BENIGN POLYPOID TUMOURS OF THE
LEFT AURICLE

By ERIC v. B. MORTON, M.B., Ch.B., M.R.C.P.EQ.

Senior Registrar in Medicine, Western General Hogpital, Edinburgh

In May 1952 = female patient aged 47 died in hogpital and at aytopsy
she was found to have a polypoid tumour in the left auricle arising
from the inter-auricular septum. The correct diagnosis was not made

before death.
Case Report

Mrs A. B,, aet. 47 vyears, housewife. First symptoms occurred in May
1951 ; there was no previous history of rheumatic fever and the patient's
exercise tolerance had always Peen good. She had three healthy children, all
the pregnancies being normal.

She first complained of the sudden onset of pain, redness and swelling of
the right great tee ; this settled with resr, but some weeks ]ater, immediately
following exertion, she developed transient diplopia and pain in both shoulders
which radiated down the arms to the finger tips and was followed by pain and
swelling of both hands. The pain @nd gyelling lasted only for a few days, but
subsequently similar episodes ©f pain and gyelling of the hands and also of the
legs and feet occurred, particularly after exertion. Following these attacks
she noticed a painful blotchy erythema Of the skin of the affected limbs.

Quite independently of the attacks described above, small req, tender
cutaneous nodules appeared in the finger tips and under the finger nails,

lasting for five or six days.
In July 1951 she noticed for the first time that she had become more easily

tired and breathless on exertion, and while climbing = hill she was suddenly
struck with an almost complete paraplegia, associated with severe pain in the
knees, calves and feet and the zppearance Of = red mottled rash on both legs,
After four days she was once ggain able to walk, but walking caused a con-
Stricting pain inboth legs, and ankle gyelling. With six weeks' rest, she com-
p]_ete]_y recovered gpart from a little residual dyspnoea °» exertion.  This,
however, was not sufficient to prevent her resuming strenuous activities.

The transient paing in the limbs and skin lesions pergisted and in October
1951 she was admitted to hogpital for investigations. While in hogpital she
remained afeprile, had no symptoms whatsoever, and clinical examination,
X-ray of the chest, plasma protein, capillary fragility, blood uric acid and full
blood count were all normal. W.R. was negative and the agglutination reactions
for typhoid, paratyphoid group and brucellosis were negative. The only
Persistent ahnormality wes = raised B.S.R., varying from 33 to 40 mm./hr.
(Westergren). Vigorous exercise failed to produce 1imb pain o= skin lesions,
and she was digcharged home.

During the next three monthg, she was observed as an out-patient and her
general condition gradually deteriorated, she became more breathless on
exertion and she lost weight. The small reg, tender skin lesions in both hands

?ccurred frequently and she noticed a constricting pain in the right axm and
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some gyelling of the fingers. These complaintg were mow not glyayg related
to exertion.

The B.S.R. was pergistently raised and clinical examination of the heart
and lungs remained normal.

The patient was readmitted to hogpital as an emergency ©® 19.2.52. During
the previpugs week she had been yell, apart from ome attack of palpitations
and one attack of severe paroxysmal dyspnoea. This occurred when the
patient wes preparing for bed, was partly relieved by morphine and wore off

completely during the night. There was no chest paip,
A similar attack occurred on the l’light of admission but the dyspnoea

became progressively werse until after about one hour she was fighting
desperately for breath and ultimately lost consciousness altogether.

On examination she was found to be comatose, cyanosed and orthopnoeic.
T. 99-4, P. 140 per Min. and reqular, R- 30 per Min. Signg of acute pulmonary
oedema wexre present. Occasionally = little thick, tenacious, dark brown gputum

was coughed up With great difficulty, At no time was the gpyrum either pink
or f]’.‘OthY. There was a trace of ankle oedema and moderate engorgement

of the neck veins. The heart was not clinically enlarged. The mitral first
sound was yery markedly accentuated and there were no murmurs. B.P.

120/80.

Apart from the state of coma, no abnormalities were detected in the central
nervous gystem, There was no palpable enlargement ©f lymph glands, liver
or gpleen. Optic fundi were normal.

