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ensitivity to the long-wave direct erythema-producing rays
(heat rays) in patients with lupus erythematosus; in
patients with dermatitis solaris more sunburn reactions
as well as direct erythema reactions to long rays (trans
mitted through a glass slide) were observed than were
seen in normal persons.

Riemerschmid and Quin16 have demonstrated a corres
pondence between the visible absorption spectra of eosin
and the cWorophyll porphyrin, phyllo-erythrin, and the
regions of the spectrum which are most effective in pro
ducing lesions of photosensitization in the skin of merino
sheep in South Africa. The above observations are con
sistent with the conception that photosensitivity reactions
can be produced by wavelengths above 320 miL due to
certain substances laid down in the skin. The practical
conclusion from tills is that in most of the above cases
the common sun-protecting agents are not effective,
because they usually prevent only the wavelengths between
290 - 320 miL from reaching the skin.

Finally it should be mentioned that Wiskemann17 and
Wiskemann and Wulfll found that most patients with
polymorphic light eruptions, in contrast to healthy people,
illd not show direct pigmentation at wavelengths of 300
350 miL. In another article Wiskemann and WisserlS

described the examination of 192 healthy individuals in
Hamburg for the occurrence of direct pigmentation with
the aid of a xenon arc lamp and filters. They reported that
of 110 people between 7 and 45 years of age 98 % showed
primary pigmentation and of 82 people between 45 and
79 years of age 72 % showed this phenomenon. It should
be noted that the difference in incidence of primary
pigmentation found by. Wiskemann and WisserlS and by
us can be explained cillefly by the fact that they used
a xenon arc lamp and we used sunlight. Nevertheless the
findings suggest a connection between absence of primary
pigmentation and photosensitivity.

SUMMARY

1. Local application of various substance, e.g. tannic
acid, sulfanilamide, hydrogen peroxide, a corbic acid,
benoquin, haematoporphyrin, hormones, and methoxsalen,
did not influence the primary pigmentation which can
generally be produced by sunlight in all non-White people.

2.. Protective agents for _unburn could not prevent
primary pigmentation.

3. Although methoxsalen had no effect on primary pig
mentation, the methoxsalen-treated area showed a sunburn
reaction by the following day. With the aid of filters it
was shown that this reaction was caused by long ultra
violet rays near 334 miL and below 366 fiiL. This 'shift'
of wavelengths producing a sunburn reaction by methox
salen is discussed with regard to photosensitivity reactions.

This study was undertaken under the auspices of the Photo
biology Research Group of the South African Council for
Scientific and Industrial Research.

We are indebted to the Upjohn Company, Kalamazoo.
Michigan, USA, for supplying, free of charge, the crystalline
methoxsalen used in these experiments.
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Acquired haemolytic anaemia associated with pregnancy
is an uncommon occurrence, although there have been
isolated reports of this condition. In the case presented
here, an acute haemolytic crisis of a presumably acquired
type made its first appearance in a pregnant woman and
subsided shortly after delivery.

CASE REPORT

History
A patient, aged 28 years, was admitted to the Beilinson

Hospital on 12 October 1958 in the fifth month of her first
pregnancy. She complaine-d of extreme weakness, palpitations,
and respiratory distress. These symptoms had started a month
earlier. A blood examination performed then had shown a
haemoglobin of 7 g. per 100 m!. and a red cell count of
2,000,000 per c.mm. Intensive treatment with iron, vitamin
B12, and folic acid failed to improve her blood picture.

The patient was already known from 2 previous hospitali
zations (1954, 1958) to be suffering from mitral stenosis and

aortic insufficiency, proved by X-rays and cardiac catheteriza
tion. Blood examinations on both occasions were found to be
within normal limits. At that time, conservative treatment
produced a fairly good compensation.

