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INTRODUCTION,

Coronary Occlusion is still regarded by many
clinicians as an interesting but rare condition,

Five years studj has convinced me that it is not
uncommon.,  During that period I have seen VO.cases in hospi-
tal practice where no special provision is made for admission
of such cases. It is a common experience of clinicians
that once having seen the unusual condition they will fre-
guently encounter it again.

The numbers in the present series are too large
to be explained by such coincidence and it is possible that
this disease is on the increase. The more probable explana-
tion,however ,is that special investigation has revealed its
presence where it would hither to have been overlooked.

AW Harri ngton is much impressed by its frequcncy in
private practice.

In seventeen years (1911-1929) he saw thirty two
cases whilst during the last three years he has seen twenty
three.

I have had the opportunity of consulting his
records and my conclusions are based on my personal
experience of 70 cases augmented by the study of these

_ additional 55 cases,

Much of the present work is corroborative and its



value lies in its scope rather than its originality.
The study of coronary occlusion is comparatively young
and the tempering of experience is still necessary.

I have‘endeavoured to summarize the main clinical
features by the typical case and to describe the unusual
features which may be encountered.,

| I have classified the cases in various groups
according to their main outstanding clinical features and
their ultimate prognosis.

I have found that previous classifications do not
suffice and no doubt with further experience the present
classification will also be incomplete,

The clinical part of the work has been under the
constant supervision of A.W. Harrington. The electrocardio-
graphic part has been entirely personale 1 have taken the
records and made the interpretation in every hospital case,

I have been content to record my electrocardiographic findings
and have refrained from theorizing on these results, In-
creasing experience has made the drawing of conclusions more
difficult., Each case has presented its own peculiar abnor-
‘malities and made me realise more and more that the electro-
cardiogram is but the gelvanometric record of changein:
relative electric potential; that the axial relationships are

not always constant and that the instrument is not perfect.



For these reasons 1 have been hesitant to assign
a special value to each minute variation in conformation or
diminution in wave amplitude which may occur.

My results are in the main confirmatory but I feel
they will serve as a necessary link between the apparently
divergent viewsof others,

The sequential alterations of the electrocardiogram
in coronary occlusions have been established., Daily electro-
cardiographyin certain of my cases has enabled me to record
these frequent variations amd 1 have described the sequence
usually encountered,

1 have met with most types of electrocardiographic
abnormality during the course of this study and 1 have attempted
to classify these according to their importance.

On three occasions, where single tracings were
obtained, I found no abnormality of the electrocardiogram,
I place less importance on this than I should have done two
or three years ago. Changes may be slow in one case, rapid
in another and without several tracings it is unwise to assume
that they did not or will not occur,

Finally 1 have studied the question of relationship
be%ween electrocardiographic abnormality and the site of the

cardiac infarction. liy opportunities for such a study have been



exceptional.

The post mortem lesions were inves*igated in
seventeen cases in which previous electrocardiographic
tracings were obtained, This number exceedsthat of any
previous publications. Most of the pathological lesions
secondary to coronary occlusion were encountered and the
electrocardiographic changes were many and varied.

I feel that 1 have sufficient data to establisn
the fact that certain of the changes of the electrocardio-

gram are dependent on the site of the cardiac infarction,



Infarction of the heart fram thrombotic and much
more rerely from embolic occlusion of the coronary arteries
has been known to a large number of pathologicel and elini-
cal ooservers for many years, Hammer (1) as early as 1878
described a case which had been correctly diagnosed during
life.

Lindaay Steven (2) in 1887 established the eo-
relation of coronary disease with both acute infarct and
chronie cardiac failure. He,however,considered embolism &nd
multiple embolism to be the camsative factor in most of the
cases,

Notwithstanding a complete patholegical survey of
the subjeet by Marie (3) in 189 the association of the clini-
cal syndrome with pathological findings was slow, Status
Anginosus was considered to be a grave complication of angina
pectorig apd nothLing more,

Older text books paid but scant attention to the
swject. In Douglas Powell's (4) article on Diseages of the
Myocardium, in Allbutt's System (1909) the deseription of cor-
onary thrombosis is confined almost entirely to the rapidly
fatal seizure, and he states that the symptoms fequire "but
brief notice".

It was not until the Herrick's (5) publication in

1912 that medical attention was foemssed on the subjects One



type of angina was placed on a definite pathologicel basis
and it was appreciated that the Coronary Thrombosis was not
necessarily fatal, Previous workers in Lurope had published
similar conclusions but their work was unheeded. Following a
second publication by Herrick (6) in 1918 an extensive Ameri-
can literature appeared, Prominent in this were articles

by Levine (7 & 8) Libman (9), Wearn (10), Hamman (11), and
Christian (12).

Although Clifford Albutt (13) in his Diseases of
the Arteries and Angina Pectoris (1915) described the symp-
toms and reeognisedvthat dyspnoea and rapid fall in blood
pressure are constant, that restlessness is often terrible,
that the pain may be persistent for days and thet & visceral
perforation may be simulated, little attention was paid to the
subject in this country until comparatively recently when
papers have been published by A.G. Gibson (14), MeNee (15),
Coombs and Hadfield (16), Parkinson and Bedford (17), Cowan (18),
Allan (19), and Bast Baine & Cary (20). ™he contribution of
Parkinson and Bedford is an exhaustive survey of the sub ject,

In spite of extensive and ever growing study this
important condition is still too frequently regarded as
interesting but unusual,

As Allan (21) states "Disease of the Coronary
Arteries is a common disease". In his study of 1000 consecu-

tive post mortem examinations made in the Western Infirmary



over 37% presented lesions of these vessels recognisable by
neked eye. About 10% died more or less directly from the
effect of coronary lesions,

Wie are inclined to believe that coronary disease is
on the increase, 1t is true that when one is keenly on the
outlook for any condition one is more apt to recognise it and
the increase may only be apparent, but the following figures
carefully compiled by Dr. Steven Faulds (22) are suggestive:-
In 1893/97 of 1158 Autopsies at the Glasgow Royal Infirmary
coronary disease was noted in 19, while in 1923/27 of 2008
Autopsies it was noted in 86,

During the past 5 years we have been able to
obtain records of 125 cases, 55 of these were seen in private
practice by A W.H, 70 were hospital cases.

Post mor tem examinations were carried out in 21
of these cases and electrocardiographic examination in 66
cases.

ETIOLOGY: - There would appear to be no specific
cause of coronary thrombosis, lMany of the patients had 1little
or no history of previous illness., Two main types were
encountered,

1. Arterio-sclerotic, the florid hyperpietic who
had previously led a strenuous life,

2. The prematurely grey asthenic,



SEX: - The condition affects maies more than females, }
In the present series 97 were males and 28 females, 5
AGE: - Coropary thr ombosis is a disease of the latter
years of 1life, The youngest in our series, Case 61, was
33 years of age., Post Mortem report in this case is

indefinite but is suggestive of syphilitic aortitis,

Age - 30/49 40/50 50/60 60/70 70/80 80 and over.
Private Cases - 2 26 13 8 6
Hospital Cases - 4 18 29 16 3

The average age of Levine'si(23)group of
145 cases was 57.8 but the condition occurred most fre-
quently between the ages of 60 to 69, In the present
series the greatest number of cases (95) is found in the
50/60 gr oup.

