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SPONTANE MISKRAAM

Die veelvuldigheid van vraagstukke wat in verband staan
met die probleem van spontane miskraam, is betreklik
onlangs weer deeglik bespreek deur 'n verteenwoordigende
groep deskundiges.' Daar is toe aangetoon dat ten spyte
van die feit dat die toestand so dikwels voorkom, daar
baie fasette van die probleem is waaroor ons nog heeltemal
onkundig is. 'n Poging is egter aangewend om die feite
waarmee oos wel bekend is, in oorsig te neem.

Dit wil voorkom of daar ongeveer 'n 15%-kans is vir
enige swangerskap om in 'n miskraam te eindig. Om te
weet of dit die gevolg is van genetiese abnormaliteite wat
patologiese ovums voortbring, en of dit te wyte is aan
omgewingsfaktore wat of patologiese ovums of afwykende
funksie van die uterus veroorsaak,' is somtyds baie moeilik.
Diegene wat meen dat genetiese abnormaliteite aan die
wortel van die kwaad le, wys daarop dat abnormale
ovums in 52 - 73% van gevalle aangetref word. Alle
gevalle van miskraam kan egter nie op hierdie grondslag
verklaar word nie.

In die geval van 'n normale swangerskap is reis nie as
sodanig 'n etiologiese faktor by miskraam nie. Emstige
trauma is egter wel 'n faktor, en toevallige snykundige
behandeling gedurende swangerskap kan ook 'n rol spee\.
Om die rol van emosionele faktore 'onder gekQntroleerde
omstandighede vas te stel, is baie moeilik. Sommige
deskundiges gee egter tog aan die hand dat psigiatriese
hulp verleen moet word in gevalle waar miskraam her
haaldelik voorkom. Daar word gese dat ongeveer een derde
van alle miskrame (en twee derdes van alle voortydige
bevallings) veroorsaak word deur funksionele afwykings
van die miometrium, aangesien saamtrekbaarheid van die
uterus afhang van en varieer volgeos die konsentrasie van
die hormone van die ovarium, en van estrogeen en pro
gesteroon, of van epinefrien wat vrygestel word deur weef
selbeskadiging of psigiese skok. Dit mag wel moontlik
wees dat Iiggaamlike en emosionele trauma die endokrien
omgewing verander asook die stowwe van die miometrium
wat by saamtrekbaarheid gemoeid is, sodat sametrekkings
va;n die uterus, bloeding van die buitenste vrugvleis, en
IlliSkraam by vatbare persone ontstaan.

Die voorkoms van abnormaliteite by miskraam-fetusse
is baie hoer as by babas wat op tyd gebore is. Dit mag
dus verleidelik wees om hieruit af te lei dat abnormaliteite
verantwoordelik is vir die vrore breindiging van die
swangerskap. In gevalle van emstige abnormaIiteite mag
dit wel die geval wees, maar dit is moeilik om te bedink
hoe 'n plaaslike abnormaliteit, soos byvoorbeeld 'n gesplete

verhemelte, 'n miskraam kan veroorsaak. Dit is gevind
dat die voorkoms van misvormde kinders (in 'n groep
kinders wat gebore is na 'n dreigende miskraam voorkom
is) nie groter is as in 'n groep waar daar geen miskraam
was nie. Dit dui daar9P dat abnormaliteite van die fetus
waarskynlik. nie in verband staan met daardie dreigende
miskrame wat tot tyd voortgaan nie.