Further investigations revealed : ?HD. 96 per cent., W-B.C. g,600, B-S.R.
56 mm./hr. The urine contained no abnormal constituents. Spuytum culture

produced only = scanty Mixed growth, mainly streptococcus Viridans. Portable
X-ray of chest showed extensive patchy opacities of both lung fields and
electrocardiogram = normal sinus tachycardia.

Treatment With oxygen, penicillin, morphine, aminophylline, neptal and
atropine led to gradual improvement. The gigng of cardiac failure and

pulmonary ©edema disappeared and the tachycardia was gradually controlled.
Six after admission the and | rate were normal and the
days pulse respiratory

signs in the lungs consisted of basal crepitations and a few rhonchi gnly,

It was now discovered that ausculatory signs ©of mitral stenosis had
developed. At the gpey, the first sound was accentuated and glapping preceded
by = short pregystolic murmuxr and thrill. A mid-diastolic murmur was also
heard at the gpey, but no gystolic murmux. Over the third and fourth left
intercostal gpaces 10 the parasternal line = faint high pitched systolic murmur
and a third heart sound were heard. The pulmonary second sound was split,
but the characteristic " opening snap ©Of mitral stenosis was not pregent.
The sounds at the aortic area were normal.

Screening Of heart and lungs revealed glight generalised cardiomegaly,
a normal aorta and a normal pulmonary artery. The left auricle was slightly

enlarged in the right oblique view, and showed gystolic expansion.
Six blood cultures were negative. Cardiac catheterisation revealed the

fOllOWin mean pressures, ex Iessed 1 - O mercur sternal
Y
angle 2

Right auricle 4
Right ventricle =+12
Main left pu]_monary artery +32

Left pulmonary artery (capillary pressure) — +28
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The patient recovered completely and was discharged £rom hospital o= 25.3.52,
symptom free with a diagnosis of rheumatic mitral stenosis.

Following discharge, the patient remained well and complained only of =
slight degree of exertional gyspnoea. She had eme goderately severe attack of
paroxysmal dyspnoea, for which there was no obvious precipitating factor.

IT.

Fig. 1.?Electrocardiogram. May 1952.

She also had several recurrences of the erythematous patchy skin lesions
?n the fingers and hands and some vague joint paj_n' Accordingly she was

readmitted to hospital on 1.5.52 With the presumptive diagnosis of active
rheumatism or subacute bacterial endocarditis.
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On examination the i i were There was no evidence
physical signs unchanged.

of congestive cardiac failure azlthough o©ccasional basal crepitations and
scattered rhonchi were heard in the lungs. As before x-ray of the chest showed
slight prominence of the left auricle with moderate hilar congestion. E.C.G.
(13 leads) was normal. (Fig, 1). B.S.R. was 55 mm. /hr. Hb. 85 per cent.
R.B.C. 4.73 m. W.B.C. g 300, normal differential. Blood cultures were again
negative and urinary examination revealed no gbnormality. Prothrombin
concentration and serum glectrolytes were normal.

PN ic trial of sodium i was commenced. On the seventh

therapeutic salicylate

evening after admission she was distressed and became restless and emotional.

IT-

ITT.

CR 1. ]]

B 2. PEllectrocandiognam tken shontly befvre derith.  Showing Sinus tachycerdia.

Dyspnoea and tachycardia developed followed by the cnset Of acute pylmonary
oedema. Within an hour of the onset of this acute episode she was degperately
ill and in much the same state as when previously admitted.

She became comatose, cyanosed and dyspnoeic. Sinus tachycardia (rate
120) was confirmed by electrocardiogram (Fig. 2). ©On auscultation no cardiac
murmur could be heard owing te the tachycardia but the mitral first sound
was accentuated. There was no peripheral vemous distension or oedema and
no hepato-jugular reflux. B.P. 125/85,

Once again, With oxygen, morphine, aminophylline, neptal and this time
with full doses of digitalis, she glowly recovered. Three ggys later when much
improved she suddenly vomited and lost consciousness. On examination, she
was found to have a complete right sided hemiplegia. The left gptic fundus
showed the picture characteristic of occlusion of the central srtery of the
retina. The right pupil was dilated.