FAMILY HIST®RY:- If Cohn's (2%4) theory that coronary
thrombosis is an accidental gross mani festation of physio-
logical ageing of the heart is carrect, it would appear
that this accident is more apt to occur in certain families,
Frequently we have found in the family histary that near
relatives have died of or been affected by similar con-
ditions, |

ANGINA PECT(RIS:- A previous history of angina

pectoris was obtained in 27 of 93 cases.
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Cases 2, 3, 4, 5, 6, 10, 11, 15, 16, 18, 20, 22, 28, 30, 37,
50, &3, 70, 71, 74, 76, 80, 86, 88, 89, %, 91, It is
probable that many cases of angina are due to intermittent
claudication with temporary ischaemia of the muscles, and
finally block occurs with ischaemic necrosis, (Case No.91).
The greater proportion of our cases, however, gave no lListory
of previous angina and many were emphatic that théy had no
cardiac symptoms before the onset of their attack.

Syphilis was an infrequent factor. 7.4% of 1164
cases admitted to the wards had a positive Wassermann Reaction,
0f 70 hospital cases the liassermann Peaction was positive in 6,
In these 6 cases, however, syphilitic involvement of the aorta
was a definite factor in the production of coronary occlusion.

DIABETES;- Vas not an important factor.
Only 3 out of 125 cases had a previous diabetic history,
4, 65, 90,

PREVIOUS INKECTLON;- There is a tendency at present
to regard a focus of previous extra cardiac infection as
the casual factor in the production of the actual thrombosis
(Neild (25) and Peel (26).) 1n case 55 suppurative nasal
polypus mar have been the cause of embolic infarct., Preceding
infection was rare and it has been our experience that inflamma-
tory lesion elsewhere, usually phlebitic, has followed rather

than preceded the cardiac infarction. (Carey F. Coombs(27).
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The present series of cases may be classified under

the following five groups:-

1, Sudden Death. This group is not included in our series
of cases but we have met with several
"brought in dead" on receiving days where
the lesion has been found post mortem.

11, Sudden Onget with severe anginal pain and rapid death.
Cases 5, 19, 21, 53, 61, 71, 76 and 87, (8).

III, Sudden Onset with symptoms comparatively easy to recog-
nise and

(a) Death w1th1n dg{s or weeks, Cases 1, 2, 3,
0, 15, 16, 18, 20, 22. 3b
35, 55 éo 72,73, 78,88, 89, 91. (245.

(b) Progressive myocardial weakness and gradual
circulatory failure, Cases 7, 11, 12, 13
i4, 17, 33, 38, 43, 45, 63, 67, 68, 77.(14}

(c) Pecoverg with ger31stent angina, Cases 23,
7, 40, 41, 43, 44, 46, 48,
49, 50, 51 5¢. (15).°

(d) 4 rent com lete recovery. Cases 24, 25,
P 20e 3L, 32, 39, 40. 47, 5o, 56, 50,
62, 65 66, 69 74, 75, 84, (19). '
IV, Sudden Onset but symptoms referred to same other Viscus,

(a) Abdominal Tige.‘ Cases 9, 15, 16, 18, 27,
30, 56, 57 61 62 63 82

b) Res 1rator Type. Cases 8, 17, 24, 31, 44,
(b) Be Es "T517 P88, 2o09. "6l

V. No history of sudden catastrophe but myocardial degemera.
tion and gradual cardiac failure.

Coronary Thrombosis, unlike Angina Pectoris, commonly
occurs at night while the patient is at rest. [n twenty one
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of our cases, however, the onset of symptoms occurred when the
patient was at or returning from work, Cases Nos, 1, 5, 1n, 21,
23, 29, 32, 34, 35, 40, 44, 48, 49, 54, 57, 59, €7, 73, 74,

79, 85.

Pain is a conmanding feature in most cases. It occurs
suddenly and is often of great and even agonising severity.
Patients who had previously anginal attacks stated that "This
was something quite different and more severe". 1t is usually
substernal in situation but may radiate upwards into the neck,
across the chest into one or both arms, and downwards into the
abdomen, It is gripping or vice like; a comnon description
being that "the chest seems to be crushed in a vice"., Rest
does not bring relief; pain may persist for hours and even days.

tmyl Nitrite is ineffective. (Une of our cases,
No.23, however, obtained relief from pain when given Amyl
Nitrite by the House Physician).

The patient is usually restless, constantly tossing
and turning and angor animi may be marked.

Dyspnoea is frequent., 1ln some cases the at*ack may
be ushered in by intense dyspnoea, Cases Nos. 4, 34, 50, 65,92,

Gastric disturbance occurred in most of our cases,
Vomiting may be persistent but gradually subsides if the patient
survives, The tongue rapidly becomes furred and the breath
offensive,

Physical examination:- The facies is that of shock,

1t is ashen grey and the lips are a little cyanosed, Sweatiﬂsgﬁ
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may be profuse. The pulse is usually frequent, small and
soft.

We have noted nost types of irregularity, auwicular
fibrillation, Cases 12, 38, auricular flutter, Cases 5, 68;
extra systole, Cases 2, 57; full heart block, Cases 29, 55,
par tial heart block, Cases 4, 8l; pulsus alternans, Cases 30,
86. This is in marked contrast to oruinary angina in which
during the attack the pulse is little affected. Clifford
Albutt (13) states that in angina "Amid the agitation of
patient and attendants the hcart, assumed to be the protagon-
ist in the conflict, often seems to be the one impassive actor!

Blood pressure generally falls rapidly, the fall
being more marked in systolic, and in one of our cases
pressure was as low as 65/45 m.m. Hg. Case lio. 67. This fall
is best appreciated where patient's pressure has been known
before the attack, Case 91. The hyperpietic who previously
had blood pressure of over 200 m,m. Hg. may still have an
apparently normal systolic reading. The relatively small
pulse pressure is of value in such cases, Case 36, The
blood pressure does not fall immediately in all cases,

Chart taken from one of our hospital cases shows a delay in

fall for at least 24 hours after the attack, Case 27,
HEART SOUNIB:- The heart sounds are as a rule

peculiarly soft and distant, Gallop rhythm was noted in

several cases,
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PER1CARDITIS:-  Pericarditis varying from evanescent
fine localised friction to persistent coarse generalised
friction was noted in 20 of our cases. Effusion was present
in two of A.VW.H's private cases,

TEMPERATURE :-  Olight irregular pyrexia is often
present in the first few days of illness. 1ln a number of
our cases temperature has remained normal or sub-normal
during the whole course of illness, In Case 24, a good
recovery, pyrexia continued for several weeks.

Dullness to percussion and moist rale at the bases
of both lungs were frequently present. The association of chest
pain, lung dullness and fever led to the diagnosis of pneumonia
in two cases. (Cases Nos. 24, 31.) Acute oedema of the lungs
is not infrequent. (Cases Nos. 1, 62, 77).