On admission to the medical department, the patient dis
played a marked pallor with no detectable icteric tinge. She
had a severe orthopnoeic dyspnoea. Her blood pressure was
130/70 mm.Hg and her pulse-rate was 130 per minute. Her
temperature was normal. There was no glossitis or brittle
nails. The liver, spleen and lymph nodes were not palpable.
The size of the uterus corresponded to the duration of the
amenorrhoea. Auscultation of the heart confirmed the diagnosi
of mitral stenosis and mild aortic insufficiency. Delicate dUes
were heard over the bases of both lungs.
LaboraTory Investigations

The blood examination gave the following information:
haemoglobin 4· 6 g. per 100 ml.; red cell count 1,600,000 per
c.mm.; haematocrit 18%; leucocytes 5,000 per c.mm.; platelet
count 184,000 per c.mm.; reticulocytes 8·4%. The blood film
showed marked anisocyto is with macro- and poikilocytosi,
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moderate polychromasia and occasional nucleated red cells.
Megalocytes and spherocytes were not found. The differential
count was normal.

Bone marrow smears showed a striking proliferation of
normoblasts without maturation abnormalities. Numerous
haemosiderin-Ioaded macrophages were seen. The serum iron
was 156 Jlg. per 100 ml. and the serum bilirubin 2·2 mg. per
100 m\. The 24-hour faecal urobilinogen excretion was raised
on several occasions (350 - 500 mg.). Repeated examination
for occult bleeding was negative. There was 1·2% alkali
resistant haemoglobin, but no electrophoretically abnormal
components; osmotic and mechanical fragility of the erythro
cytes was normal. The antiglobulin test (with the aid of
papin-, fycin- and trypsin-treated cells), the Ham test and the
Crosby test, cold agglutinins, and haemolysins, were all found
to be negative. The urine and blood biochemistry was norma\.
Blood cultures remained persistently sterile. Haematological
investigations of family members did not disclose any hereditary
blood disorder.
Treatment and FollOW-lip

Conventional anti-anaemic treatment failed to prevent a
rapid deterioration in the patient's condition. She was there
fore given 3 transfusions of packed red blood cells (350 c.c.
each) at short intervals. The haemoglobin went up to 8 g. for
2 days, then dropped rapidly and remained low despite 2
additional blood transfusions. It was then decided to attempt
steroid therapy. The patient received 30 mg. meticorten daily
for 3 weeks. At the end of that period, her haemoglobin rose
to 8 g. per 100 ml. An increase of the daily dose of meticorten
to ,40 mg. resulted in an even more rapid and convincing
response as the haemoglobin reached 11 g. per 100 m!. and
the erythrocyte count 4,000,000 per c.mm. The faecal urobili
nogen output and the reticulocyte count returned to norma!.
The general condition of the patient improved markedly.
However, any attempt to maintain these therapeutic results
with a smaller dose of meticorten caused a recurrence of the
anaemia and an immediate increase in the faecal urobilinogen.

In the eighth month of her pregnancy, the patient gave birth
by spontaneous delivery to a healthy and haematologically
normal baby. Her haemoglobin dropped once more to 9 g.
per 100 m!., due to loss of blood during the third stage of
labour. She was given a transfusion of packed red cells and
continued to receive meticorten in decreasing amounts. Two
and-a-half months after delivery her haemoglobin was again
12 g. per 100 m\. and the red cell count 4,000,000 per c.mm.,
allowing the ultimate withdrawal of the steroids with no
further deterioration.

For a period of 9 months since this time the patient was
under constant haematological supervision. Her blood picture
remained normal, and she underwent a successful cardiac
operation with no adverse effect on her blood condition.

DISCUSSION

The name 'haemolytic anaemia of pregnancy'l has not
gained universal acceptance as describing a separate
clinical and aetiological entity. This is probably due to the
fact that various factors might be held responsible for
an increased red-cell destruction in pregnant women. It
is known that megaloblastic anaemia is associated with
diminished viability of erythrocytes2 which, in isolated
cases, might be so pronounced as to simulate a primary
haemolytic syndrome. Acute haemolytic episodes have
been described in late pregnancy or early in the
puerperium.3 A sudden onset with fever, leucocytosis,
reticulocytosis ;md a megaloblastic type of anaemia are
their main features. These cases have been identified
as haemolytic anaemia of the Lederer type, a controversial
entity, frequently mentioned in the literature. They respond
promptly to single blood transfusions and liver therapy.
These cases might very well be megaloblastic anaemias
with exaggerated haemolysis resulting from some inter
current infection.