Baie aandag is al geskenk aan die probleem van die
rnoontlikheid van meer miskrame nadat 'n miskraam voor
gekom het. Skattinge van die moontlikheid varieer van
6 tot 20% met 'n gemiddelde van 10%. Dit is moeilik om
die voorkoms van herkenbare miskraam in enige same
lewing te bereken, aangesien onherkende vroee miskrame
nie bygereken kan word nie. Dit word gewoonlik (alhoe
wel dit nie nood?,endig altyd korrek is nie) aanvaar dat
'n vrou wat een of meer miskrame gehad het, meer
blootgestel is aan nog 'n miskraam as 'n vrou wat die
selfde aantal· voltydse swangerskappe gehad het. Die
syfers wat gewoonlik in hierdie verband aangehaal word,
is die van Eastrnan wat op Malpas se metode hereken
is, dat, as die totale voorkomssyfer van miskraam 10% is,
dan is die kanse om 'n miskraam na een vorige miskraam
te he, 13%; na twee, 37%; en na drie 84%. Hierdie
berekeninge is waarskynlik te hoog. Hulle stem nie ooreen
met die empiriese bevindinge, wat nou beskikbaar en baie
laer is nie, en wat verbasend konstant bly as die ver
skillende monsters van die samelewing wat gebruik is, in
gedagte gehou word. Op grond van hierdie berekeninge
wil dit voorkom dat die kanse op 'n miskraam na 'n
vorige miskraam ongeveer 20% is, met siegs 'n geringe
vermeerdering tot 25% soos die aantal miskrame toe
neem. Hierdie syfer, 25%, is belangrik (in teeostelling met
84%) by die bepaling van die waarde van voorbehoedende
behandeling in sulke gevalle.

Die neiging vir miskrame om meer by sommige vrouens
voor te kom as by ander, skyn aan te dui dat sekere van
die oorsake by herhaling 'kan voorkom. Dit is egrer glad
nie seker dat die neiging 'n biologies-anderse groep ver
teenwoordig wat konstitusioneel nie in staat is om swanger
skappe te behou nie. Die neiging kan ook die gevolg wees
van blywende faktore in die moeder se omgewing, van
permanente gevolge van 'n tydelike omgewingsfakto(, of
van moederlike of fetale gene waarvan sommige dominant
en andere resessief kan wees. Daar bestaan baie min
bewyse oor watter, indien enige, van hierdie meganismes,
werklik etiologies beduidend is.
I. Danforth. D. N. (1959): Clinical Obstetrics and Gynaecology. New

York: Paul B. Hoeber Inc.

CHROMOSOMES STILL ON THE MARCH - AUTOSOMAL TRISOMY

Deviations from the normal diploid chromosome number
of 46 in man (aneuploids) have been recently described
in a rather surprisingly large number of conditions asso
ciated with particular congenital defects. Abnormalities
affecting the sex chromosomes include monosomy (as
in gonadal-dysgenesis-with-female-body-form) and trisomy
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(as in Klinefelter's syndrome). Aneuploidy affecting the
autosornes (non-sex chromosomes) has so far been in the
nature of. trisomy only.

Autosomal polysomy has seldom been observed in
animals; most instances have been recorded in Drosophilia
Spp.' In D. melanogaster, monosomy and trisomy for
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chromosome no. 4 produces virtually no deviation from
normality, though flies tetrasomic for this chromosome are
inviable. In view of the apparent rarity of animal poly
somy, the recent discovery of five different varieties of
human autosomal trisomy seems surprising.* The probable
reason for this discrepancy is that in man studies have
been confined to phenotypically abnormal individuals
selected from large populations. No comparable study has
been performed in any other species.

The first recorded human autosomal trisomy was found
in mongolism in 1959 by three separate groups of
workers,'-' in which condition chromosome no. 21 was
affected. Patau and co-workers' described trisomy for
chromosome no. 15 in a mentally defective girl, who had
trigger thumbs, polydactyly, capillary haemangiomata,
harelip, cleft-palate, apparent anophthalmia, and a heart
defect. Edwards and associates' described trisomy in
chromosome no. 17 in association with odd face, webbed
neck, heart defect and neonatal hepatitis in a female.
Most remarkable was a clinically normal man who was
the father of a mongol child. Fraccaro and co-workers"
found that he was trisomic for chromosome no. 19.