URINE:- Occasionally albuminuria was present,
Glycosuria was found in 3 of our cases, Urobilin and bile
were present in 2 of the hospital cases.,

Thr ombosis was found in 5 cases and in our experience
this complication added to the gravity of the prognosis. The
commonest site of thrombosis was the femoral vein. (Cases Nos
17,24,30,67, 83.) Jugular Vein thrombosis was present in one
case (Case No.17).

EMBOLISM: - Infarction of lung is common,
Characteristic signs and symptoms were present in 7 cases,
Cases Nos, 17, 50, 74, 77, 79, 81, 83,

In one of our cases No.30, the terminal signs apd
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symptoms were suggestive of cerebral embolism,
Embolism of right femoral artery was found post

mor tem in Case No. 17.
Slight Jaundice was present in 2 cases.
LEUCOCYTOSIS: - Leucocytosis was present in all

acute cases examined except Cases Nos. 1, 11, 38, 43.

, The average leucocyte count was 12000 per cmm.
The highest count recorded was 24,600 per cmm. (Case No,30).



SUDDZN  ONSET BUT SYIPTOIIS RaFERRED
T0 <0l OTHIR VISCUS.

4dbdominal Type :- It is frequently forgotten that
gastric discomfort msy be the outstanding and for a time the
only symptom of cardiasc disease. Dr. A. Bruce licLean (28)
states that sbout 104 of cases sent to him for radiological
examination of the gastro-intestinel tract have either clinicsel
or X-ray evidence of cardiac disesse. Cese 56, which ébowed
electro-cerdiographic tracing of the type sssocisted with
cardiac infarction wss referred by A.B. 1kL. In coronary
thrombosis sickness snd vomiting is an almost constent festure
and when this is associsted with sbdominsl psin the possibility
of error in disgnosis can be readily understood. fle have met

with three types of sbdominsl complex in our series.

1. Flatulent Dyspepsis :-= In this type of which csses
30, 31 and 57 are good exsmples the pstient had been troubled
for some time with flatulent dyspepsis. Although in these
cases there was definite clinical evidence of coronary thrombosis

the pstients persisted that their only discomfort was gastric.

2« lAcute Abdomen :-  Although pein is ususlly sub-
sternal at the onset it tends to radiste both upwards to the
shoulders and arms and downwerds to the sbdomen.



In nine cases acute sbdominsl pain herslded the onset.
Gsses No. 21, 22, 27, 40, 45, 57, 81, G4, &7.

The provisional diagnosis was incorrect in all these
cases., Laparotomy for acute sbdomen was perfornred in 5 of

70 hospitsal cases. Cases 8, 18, 27, 54, 62.

3. Gall Bladder Colic :-  Anderson (52) has shown that
the abdominal type of cardiac infarction may closely cimulate
gall bladder colic. An operastion was performed on Csse No. D4
after an attsck of what was thought to be typical gall bladder
colic., No abnormselity of the gsall bladder was detected.

The associstion of gsll stones with casrdisec diseess,

Case No. 15, is well recognised snd this adds further to the
difficulty of differential diagnosis. We are of opinion,
however, that the difficulty is not so grest vhen the possibility

of coronsry thrombosis is kept in mind.

Respiratory Type :- Hypostesis of the lung bases
was present in most csses, In two cases, 24 and 31, the
sudden pain in the chest, dyspnoea, dullness and rale at
the bases of lungs led to the provisionsl diagnosis of
pheunonis, In csses, 48, 50, 53, 58, pain in the left
side of the chest and slight fever were incorrectly assumed

to be due to pleurisy,



The development of friction rub following infarction of

lung was wrongly interpreted, Case Ho. 53.

In cases 17 and 80 the main clinical features were almost
entirely respiratory and led to a tentative diagnosis of tumour
of lung.

A similar misinterpretation of signs was made in one of
Alice J, larshall's (29) cases.

PROGNOSIS:~  There is no disease in which prognosis
is more uncertain, [Fecovery is common and may take place
notWithstanding the occurrence of complications. The con-
tinuance or absence of pyrexia is not helpful., Continued
low blood pressure need not be of grave import. Pulsus
alternans was detected in one case which made good recovery.
Pericarditis and even pericardial effusion were present in
cases which recovered, Abnormalities of cardiac rhythm,
whilst adding to the gravity of prognosis did not prevent
recovery, In Case No. 38 in which auricular fibrillation
persisted recovery took place., Temporary heart block was
present in Case No. 29 who made & good recovery. Persistent
full heart block was present in Case No, 56 who died of
pneumonia several months after coronary lesion. Auricular

flutter and full heart block was present in Case No. 68 who
lived for fully a year. |
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It has been our experience that the development of
thrombosis elsewhere adds to the gravity of prognosis., ¥e
cannot express any definite conclusion on the value of high
leucocytosis; in owr limited experience it has not been
helpful,

o Prognosis must always be guarded. 1t cannot be too
strongly emphasised that death may occur suddenly at any time
even in a patient who is apparently doing well. Cases Nos.

3 and 16,






The introduction in 1903 by Binthoven of the strirg
galvenometer which consisted of & very delicate thread cf
pletinum or silvered glass suspended between the poles of 2
stationsry electro magnet and deflected by the most minute
hesrt curves was an epoch meking event in the study of heert
diseese. |

The electrocsardiograph, based on the string gelvenometer
in the hands of Lewis, Wenckeback and others soon becere of
extreme value not only in experimental reseerch but aleo os

an sid to diagnosis.

By its means the study of disordered cerdiec mechanism
was pleced upon s rational basis, the arrhythmiss were now
classified end their significance gsuged.

One of the most difficult problems of medicine is the
detection of esrly evidence of myocerdisl disesse and within
recent yesrs most electrocsrdiogrsphic resesrch has been
directed slong this chsnnel.

In 1910 Eppinger snd Rothberger (30) showed thet
characteristic electrocsrdiogrems were obtained in lesions
of one or other mein branch of the bundle of His.

Bppinger and Stoerk (81) disgnosed during life o lesion

of the right branch of the bundle which wes subsequently
confirmed post mortem.



Lewis (32) has swmmerized the typical festures of the
braench bundle block electrocerdiogreme

le The chief deflections sre greeter than normel in

anplitude.

2. The initisl pheses have 2n unusuel durstion.

3. The chief 2nd final deflections ere oppositely

divided; the course is broedly diphessic.

Cowsn and Bramwell (33) in & study of 24 ceses of
bundle-brench block csme to the conclusion that its presence
indicetes 2 def inite myocerdiel lesion but if unaccompsnied
by signe of cardisc insufficiency is not necesserily of greve
prognostic significance.

From the gross chenges of bundle brench lesion the next
step was the study of lesser verist ions in the electrocsrdiogrem.

Oppenheim and Rothschild (34) suggested thet lesions of
the erborisation of the bundle produced typicsl electro-
cerdiographic chenges. Arborisetion block wes evidenced

by low voltage (RS with brosdening and notching or splintering.kg

e

Lewis (35) did not accept this view thst this type of
electrocsrdiogrem need be associsted with 2 perticuler lesion
of the left Purkinje network.

Wilson end Herdmsn (36) regesrded & number of these
trecings as indicative of incomplete besrt block.

