
of its site. The patient made
an uneventful recovery.

On section, the· specimen
showed a compound intus
susception caused by a polyp
which, surprisingly, was not
at the apex of the intussus
ception (Fig. 1).

Second Admission. Miss
EE. was readmitted on 24
December 1957, complaining
of abdominal colic and vomit-
ing. .

Our attention having in
the meantime been directed

Fig. I. Diagrammatic iHustration of
the intussusception in cases 1 and 3
to indicate the situation of the
polyp some distance proximal to
the apex of the intussusceptum.

soft and non-tender but showed slight fullness in the lower half.
After 12 hours' observation, her abdomen became tender and
a definite mass was palpable in the right iliac fossa. A laparotomy
was then decided upon.

At operation an irreducible

CASE REPORTS

In 1921, Peutz1 described the syndrome of muco-cutaneous
pigmentation and gastro-intestinal polyposis inherited through
a Mendelian-dominant gene. An earlier report by Sir
Jonathan Hutchinson2 in 1896 of a similar disease in identical
twins is probably an example of the same condition, altlIough
Peutz is generally credited with the first clear description of
the syndrome. In 1949 Jeghers et al. 3 reviewed the literature,
described the syndrome more fully, and added 10 cases of
their own. Dormandy4 has since published an authoritative
review of tlIe subject, adding 21 cases of his own. To date,
we have been able to trace a total of 102 cases in the literature,
including 14 affected families. Probably many cases are
missed.

The following report of a family exhibiting the condition
is presented:

Case 1

First Admission. Miss EE, aged 18, was admitted to the Jo
hannesburg General Hospital on 17 August 1957 complaining
of peri-umbilical abdominal colic for 32 hours. It was associated
with vomiting and one day's constipation. Two months before
admission she had experienced similar colic, which had disappeared
after 2-3 hours. Except for the usual childhood illnesses, she
had been quite well aU her life.

On examination, she was seen to have a freckled face, which
was not regarded as abnormal at the time. Her abdomen was