Over the twelve hours following the onset of hemiplegia, the patient at first
improved, although the paralysis remained and she was unable to gpegk.
Later, however, her condition deteriorated and she developed signs ©f intra-
cranial compression. Coma deepened and she died eighteen hours after the

onset Of the hemiplegia.
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Post-mortem Findings . ?The heart was slightly enlarged and showed several

patches of fibrosis of the epicardium. The myocardium of all chambers was of
normal thickness and the only abnormality seem there was a few flakes of

fibrosis in the left ventricle. The only chamber which appeared to be enlarged
was the left auricle. Both chambers on the right side were healthy and the
endocardium on that side was also healthy. The left auricle contained a large
soft gelatinous mass firmly attached to the septum closing the foramen ovale,
by = pedicle about 2 cm. in diameter. The adjacent auricular endocardium
was thickened in places. The mass measured about 8§xEx4 cm. and although
it was gelatinous, it contained mpgny areas of haemorrhage and was covered
by = smooth lining. It had the paked-eye appearance ©f a myxoma (Flg 3).

i~

Fig. 3.?Photograph of autopsy specimen. Polypoid tumour seem lying in the left auricle.

lhe mitral valve was not dilated. The cusps were glightly thickened by fibrous
tissue, but not shortened. A few of the chordae were also thickened by fibrous
tissue. The aortic valve was healthy. Coronary vessels showed gnly = moderate
degree of atheroma.

Microscopic examination showed the intra-auricular mass to be an cedema-
tous organising thrombus. Much round cell infiltration was pregent at its
base. Fibrosis was confirmed in the mitral valve and the chordae, Put no
other evidence of active or previous rheumatic heart disease was seen. The
?nly lesions found in other organs were an extensive organising pneumonia
"1th patchy cedema, = recent small infarction in the gpleen and hgemorrhagic
Jnfarction in the left basal ganglia.

Discussion

The earliest recorded discussion of the occurrence and aetiology
?f intra-auricular polypi i¢ to be found in Allan Burns' Observations
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on some of the most Frequent and Important Diseases of the Heart.
This was published in 1809 and is quoted by Wood in a letter to the
Edinburgh Medical and gurgical fournal ©f 1814, when describing the

case and autopsy findings in a girl aged 15 with mitral stenosis and a
ball thrombus. Wood states that intra-auricular polypi were well

recognised at that time and could be distinguished from ante-mortem
and post-mortem thrombi, either free or adherent to the endocardium.

Strouse (1938) quoted = case described by Pavlowski in 1894 and
in more recent yegrg mumerous cases have been reported by both
clinicians and pathologists.

Prichard (195]) states that approximately 125 cases of cardiac
myxoma have been recorded, roughly 75 of these occurring in the left
auricle. Mahaim (1945) gives the number of cases described as nearer
280.  Kirkeby and Leren (]1952) and Goldberg et al. (1952) both record
cases wWhere a correct diagnosis had been made during life, but successful
surgical removal has not yet been ryeported. IN Goldberg's case,
operative removal of a left auricular polyp w==s attempted, but their
patient, = child of three, did not survive.

In addition to the case described in this report 29 other patients
were found to have been described in adequate detail and the main
clinical features of these 3 cases are presented in table form. It is
hoped that the information provided may be of value in diagnosing
future cases at a gtage When gurgical treatment might Pe possible.

In some of the 33 cases described the tumour was believed to be a
degenerated mural thrombus and in others = myxomatous mew growth,

macroscopically they were indistinguishable and the site of attachment
was glways near the fossa ovalis or its rim, but whatever the nature of

its origin once the tumour had formed its effect on cardiac function

and Symptomatology was the same.

The pathological aspect of the problem is dealt with in full by
Yater (1931) and Prichard (1951) and is still much debated. Since no

attempt has been made to discuss pathological details or enter into the
controversy over the origin of these tumours the term benign polypoid

tumour  is used in preference t© myxomatous polyp  suggested
by Mahaim in 1945,

Analysis of Reported Cases of Benign Polypoid Tumours
of the Left Auricle

Table I indicates the sources from which the case history was taken.
It shows the age and sex incidence, the lack of a previous history of
rheumatic fever in most instances, the duration of illness and the post-
mortem findings. The cases are numbered to facilitate reference to them
in the text.