All were sgreed that these changes were definite evidence
of myocardisl disesses




In 1919 Eerrick (37) cescribed lzversicn ¢ T ~“zvs iz

i)
h

Lesds I #nd II in ceses of Zoromery CcClusiOZe Tisiler
chenges hed been found by Jrith (3€) efter expsrizeatel li=tion
of eoronsry artery in dogs. Perdee (3%) in 1280 wee tre first
to record 2 chenre in the electrocerdiogram occurring immediztiely
after sn occlusion. He ststes "curves of tkis sort ere ob-
teined in experimental work, elso if the records ere teken cduring
the first few hours after tying oif 2 coronery brench. The
typicel feetures of these records ies thzt the ST interval does
not stert from the base line of the record but comes off from
the (RS group et some point sbove thke bese line".

ifeern (40) described diminution of amplitude of the
electrocerd iographic weves in two petients suffering from
coronery thrombosis. Cowen (41) found distinct chenges in
the electrocerdiogram of 2 petient suffering from progressive
myocerd isl degenerstion exsmined over s period of yeers.
Describing these chenges he ststes "In 1922 it wes sbnormsl,
PR intervel being long snd the (RST intervel excessive.
In 1924 there wes little chenge but the deflections generslly
were larger. In 1925 the electrocerdiogrspbic complex had
sltered. The deflections were still lerger snd the GRST
bad sltered, the GRS intervsl messuring 0+18 to 0°20 seconds
while SIII wes succeeded.by s comperatively lerge deflection
With a thickened downstroke which merged into T",




lale)

Perkinson and Beiford (42) recorded chenges in ZC ceses.
Repested electrocerdiogrems were tzken. Ther found thet
electrocerd iograms obteined within e week of sudden occlusion
showed RT intervel either sbove or below the isoelectric level -

the extent of RT devistion wes usuelly 2bout 1-3 mms., but

occasionslly resched 6 mms, The RT elevetion wes frequently

flat topped or platesu like, but sometimes contimued to rise

to form 2 summit, These changes were hest seen in Lesds I

and III end were constantly opposite in these lesds - elevation

of RT in I being sccomplished by depression of RT in III end |

vice verse, Rl deviation was occesionelly present in one

lead only. |
T weves. were frequently sbsent and when they returned

they were in opposite direction of RT deviestion. iihen BT

devietion had dissppesred the RT preceding the T wave usuelly

exhibited 2 noticesble upwerd tendency. This last phenomenon

hes been described and designsted the Coronsry T weve by

Perdee (43) and Cove Plene T by Oppenheim snd Rothschild (44).

Parkinson snd Bedford further demonstrated that trecings

4
4
3
E:
;|

obteined o few weeks sfter scute onset conformed to one of two
types.  These they termed T I type or T III type sccord ing

to the presence of T inversion in I or III.
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Willius (45) in his study of coronsry occlusion divided the
sbnommslities into ten types :-

(1) Inversion of T wave.

(2) Pardee T wave.
Incomplete Block.

)
)

4) complete Block.
5) Bundle Bresneh Block,
)

Auriculer Fibrilletion.

(3
(
(
(6
(
(
(

7Y  Inversion of P.wave in I1T.
8) Splintering in 2 leads.
9)  Prolongation of (RS.

(10) Prolongation of (RST.

He found it unusuvel for electrocerdiogrsm to return to
normal lines in less than six monthe to one yeer,

Gilchrist and Ritehie (46) in & Criticel Survey of 148
ceses in which serisl electrocardiograms hed been tsken,
concluded thet"even slthough control electrocerdiogrems snd
post mortem confirmstion of the clinical disgnosis be lacking
these sequentizl alterstions of the RT segment 2nd of T
occurring in the course of 2 short period of time sre strong

Presumptive evidence of myocerdisl infaretion™.




PRE INFARCTION ZLECTROC/RDICGRAL .

In 5 ceses I obtsined electrocerdiograms before tke onset

of cherecteristic symptoms of inferction.

In Cese lo. 71 three dsys before terminel inferct - the

trecing showed no sbnormelity.

In Case No. 39 tracing one month before inferct - the
electrocardiogrem wss of the left exis deviation type.
There wes no abnonﬁality of BT or T weve.

b trecing teken one month efter inferct wes similer except
for elight diminution of smplitude of the waves.

In three of these ceses there was sbnormelity of Lead II!l.

In Cese lloe 31 there wes diminution of smplitude of (RS

with slightly eleveted RT.

In Ceses Nos. 30 and 53 there was slight shouldering of RT

with inversion of T wsve.

I have found this type of sbnormelity in e lerge series of

Petients suffering from typicel angine of effort.

Ia Cases Nos. 30 end 31 typical sequentizl 2lterstions of

Leed 111 were recorded during the subsequent attack.

In four of our five cases the electrocerdiogrem indicsted




sbnormelity before the onset of symptoms.
In three of these the sbnormelity wes in Lead III.
Whilst sbnormality of this Lead is not uncommon in many
apperently normel individusls - the presence of inverted
T wave with preceding upward shouldering even if found in
this one Lesd should be regerded ss possible indicstion of
coronery involvement.

It is interesting to note thet in Cese No. 31 the
electrocerd iogram was suggestive of cerdisc inferaction

several deys before the onset of typicel symptoms.



Oase Ko .JZI.

3 days before terminal

Apart from slight diminution of amplitude

the electrocardiogram is normal.



25.3.30*

3(

Case. I<oc 31#

Before Onset

T upright in all leads*
PR - *16.
QRST = .36
QRS in Il - small amplitude.



31.

Case No. 31.

2Days after onset

P inverted in 111.
T inverted in |Il - diphasic in | & II*
CRST = *28 - *32

14.4.30

7 Days after onset

P inverted in III

T inverted in HI and II.



Case No. 31.

4 months after onset.

Lead Il s till of diminished amplitude

otherwise no abnormality.

32.



Case :lo. 30.

33
Before Onset
16.3.30
QRS splintering.
T v/ave inversion in I11I.
After Onset
1.5.30,
'Mail
345.30 4.5.30
Increased amplitude Inverted T In 111 T wave no longer
of O wave in Il and 11l A elevation in inverted in Ill1*

RT elevation in Il & HI* [* ano 1-



Case 110,53.

5 days before Terrinal Infarct.

RT elevation with inverted T in III.

Cowan ,7ave present.

34.



Case No. 39.

One month before infarct. «

Left Ventricular Preponderance.

One month after infarct

Slight diminution in amplitude of

all Leads. No T wave inversion.

35.
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LLCTROCARUICGRAL. DURLIC LCUid Thicid.

Trecings viere obteined in 86:6fuour ceces during the
scute stage of illness, ( Ceoces lloe 1, <, 3, 4, £, 6, 6, 9,
10, 13, 14, 16, 23, 24, 25, 26, 27, 28, 28, 30, 31, 32, 33,
3, 35, 36, 37, 42, 43, 54, 55, 66, 67, 68, 92, 93.)

The changes in the electrocerdiogram veried.
(1) Axis Deviation.
)  Sequentisl chenges of Perkinson and Bedford.
)  Increesed smplitude of QIII (Cowsn).
)  Brosdening and Splintering of (RS.
5) DProlongstion of (RST.
) Inversion of P IIl.
) Abnormelity of Rhythme.