Still more confusing are cases of primary haemolytic
anaemia in pregnant women with megaloblastic trans
formation due to secondary vitamin Bl2 or folic acid
depletion.s This variety of anaemia is not improved by the
administration of the deficient haemopoietic factors.
although a return to normocytosis has been observed.6

Difficulties may also arise when trying to distinguish
between congenital and acquired types of haemolytic
anaemia in pregnancy. It is usually accepted that the
diagnosis of the congenital type requires the presence
of familial features and signs of corpuscular defect, such
as spherocytosis, sickling, increased fragility of the
erythrocytes, abnormal haemoglobins, etc. Yet, this is not
always the rule. Cases of latent congenital haemolytic
anaemia are known to appear for the first time in adult
life, and in the absence of a positive family history.T
Association of such instances with pregnancy have also
been described.s Isolated spherocytes or a mildly-increased
osmotic fragility may be encountered in acquired
haemolytic anaemia, whereas the antiglobulin test has been
reported positive in definite cases of the congenital type.~

The recognition of the acquired mechanism of a
haemolytic anaemia usually rests on positive serological
evidence. In cases in which no immune factors are
detected, survival studies of transfused normal red cells
have been used, and decreased viability, wheneyer found.
has been taken as proof of an extracorpuscular mechanism
of the haemolysis.6

The clinical approach might be useful in discerning
haemolytic anaemia secondary to some underlying dise:Ise
such as leukaemia, malignant lymphoma, systemic or
infectious disease or exposure to injurious agents, whose
association with pregnancy is a potential possibility.
Haemolytic anaemia may accompany complications due
to the pregnancy proper, such as eclampsia or toxaemia
of pregnancy.I6-13 A case of haemolysis associated with
toxaemia in 2 consecutive pregnancies· has been re
ported.l~

W.hen all these considerations are taken into account.
only a few cases of an acquired anaemia appearing in
a normally proceeding gestation with no detectable signs.
of some concomitant disease may be found in the litera
ture. In these rare cases, the anaemia completely sub
sidedls or was greatly improved after delivery.6.16

In the case presented here, we find all the necessary
criteria of an· acute haemolytic syndrom~ of the acquired
type. There was a sudden and rapidly-progressing anaemia.
in a woman whose personal and familial haematological
background, confirmed by the appropriate investigations.
could not disclose any hereditary disorder. Neither could
evidence of toxaemia or exposure to injurious agents be'
detected. No underlying disease liable to promote
haemolysis could be found. The anaemia was associated
with definite signs of increased red-cell destruction, such.
as elevated serum-iron and bilirubin levels, increased
excretion of faecal urobilinogen, peripheral reticulocytosis,.
and normoblastic proliferation in the bone marrow.
Furthermore, repeated apparently compatible transfusions.
failed to achieve any lasting improvement of the anaemic
condition, and an immediate increase of the faecal uro
bilinogen output resulted. This pointed to an indiscriminate
destruction of the donor's as well as the patient's red cells,_
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hence to an extracorpuscular rea on for the haemoly i
The anaemia responded fa ourably to teroid therapy, a
anaemias of auto-immune origin u ually do, although
repeated erological investigations failed to di clo e the
presence of immune haemolytic fa tor of any type. The
negative serological result in thi particular type of
acquired haemolytic anaemia in pregnant women ha e
been recognized in all the abovementioned report . The
ob ervation of the favourable effect of teroid therapy
ha been confirmed.6

An interesting feature of this anaemia wa its a ociation
with gestation and its rapid ubsidence after delivery.
The relationship between haemoly is and pregnancy,
whether incidental or precipitating, has been frequently
debatedY·l However, no one has been able to advance
any definite proof of a possible immunological or
hormonal mechanism,19 and the problem still awaits further
elucidation.

SUMMARY

A case of acquired haemolytic anaemia associated with
pregnancy is described. The use of meticorten brought

the haemoly i under control. Onl after deli ery did the
blood picture return to norm I \ ithout teroid treatment.
A pe t of the diagno tic problem of a quired haem Iyti
anaemi during pregnan y are di u ed.
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CRYPTOGENIC HEART DISEASE IN THE B TU OF SOUTH AFRICA*

A meeting of the Association of Phy ician of South Africa
(M.A.S.A.) was held at Baragwanath Hospital, Johannesburg,
on 9 July 1960.