It is worth while noting that most patients were under observation
for several weeks or monthg, and in Case 33 symptoms had lasted for
as long @° =evem years. Diagnosis, therefore, although difficult, should
be possible.
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TABLE I
z e
Case . 5 >2L Autopsy Findings other than
No. Case described bv Sex. Age. ‘.a Auricular pol: and its direct
Effects.
1 Norton (1919) M. 29 No 3 None
2 Houck and Bennett F. 44 o 2
(1930)
3 Yater (1931) F. 23 24
4 Schwartz and Biloon F. 44 Yes 108 Rheumatic mitral and
(A) (1932) aortic disease
5 Schwartz and Biloon M. 63 No 21 Hypertensive heart
(B) (1932) disease
6 Kaplan and Hollings- M- 38 60 None
worth (1935)
7 Gilchrist and Millar M. 57 3
(1936) . B
Bennett, Konigsberg F- 37 ! days
and Dublin (1938)
9 Benjamin (1939) M. 17 I
10 Fawcett and Ward F. 60 10
(1939)
Dexter and Work F. 63 Slight thickening of
(1941) mitral valve. Some
micro, evidence of
old rheumatic carditis
Hamilton-Paterson M. 46 years None
and Castleden
(1942)
13 Maun (1943) F. ? ? 7
14 Thomson (1944) F. 33 No 12
15 Burnett and Davidson F. 29 15
(1945)
16 Field, Donovan and 48 ?
Simon (1945) months "
17 Brown (1946) F. 35 24
18 Brewin (A) (1948) F. 47 8
19 Brewin (B) (1948) F. 3i 2
20 Brewin (C) (1948) F. 37 18 Doubtful micro. Evi-
dence of old rheu-
matic carditis only
21 Brewin (D) (1948) F. 49 No 26 None
22 Alison and Susman F. 20 2% Ante-mortem clot in
(1949) both ventricles
23 Von Reiss (1949) F. 37 84 None
24 Weinstein and Arata F. 64 Yes 24
(1949)
25 Coulter (1950) F. 68 No 3
26 Mills and philpott M. 44 ? 7
(1951)
27 Block, Parker and M. 57 No 18 Slight thickening ©f
Edwards (1952) mitral wvalve. No
micro, evidence of
rheumatic carditis
28 Goldberg et al. (1952) F- 2 19 None
29 Kirkeby and Leren M. 57 14
(1952)
3? Morton (1953) 47 Slight ~mitral valve
thickening. Minimal
micro, evidence of

old rheumatic lesions
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Only in Cases 4 and 5 was there any autopsy evidence of a significant
degree of organic heart disease. In Cases 11, 20 and 3 doubtful ox

minimal evidence of previous rheumatic carditis was found, but in
these 3 cases the rheumatic lesions were insufficient to cause clinical
signs of mitral disease or cardiac embarrassment.

Table II gives =» analysis of the commonest clinical signs and
symptoms in this series of ¢ages, @nd the conclusions drawn from their

detailed Study are given'
TABLE II

The Commonest Clinical Sj_gns and Symptoms in 39 Cases of Left

Auricular Polyp.

Number of Cases inwhich
Symptom was Present.

Exertional dyspnoea 26
Congestive cardiac failure 25
Clinical cardiomegaly 22
Cough noted as a marked feature 19
Retrosternal pain?
At rest _ — — - A 1a%
On exertion J-Total 4
Arterial emboli 14
Paroxysmal dyspnoea 13
Pyrexj_a noted as a marked feature 12
Palpitations - - - - 12
Syncopal attacks 10

Postural symptoms?
Variation of gugcultatory signs

Postural dyspnoea a—Total
Postural retrosternal pain ’ 7
Postural syncope
Arrhythmias?
Auricular fibrillation 4
. A-Total
Paroxysmal arrhythmia 2
Haemoptysis - - - - 5
Intermittent claudication 4

* Alls patients who experienced pain on exertion also had retrosternal pain on occasions
while at rest.

Electrocardiogram 2nd radiological examination have been of little
assistance in diagnosis, with the noteworthy exception of Case 28.
Here Goldberg et al. had the zgvantage ©f == angiocardiogram which
demonstrated a large irregular polypoid filling defect in the left auricle.
This was, Of course, diagnostic and is the only reported case where the
diagnosis has been confirmed in this yway .