8) Uormel Electrocerdiogrem.

AXIS DEVIATION.

Left axis devistion was present in elmost every case,

This wos in sgreement with psthologicel findings. 1In every
Case examined post mortem there wes enlsrgement, in some cases
very merked, of the left ventricle.  In cese 24 the electro-
cerdiogram wss of the right exis deviastion type until six
months after sttack when it becsme left sxis devistion. X-ray
exsmingtion of this csse in the eerly stages showed no enlsorge-

ment of the hesrt downwsrds snd to the left.




2.

37

b serisl trscings were obtezined. 15 of these were of the
sequentiel type described by Perkinson end Bedford.

7 were of the TI type (Ceses Yo. 1, 2, 3, 23, &4, 25, 34).

9 were of tke TIII type (Ceses lNo. 15, 16, 23, 27, 29, 30,
31, 32, 93).

Cese lo. 23 showed sequential alteret ions cherecteristie of
both types.

In our ceses there would eppeer to he 2 definite order of

chenge -~ we shall describe those chenges ss seen in TI type

(1) Elevetion of RT I.
(2) Elevetion of BT I 2nd Il.

3) Diphssic T I,
4) Inversion of T I.
) Diphasic T II.
6) Inversion of T I end T II

(7) Greduslly incressing inversiom of T I.

(8) Diminution of Inverted T II.
{9) T II sbsent, emplitude of T I diminished.
(10) . Upright T II.
(1) T I sbsent
and occssionslly
(12) Return to normel - Upright T L
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RT DEVIAT ION.

B devistion wes present in Z2 of our cesess IRT I wes
eleveted in 11 of these end RT III in 11. (Bf I Ceses lo. 1,
2, 3, 4 b, 8, 23, 24, 26) (RT III Ceses Mo. 13, 15, 15, 27
28, 29, 30, 31, 33, 93, 93).

Oprenheim (47) hes described elevetion of BT six hours efter

obstruction of coronsry srtery. In two of our ceses it wes

present within 12 hours. This elevetion veried from a2 slight

upwerd rounding RT (or more correctly ST) to o merked elevation -
of over 6 mm. ((Cese No. 29). This case made & good recovery
end I bave not found the extent of BT deviestion to be of any
prognostic velue (Ernstene i.C. 48). The grzduel inversion of

T weve ususlly commenced within 2 to 13 deys.

INVERSION OF T WAVE.

Graduel inversion of T wave commences between the third snd

thirteenth day.  In Cese No. 34 T I end T II inverted 36 bours
after onset. In Case No. 6 RT remoeined elevsted for 18 dsys

after which the typicsl sequential slterstions of T wsve occurred.
In Coses No. 28, 33 and 38 WT wes still elevated 4 to 6 weeks

after onset, and in Ceses No. 41. to 50 five to six months after
onset, '
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In none of our fetel ceces did T II hecome inverted.

Io one of these, deily trecings were obtsined for fully e month.
In 3 of these ceses inversion of T wave wes succeeded by

a further elevation of RT. It mey be thet inversion of TII

is evidence of sttempt st recovery end thet the retura of =T

indicetes further spresd of infarction.

RETURN TO NORMAL.

The return to upright T weve mey occur within six months, ?é
Typicel sbnormelity mey persist, however, sfter fully e yesr.

In Case No. 23, however, TII beceme upright in 7 deys end
TiII in 8 deys.

Cece No. 24 TI, TII were still inverted sfter one month,
but had both become upright in 6 months.

Cese No. 25, TI end TIII were still inverted 10 weeks after.

Cece No. 27, TII end TIII were still inverted 5 weeks aftgf

Cese No. 32, TIT and TIII were still inverted 6 weeks afté%

Cese No. 40, TII end TIII were still inverted 3 weeks aftef;
TIT upright 11 weeks after. o
Cese No. 46, TIII wes inverted 3 weeks after.
Cese No. 62, TIII wes inverted 22 deys sfter, upright
2 months efter.
Cese No. 29, TIII wes still inverted 6 months after.
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Case No. 47, T1 inverted 5 months after.

Cese No. 23, TII became upright for the second time
efter 5 months. T1 wes ctill inverted 15 months after.

I heve described the typical chenges but in some of our
ceses, @#s elreedy indiceted, sequentiel elterstions mey occur
repidly from dey to dey (Cese No. 23).

Veriations from bundle branch block - sherp inversion
of T wove - salmost normsl electrocerdiogrsm mey tske plece
within 2 period of dsys (Cese No. 16).

To drew conclusions from o single electrocerdiogrem may
lead. to gross error.

whilst the sequentizl alterations ere the most drematic
electrocardiographic chenges met with in eoronery occlusion
they sre unfortunately from the cisgnostic point of view, not
elweys encountered snd one hes frequently to depend on other
electrocsrdiogrephic evidences of myocardial disesse to confimm
the disgnosis of coronary involvement. r

None of the changes which I now describe are cheracteristic
of sudden coronsry occlusion, but rsther of chronic myocerditis
secondery to progressive coronsry obstruction. Not only do
serisl tracings in these cases show no seQuentisl alterst ions
but the sbnormelity is persistent. or graduslly progressive.

Once only heve I seen 8 broadened end splintered QRS return
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to normal. From g study of over 3000 trascings in which I

hsve but rerely found these electrocsrdiogrephic changes in
other types of myocardisl dicsesse (2nd these I have detsiled
below) I have heen convinced thet ther sre positive evidence

of interference with coronsry circulation.

cowen recorded greduel increase in smplitude of [III in
progressive myocerdiel fibrosis,

This sbnormality occurred in 14 of our traoings.(CGSes
No. 2, 13, 15, 16, 27, <8, &3, 30, 32, 33, 34, 36, 37, 41)
and wes associsted with inversion of PIII in 4 of our ceses
(Ceses No. 28, 33, 36, 37) where it occurred sequentiel
elterations were not obtzined even when repested tracings
were tasken.

I beve found this to be the most common chenge in the
electrocerdiograms of over 150 cases of angines pectoris end
beve also noted its presence in 5 czses of zcute rheumet ism

and 11 ceses of pericsrditis.

BROADENED AI'D SPLINTERED (RS.

Abnormslity of (RS wes & frequent occurrence.

Splintering =nd broadening wss the most common. 1In two
ceses (Cases No., 10 and 35) the change in GRS was suggestive
of Rigbt Bundle Branch Block Type. As with other festures
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of electrocerdiogram the coronary occlusion RS veristion
may be transient., In Cese [o. 15 QRS chenged from day
to day.

In three of my ceses the me2in sbnormelity was in the
QRS complex. RS was brosdened and splintered in 2ll these
cases. In two there wes broadening of the RS interval
and slurring of the S wave. A similsr type of sbnormality
was met with 25 a transient festure in the sequentisal
slterstions of (RST complex in Case MNo. 15. In these
other ceses, however, this sbnormslity still persizted months
efter,

In the third cese of this group there was prolongation
and notching of QRS complex of the type sssocisted with
Aborisation Block by Oppenheim end Rothschild.

PROLONGAT ION OF QRST.