Dr. V. H. Wilson, senior physician at Baragwanath Hospital,
as Chairman of the meeting, welcomed Dr. M. M. Suzman,
Dr. S. J. Fleishman, and 30 member of the A ociation of
Phy icians. He stated that up to 400 case of cryptogenic heart
disease (CHO) per year were admitted to Baragwanath
Hospital, and added that this disease till defied explanation.
The Problem

Dr. K. J. Keeley (Baragwanath) pre ented the aetiological
spectrum of heart disease as seen in the wards. Cryptogenic
heart disease forms 37·5% of the total, outstripping chronic
rheumatic heart disease (20· 3%) and hypertensive heart disease
(19·6%). Male constitute 64·0% of the cryptogenic cases.
Clinical Presentation

Dr. H. C. Seftel, of Baragwanath Ho pital, outlined the
clinical presentation of cryptogenic heart disease: The condition
affects both sexes with a male predominance of 1·6: 1. It
occurs in all age groups, including children under 10 years,
but the maximum age incidence for both sexes is between
30 and 50.

In respect of tribal origin, occupation, educational status,
diet, alcohol and tobacco consumption, and the use of witch
doctor preparations, the patients with CHO appear to be
essentially similar to the African population at large.

Clinically, the condition presents with heart failure, both left-
ided and right- ided. The circulation is hypokinetic or

normokinetic and sinus rhythm is usual. The blood pressure
is often elevated on admiss.ion, but this is transient, returning
to normal within a week or two. The heart i always enlarged,
often markedly so. A heaving impulse is frequently felt over
the left or right ventricle. Gallop rhythm is almost invariable.
In many cases functional mitral or tricuspid systolic murmurs
are heard. The great majority of cases how no clinical stig
mata of malnutrition.

Electrocardiographically the majority of case how increased
voltage of the QRS complex and inverted T wave over the
left ventricle.

With bed re t, digitali , and diuretic therapy the igns of
heart failure and gallop rhythm disappear and the syslolic
murmurs dimini h in inten ity. Cardiomegaly, however, usually

• Proceedings of a section of the Second ientific Meeting of the
Association of Phy icians of South "frica (M.A.S. .) held al the
Barag"'anath Hospital, Johannesborg. on 9 July 1960.

per i t and at this stage (about I - 2 weeks after admi sion) the
patient are discharged from ho pital. Our knowledge of the
ub equent cour e i incomplete, no sy tematic follow-up study

having yet been undertaken. The general view, based entirely
on ho pital experience, is that many, if not mo t, case relap e
and that with each relap e the condition become increasingly
refractory to therapy.

There is, however, a group of patient with HD who e
course has been studied in ome detail, and ha been hown
to be quite different from that de cribed above. Th.i group
consi t of patients in whom the onset of heart failure occur
in the po tpartum period, or less often, in the last trim ter
of pregnancy. These peripartum case are not uncommon, con
stituting about one third of all case of CHO in females. They
tend to be women of high parity and high child-bearing age,
who have a higher-than-normal incidence of twin pregnancie .

The e case are clinically similar to the general run of cases
with CHD except that in half the case recovery ensue. Thi
may occur within a few week, but usually requires between
3 and 12 month. Recovery may occur de pite the ces ation
of digitalis and diuretic therapy and the re umption of normal
physical activity while the heart is till enlarged. The other
half pursue a chronic or relapsing cour e. The total mortality
rate appears to be about 25%. Progno is i ignificantly related
to high age, high parity, and persislent lactation after the onset
of hean failure. The condition may recover completely only
to recur after a sub equent pregnancy.

Course of ]{{ness

Or. Keeley illu trated the pos ible cour e of the illne with
elected case. Oeath rarely re ults from the fir I attack of

conge tive failure; the number of patients who recover com
pletely from the fir t anack i not known, becau e many
ubject do not return after recovery from the congestive tate.

U ually there i a teady progres ion, punctuated by repeated
admi ion in conge tive failure, until death en ue . By con
trast, one patient wa known to have had a complete clinical
and radiological remi ion for at lea t 19 month after having
been in conge tive failure intermittently for 4t year.

Radiology

Dr. '. Joffe, of Baragwanath Ho pilal, aid Ihat in patien
who are X-rayed during an acute phase of the di ease, be thi
the fir t episode of cardiac failure or a recurrence, tbe mo t
con tant radiological finding i the presence of cardiomegaly