Conclusions

From this study it would appear that polypoid tumours of the left
auricle do occur in otherwise normal hearts. Whether or not the tumour
s a true myxomatous mew growth or an organised thrombus seems to
make no difference to the signs and symptoms and indeed the patho-
logical distinction between the two groypg is debatable. The clinical

picture they present is varied, but often follows a fairly definite pattern.
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A proportion ©f cases die guddenly, presumably from complete
obstruction of the mitral yalye, without prior symptoms. MOSt cases
seem to present With gigns or symptons WhRich guggest = diagnosis ©f
mitral valve disease, but even in the cases where this diagnosis seems
most likely, atypical features are 3lways present. These patients com-
plain of exertional dyspnoea, 2attacks of paroxysmal dyspnoea, palpi-
tations, retrosternal pain, cough and sometimes haemoptysis. They =xe
usually found to be in normal cardiac rhythm. Auscultatory signs
of mitral stenosis may °r may 7ot b€ present and these signs, if present,
may Pe heard one dagy and not the next. The patients are pyrexial,
blood cultures are pegative @nd the blood sedimentation rate is phigh.
Usually the total higtory is a matter Of months and once symptoms
appear, deterioration is progressive @nd fairly rapid.

The particular features which may be present 2nd may suggest =
diagnosis of left auricular polyp rather than mitral stenosis are firstly
a lack of history of rheumatic fever, sore throats or chorea. Secondly,
= steady @nd rapid progression ©f the congestive cardiac failure gdegpite
digitalis and mercurial diuretics. Thirdly, radiological and electro-
cardiographic changes ©of minor degree @nd which are not quite typical
of rheumatic oxr other heart disease of such apparent severity.
Paroxysmal arrhythmias =re rare, PUt may oceur.  Fourthly, postural
changes may occur in the auscultatory signs or there pgy, be a noticeable
relationship between pogsture and attacks of paroxysmal dyspnoea,
cyanosis and fainting attacks. Fifthly, syncopal attacks are relatively
common and pmay be followed Ly severe shock and peripheral circu-
]_atory failure. They may mimic Stokes-Adams gattacks, but heart-
block is absent. gixthly, attacks of pylmonary ©edema are ynpusually
severe and either these or the syncopal attacks may prove fatal.

There is a small but definite gyoyp Of cases where the diagnosis
should be gyggested by emPolic episodes occurring in = patient either
with an apparently normal heart, or with a heart in which some of the
sj_gns of mitral stenosis are pregent, but where the cardiac rhythm is
normal and no obvious socurce Of emboli can be found.

These emboli may produce signs and symptoms suggestive of
Peripheral vascular disease, may stimulate intermittent claudication
and g+, lead to gangrene. They may, however, produce bizarre and
often transient signs in the central nervous gygtem, and skin lesions
suggestive of subacute bacterial endocarditis.

Angiocardiography Pas only been used in the djagnosig ©f one case
so far but it should be employed in the jnvestigation of all future cases
Where an auricular polyp is suspected @nd =am adequate angiocardio-
graph will probably be of the greatest value.

As in many of these cases the differential diagnosis lies between
mitral stenosis and left auricular polyp, exploratory thoracotomy
(which in practised hands is mew regarded == = relatively minor .
cedure) might be justifiable both to confirm the diagnosis and to relieve
the condition whether it be by valvulotomy o= by excision of a polyp.
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A hard-and-fast pre-operative diagnosis may not therefore be

regarded == essential, as, if am auricular polyp is guspected, surgical
excision would appear t° be the only way of obtaining a radical cure.

Summary

i A case Of benign polypoid tumour Of the left auricle is described
with post-mortem findings.

2. A gurvey of the English literature reveals a further 59 cases
where the case higtory is given in some detail.

3. The gsigns and gymptoms ©Of these 30 cases are present in Table IV

and discussed in the text.

4., NO case has yet been gyccessfully diagnosed and treated, but the
surgical removal of such a tumour is considered to be possible and a

plea is put forward for earlier diagnosis.

5. The employment ©f angiocardiography should be of the greatest
assistance and exploratory thoracotomy i® suggested == = diagnostic
as well as a therapeutic measure.

I wish to thank Dr W. I. Card and Dr j, A. Strong for permission to publish this
case and for their helpfyl criticism and encouragement. ! =m indebted to Dr Bruce
Cruickshank for the autopsy report @nd photograph of the specimen.
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