There is etill much difference of opinion with regsrd

to the significence of prolongst ion of (RST. Psrdee (49)
suggests thet "For heart rates of 70 or over the meximum
hormel duration of systole be set st .40 seconds messured
from the beginning of the GRS group to the end of the T wave.
In some of our cases (RST wes st first definitely prolonged
beyond 46 (Cese No. 23) snd diminished with improvement

to the pstient.
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INVEXSION O P III.

In five of our ceses in the present Series PIII has

been inverted. In two of these the inversion was sssocisted
with persistent elevation of RTIII. The am:litude of JIII
was incressed in all these csses. This inversion may be
transitory and I have seen PIII very; upright, diphesic end
inverted in 2 single record (Cesse No. 37). In 11 cases of
acute pericarditis the electrocsrdiogrsm has shows this
abnormelity.

#illius (50) has recorded this change snd is inclined to

regerd it ss evidence of coronary sclerosis.

ABNORMALITY OF RHYTEL.

I have seen most types of sbnormelity of rhythm. 1In
some of the csses this abnormality wae ths striking feature
of the electrocsrdiogrsm.

Osse No. 70 in which there was 2 history of repecated

‘#ttecks of persistent snginoid pain showed psroxysmel

ventricular tachycardis.
In Cese No, 56 full heart block persisted from the onset
of attack, |
The most frequent type of sbnormel rhythm was that due to
Ventricular extra systole and both during the scute stage

and in the stage of recovery.  Parkinson and Bedford (42)
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were impressed hv this frequency which surears to be

more than accidentel.

NORMAL ELECTROCARD IOGRAN .

In two of my cases which recovered, [o. 54 and 66,

eand in one which died, No. 71, the electrocardiogram
showed no marked shnormality. Similér find ings have
been recorded by deern (51) Anderson (52) and Cempbell (53),
In the sbsence of serisl tracings I cennot drew eny .
definite conclusion from these. Theoreticslly it would
be possible that 2 amall infarction involving @ "quiet™
srea of the heart need not cause slectrocardiographic
alteration. (Craib 5).
Recent work by Wolferth and Cleckwood (55) would
suggest that the introduction of a fourth lead mesy minimise

the possibility of error.

SMALL AMPLITUDE ¢RS.
The amplitude of GRS vsries considerably in normsl

individusls, The upper limit of normal has heen fized
at 16 mms, and the lower st 7 mms. The possibilities
of error in sssessing weve emplitudes sre familisr to

anyone acquainted with the technique of electrocardiograpby.i?
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During merked circulastory fsilure it is common to find
the amplitude much diminished snd with circulatory improve-
ment a2 gradusl incresse of asmplitude tekes plsce. Jesrn (40)
has recorded diminished amplitude of RS in Coronsry occlusion.

I heve found this diminution of amplitude most frequently
in those tracings where sequentisl alterations occurred end
diminution was most merked in that lesd which first showed
elevation of the RT intervael i.e. in Leed I in the TI type
of electrocerdiogram and in Lesd III in the TIII type.

In one of my casses two years after what appesrs to have%?;

been 8 coronsary occlusion and a few days before suddsn death

the amplitude of (RS was much diminished in 2ll leeds -

(moximum 3 mms,).




BELECTROC:WIOGRA2HY [N Tii 2 00V RY STAGH.

In those cesss where tracings could oaly be obilzined some
time after the onset of illness the electrocardiographic changes
regsembled one or other of the types encountered whsre serial
tracings were recorded.

1. Left exis was only sbnormsality in Ceses No. 52 and 82.

2. Csses No. 44, 45 and 47 had inversion of TI. (Case No.
51 showed inversion of TII snd TIII and in (eses No. 46
48 and 49 TIII was inverted.
RT TII in Cese No. 50 wes elevated 5 months after the
attack,

3+ QIII was incressed in smplitude in Case No. 50.
4. {BS was brosdened and splintered in Case No. 85.
S« PIII wes inverted in Cases No. 50 and 83.

6+ Auriculer pibrillation was present in Ceses No. 38 and 43
In the latter case fibrillstion was first recorded two
years after the onset. Recurring ventricular extra
systoles were found in (Case Nos 69 and peroxysmal ventriculer

tachycsrdia in Case No. 70e



ASNORKAL  JRS IN  ACUTE  PiRICARDITIS.

For some time after Pardee’s description of RT elsvation
in coronsry occlusion this electrocardiographic phenomenon was
thought to he peculisr to the condition. Since then it has
been noted during scute rheumetism, rheumatic caerditis and
in pericarditis with effusion, uraemis and lohsar pneumonia,.

A possible explanation of this distortion in these disesses

would be (a) localised inflsmmatory myocarditis, or (b) 199’1159Q§

anoxasemis of cardiac muscls.

In elaven cases of pericarditis inversion of P wave was
present,

In three cases I have found sbnormslities of electrocardio-
gram similar to those encountered in coronary occlusion. In
one case there was small amplitude GRS and elevation of 2T in I.
Three months later P wave was inverted in III. In the second
case RTI elevation was lster succeeded by RTI depression and
still later by inversion by TII and TIII. In the third case

there was inversion of T wave in sll lesdse

Three months later 1 was upright in sll leads.




oL(UBNTIAL sLECTROCLEDIOGR kS,

T 1 Type.




*.3.29.

10.3.29.

Case No. 23.
49,

H? = *12 secs.

P is notched in IIl
Left ventricular preponderance
High PT interval in 1
P notched in I1I.

PP B *14 secs.
T inverted in Il and IIlI.
QPST m .36 secs.

P notched in Il



12. 3. 29.

Qase Ko. 23 5+

PT elevated in |

T inverted in Il and 111

T wave absent in ||

T wave inverted in Il
but less marked than on
11/3/29,

PT in | plateau type.



Gradual diminution
of T wave in |11

PT plateauing in |I.

Elevated PT in | and 11

T wave upright in Il



18, 3. 29. T Wave inverted in |

Elevation of PT in II.

Cowan wave in |11.

Inversion of T in I|,Il £
1l leads.

PR - *14 secs.
CRST » »46 secs.



T wave absent in |11



30.3.29

4.4.29.

Mf>ST =

QPST -

54.

48 -f"

48



9,4,

flaae No, 3.

*44

51.



Case ho. "3.
13.5.29
"“EST = A0 - .36
B wave thickening in Il & III.
5.6.%9

Inverted in 1
QBST - .34 secs.

Splintering of E wave in |l & III.

56.



Case ;.0. |iL.

Left Ventricular Preponderance
BT slightly elevated in 1

BST = .40.
T nov/ uprigjit in Il and I1I.

57



Case No. 4.

58.
14.4.30 15.4.30.
R - .16
Eight Ventricular
Preponderance.
ET elevation in | & Il
depression in II1.
QES notched in all leads,
16.4.30 18.4.30.

Note - inverted T in | and Il



Oase ho. 24.

29.4,30

Tracings show little change.

6 months after onset.

14.5.30 7.10.30

how loft ventricular preponderance
T wave upright in all leads.



T invc_arted in | and Il
upright in 111I.

Gradual diminution of amplitude of T in III.



Case No. 25.