Another case has been described by Hayward and
Bower.' This was a boy of three years of age who was
mentally retarded and suffered from frequent convulsions.
A port-wine naevus covered the distribution of the first
and second divisions of the right trigeminal nerve and
there was buphthalmos of the right eye. X-ray of the
skull revealed extensive calcification in the right parieto
occipital region. There were no features of mongolism
in fact the patient showed a completely characteristic
Sturge-Weber syndrome. Bone marrow was cultured by
the now standard method. In all the cells studied an
extra small acrocentric chromosome was found which was
identified as probably no. 22 (the smallest of all).

The mechanism of production of trisomy is chromoso
mal non-dysjunction, which may occur at mitosis or

* More have been described since this article was written.

meiosis (reduction division). Mitotic non-dysjunction may
occur during early cleavage in the developing embryo, or
during pre-meiosis mitosis in the adult gonad. The first
type should produce somatic autosomal mosaicism; the
econd aneuploid meiotic cells whose behaviour would

parallel that of cells in which the non-dysjunction occurs
during meiosis.

Non-dysjunction during meiosis may occur during the
first or second division. Since the second division is
essentially a haploid mitosis, the consequences of non
dysjunction at this phase are similar to those occuring
during mitosis. Non-dysjunction at the first division may
be produced by several different mechanisms. One of them
is a failure of proper bivalent formation which may arise
in three ways: (a) if the chromosome pair concerned are
non-homologous, (b) from failure of pairing (asynapsis)
between homologous chromosomes, and (c) from desynap-
is (i.e. failure of chiasma formation after pairing). The

first of these must depend entirely upon genetic properties.
Which of the various possible abnormal mechanisms

accounts for non-dysjunction in any of the defects
mentioned is quite unknown. Nor can we say for certain
that a direct causal relation exists between chromosome
aberration and clinical defect; the trisomy might merely
be an accompanying phenotypic effect or, in some
instances, a chance association. In mongolism, however,
with a fairly uniformly abnormal chromosomal pattern,
it is certainly tempting to believe that the ,autosomal
trisomy is the cause of the abnormal phenotype.
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AN OUTBREAK OF SUSPECTED CHIKUNGUNYA FEVER IN NORTHERN
RHODESIA

L. M. RODGER, M.B., B.CH. (RAND), Chief Medical Officer, Roan Antelope Copper Mines, Luanshya,
Northern Rhodesia

In 1957, Dr. James Gear, of the Poliomyelitis Research
Foundation in Johannesburg, and Dr. F. P. Reid published
an account! of an outbreak of dengue-like fever in a
number of persons who had visisted the Kruger ational
Park in the Northern Transvaal. Their patients suffered
from a febrile condition of sudden onset with headache,
photophobia, pain in the joints and muscles, sore throat,
occasional cough, and a maculo-erythematous rash appear
ing between the second and sixth days. Prolonged con
valescence and recrudescence of pain were a feature of
the disease. They regarded the disease as pJObably iden
tical with Chikungunya fever, an outbreak of which had
been described in Tanganyika in 1952 - 53.

In May 1959 an outbreak of a condition closely
resembling that described by Gear and Reid occurred in
Luanshya, orthern Rhodesia. It differed, however, in

one important respect - all the Rhodesian cases had
enlargement of the superficial lymph nodes, whereas this
was not a feature of the Northern Transvaal outbreak.
In addition, the' last 3 cases of the Rhodesian series had
definite pneumonic changes in the lungs.

CASE REPORTS

Early in May 1952 2 boys were admitted to the Roan
Antelope Copper Mines Hospital at Luanshya with rigors,
fever and vomiting. Both boys had been camping near
Bancroft, on the Kafue River, for a week or more and
remembered being badly bitten by mosquitoes. Malaria
was excluded by repeated blood smears.

Case 1 (aged 16 years). This patient was admitted on 9 May
1959, having had rigors, fever, vomiting and diarrhoea for
5 days. The fever subsided temporarily, but a pink macular
rash appeared on !be chest, abdomen and arm on II May,