61.
33s5,31 6.6.31.
Left ventricular preponderance
ET elevation | Lead 1
depression in Il 12.6.31,

Elevated ET
Commencing inversion of T

15.6.31. 29.bH

SRR"

T now inverted in | & II. T more sharply inverted
in 1 and |l

upright in IIl.



T wave s till inverted in |I.
Diphasic in |1.
Small amplitude of J3S.



22.2.28

2.3.28
10 days later

Oase Mo-

Left Ventricular Preponderance
pe~ *20.

ET elevation in I; depression in Il
T wave upright in |II.

J

BT elevation in | still present.

S3.



15.10.28, - 36 hours after onset.

PE - -12
«EBT - ™46

Left Ventricular Preponderance

T inverted and exaggerated in |, II.



Three days after attack.

2.10.27.

Left ventricular preponderance,
PE = *16.
<ES notched in Il and III.

T is inverted in |I.



Uase Mo. 56. 66 4

8. 5. 31.

PR = *23
Bight Ventricular Preponderance.
UBST - .36

Plateauing of BT in i
Small amplitude UBo.



SEQUENTIAL ELECTROCARDIOGRAMS.

T II1 Type.



24 hours after onset.

17.6.25-

Pul1 Heart Block.
Elevated PT in Il and 11l

PT depressi on in |.



18.6.32.

GageNoAr~rA,

Left Cardiac Preponderance.
High BT in Il and Il
Auricular Bate 90 p.m.

Ventricular 52 p.m.

69.



£2.6.2Q

5.la.as

Case ,0. y.9-

fR = .16
T inverted in

70.



71
,Aase No. 29

29. 3. 29.

Small normal deflection in | and II.

Note - T wave upright in 1.

QBST absent in Il (Faulty connection?)



24.5.31

2 days after
onset.

27.5.31.

72
Case No. 27.

25.3.31.

28.5.31

Note gradual inversion of T Wave in 111.



Case No. 27 .- 73

\Y
30.5*31 3.6.31.
5.6.31. 6.6.31.
Note. T wave in

| becomes gradually inverted.
I

I
T wave in |lIl of marked amplitude.



Case No. #7* 74.

15.b.1
12.b. 31.

30.6.3!
*5.0.31.

Little alteration during the next
month.



Qase IMo-40.

3 weeks after onset.

4.4,31.

Left ventricular preponderance.

T inverted in |Il; sharply inverted in IIl.
Lead 111 complex - Q wave is greatly in-
cr eased.
11 weeks after onset.
29.5.31.
T wave in Il no longer inverted and

inversion in Ill is much less.



11 days after attack.

One month later.

Case-ho. 3A. 76.

QBST - *40 secs.
T is sharply inverted in II and III.
B is splintered in | and III.

T is less sharplv inverted.
Note."Shouldering” of #T in Lead |11
QRST * .36



Case No. 64.

Seven Do’s A fter.

Elevation of RT in 11 and 111

T inverted in I11.

7.



1 day after Onset.



Case No. 51.
79.

Six weeks after onset

9.9.30.

Left ventricular preponderance.”
T inverted in Il - sharply inverted in III,
Note variation in amplitude of terminal wave

in QES complex in [|11.



3 weeks after sudden

onset of pain in
side of chest.

le ft

Left ventricular preponderance.
T inverted in |11,

QEST - *32.

Cco
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Case No. 92.

2 days after Onset.

Diminution of wave amplitude.
FT is s till inverted in Il and III.
T is becoming inverted in I11I.

Ais s till+ in Il



§2.

Case Wo, 93,

1 month after Onset.

Tracing taken 30 days after severe attack
and 72 hours after sedond attack lasting

a few minutes.

Note. Elevation of PT in Il and I11.
Inversion of T in Il and III.
Qwave in IIl is of markedly

increased amplitude.



Case No.62.

22 days after onset of
acute abdominal pain -
Laparotomy.

27.11.29.

dBS = *06
tRST - -36 - .40

T inverted in 111.

Splintering in Lead II1.

16

nwyy



Gase Ko. 6<j.

4.1.30.

Left Ventricular Preponderance,
<EST r .36

Note change in £S in II11I.
B wave now present.

T wave upright.



Che

ELECTROCARDIOGRAMS — showing -

(1) Increased amplitude of ¢ III with

inversion of P 11I.

(2) Broadened and splintered (RS.



Case Ko. 37.

Left Yeatricular preponderance.
PB o
P inverted in IIl
QES in Il is abnormal.
T is displasic (?) in all leads.
The appearance in leads Il & 111 is almost
as if a normal LBS had been rotated.
The terminal wave of Gowan in CR3II1 is

prominent.

eb



13.2.32

Mote.

Case No.

37.

3 years later.

T is
111

inverted,

is -f

in 111.

Variation of P in |11

inverted.

upright

87.

diphasic



Case No. 36.

12 days after attack.

7.5.28.
PE = *20 secs.
BS = *12 secs.
T diphasic in Il and 111
QRST = *40
Not e abnormal OPS in 11l
25.6.28.

E A TT5--—-- —
P bifurcated in |
P inverted in II1.



Case No.28,

1 month after attac.c.

3. 8. 28.
Left Ventricular preponderance
PE —+16 secs, A TtT
ET is depressed in | elevated in ill
P is inverted in 1I11I.
Qis ft in HI

10.8.28.

P is still inverted in III.
ET is no longer depressed in | but
remains elevated in |11.



18.4.29.

25.5.29.

Case No. 33
20

7 days after onset of severe praecordial pain,

Left ventricular preponderance.
Poor T wave.

PT is slightly elevated in III.
Pis inverted in IlI.

There is little change in the electrocardiogram.



flase No, 67.

Arborisation Block ( QRS * *16)
MBS broadened and splintered.
FT depression in | and II.

T inverted in all leads.

Fecurring extra systoles Lead Il (1.3.28)



uase 'No. 67.

5.3.28

Broadening and splintering of ES
/

Bxtra systoles - Lead IIl (5.3.28)
Lead | (9.3.28)

9.3.28.



Ca3e No.41.

Three weeks after

attack.
24*9.30.
PR r *20
Note - Abnormal QBS = *12.
RT elevation ? in 111
depression in | and II.
Roberts
25.4.31

Increased amplitude of waves in all leads.
Otherwise there is little change.



Case No.42.

Progressive Cardiac weakness 1 month.
Pericarditis - 2 days before (173.30).

Note abnormal QBS
PT elevation in |1l
depression in | and 11
T wave inverted in |II.

There was no change in subsequent tracings taken over
a period of one year.



ELECTROCARDIOGRAMS showing

Abncrmality of Fhythn,



4.10.

Pull Heart Block. - During Stokes Adams m”“gxlure

Mote absence of ventricular complex - in |.

Splintering and Broadening of QES
QRST - *50 secs.



Case lip. 70.

Frequent attacks of praecordial pain,. dyspnoea
and palpitation,
tracings taken during attack.

Frequent ventricular extra systoles
Paroxysmal ventricular tachycardia.

Note inversion of PQBST in |I.



NORMAL  ELECTROCARDIOGRANS.



4.10.28.

Case Tio. 54.

6 days after onset.

PR = *15
(IRST - *40
TIS «f in II

No RT deviation

99.



Cage No. 66.

PR - 18.
T wave upright in | and II.
absent in |II.

No RT deviat ion.



BLECTROCARDIOGRALS AFTER RECOVERY.



Case No. 102.

One year after first
attack.

Three months after
second attack.

Left ventricular preponderance

T wave absent in II11I.



15 months after attack

Small amplitude “ES.

Left axis deviation.



Z months after attack

Left ventricular Preponderance,
W = -16
T inverted in |

QRS notched in all leads.



Case Ho. 45. 105

b months after first of
many anginal attacks.

7 days before terminal

attack.

17.6.30.

Left ventricular preponderance.
BT depression in II.
T inverted in |I.

Poor T amplitude in all leads.



Case “o. 47.
106.

Five months after
severe attack of
Status Anginosus.

mini

27.6.31.

Left ventricular preponderance

T inverted in |I.



107
Case Ho. 48.

Three months after
attack.

27,12.30.

ET elevation in 111I.

T wave inverted in II1.



A fter three months.

Small amplitude ijfs in |1l

iilevatea RT and inverted T in II1I.

JSxtra Systole in Lead I1.



109
Case No. 50.

2.9.31.

Five months
after attack.

RT depression in |I.
elevation in III.
(4-f-in 111

T wave inverted in I1I.



Case i.0. 85,

Tiiree npatha after attack-

Left Ventricular Preponderance.

QES
EF

= .14. GBS splintering in
slightly elevated in III.
Eight Bundle Branch Block ?

and I11].



ItlHI

Case Hoe 83.

.Five months aft

Inversion of P in

Inversion of T in

er-



Case Ko. 38
11

4 weeks after onset.

4.5.31.

Auricular fibrillation.
Left Ventricular preponderance.

<pS - .12
QEST » *34 secs.
RT elevated in Il and III.



Case No,43. 113.

3 months after attack.

9.5.37.
BT slightly depressed.in | and II.
Abnormal QfiS complex in A 1I.
Q wave amplitude variation.
\ A.P.
oraalfAnp 111uSe1&§!$11n 111 Note change in QRS
Qwave is f in Il and 1
varies m amplitude. It"is*now of normal

T inverted all Leads



Vase i.0.
114

+-jfter attack.

3.11,28.

Left Ventricular Preponderance.
'<BS is increased.

Becurrin®B_Ventricular Extra Systoles.
"0 secs¥



Case ho. 63.
115

Two years after attack
of "gall stones".
Seven days before

sudden death.

8.4.29.

Small QRS amplitude in all leads.

T wave absent.



Case No# 90.

Five months after attack.

Snail amplitude gR3P.
No axis deviation.

T upright in all leads.
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Taken from patient
suffering from
Pericarditis.

5/30.
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Tracing from boy suffering from acute pericarditis.
Gross generalised pericaraial friction.
Cons,olidat ion of base of left lung.

Note elevation
of RT in Lead I

Leads 11 & IIl only.
~ 5 days later. 14 days later.
RT in Lead | is now Pericardial Effusion
depressed. T inverted in II & III*

ORB in 000 has changed.



Taken from patient suffer-
ing fr an acute rheuma-
tism complicated by
pericarditis.

9.6.31.

T wave diphasic in |
inverted in |l and I11.

Small amplitude RS in II1.

Three months later
29.9.31.

T is now upright in all Leads
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Pericarditis in May 193P,

Small deflection and splintered CRS in |

SLight plateauing of RT in 1.
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OQnce it was recognised that certsin of the electro-
cardiograms obtained in coronary occlusion could he separated

into two types designated the TI or TIII according to whether

inversion of T wave occurred in Lead I or Lead III it was
naturslly ssked if these changes were charseteristic of
perticular pathologicel lesions and further, provided re-
lationahip between electrocsrdiographic ebnormelity end post
mortem findings could be estsblished would the prognostie
value of the eleetrocsrdiogrem be enhsnced.

Within recent years sttemptshave been made to correlste
electrocsrdiogrephic sbnormslity with the site of the in-
farction. Any conclusions drswn from sn individuel study
must be of limited significence.

Typical TI or TIII changes erse not constantly present
in coronery occlusion end indeed, are sbsent in the majority
of cases.

It cennot be accepted that the electricsl upset in the
fatal c2se end in the case whieh recovers ere 2like. The
effect of sudden occlusion must be two fold. There is
first the local effect of production of inferction and the
throwing out of function of pert of the cerdisc muscle end
second the genersl effeat of disorgemisetion of rhythmic

cardisc contrsction. This second factor or hesrt shock



|
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will be personal end verieble znd oh its presence and degree
will depend the development of et least some of the
srrhytimias whilst it cannot be disregsrded zs 2 possible
csuse of distortion of the electrocardiogram.

Psrkinson and Bedford (56) wére of opinion that TI or
TIII type of inversion may be determined by the size and
site of the infaret snd its relstion to the apex rather
than by perticular artery involved.

Bernes {57) suggested that the TI type follows in-
farction of the anterior surface of the left ventricle and
epex and that TIII type ies releted to inferetion of the
posterior surfsce with or without spicel involvement.

In 2 study of six ceses I (58) found that the eleciro-
cardiograms were all sbnormal but the type of sbnormelity
was not constent. It veried from the more or less simple
left cerdiasc prepondersnce to the more definite bundle
branch lesions.

Ritchie end Gilchrist (53) in their survey of reported
post mortem csses (44 in number) stated "that until further
evidence has been acquired the form of the electrocardio-
graphic distortion cannot be regarded ss a definite locaelising
sign of the infarct.”

Cowan (60) found no charscteristie electrocardiographic

changes in 4 out of 12 cases of gross myocardial damage
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danage examined post mortem.

I have now had the opportunity of examining post mortem
2l cases and in 17 of these I had obtained electrocardiograms. 

I intend at s leter daste in conjunction with A. V.
Herrington to meke 2 more complete study of these ceses.

At present I shall be content to record my conclusions with
regerd to correlet ion briefly end with reservetions. The
accunuleted experiences of many workers over e period of
years will be necessary hefore the possibilities or limita-
tions of attempted correlation can be realised.

This is intended as =2n addition to the previous findings
of others snd ss & stimulus for future work. To expect
finelity in such 2 study is to seek disillusiomment.

There is no matbématical accuracy in the production of
infarct. Anatamical and pathologicsal variastions are
frequent.

Gross {61) has shown that the snatomical distribution
of the coronary arteries is varisble. The right coronary
artery is usually the smsller of the two 8#nd rises from
the anterior sortic sinus. It pesses to the right in
the auriculo ventricular groove and supplies blood to the
right suricle, most of the right ventricle snd posterior

parts of the left ventricle and of the interventricular
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septum. The left coronary srtery arises from the left
gortic sims snd passes to the left in the auriculo
ventrieulsr groove. it divides slmost at once into two
main branches, the larger of which descends in the inter-
ventricular sulcus while the smeller continues slong the
auriculo ventricular groove. These supply the anterior
two thirds of the wventricular septum, most of the left
ventricle asnd a2 small portion of the snterior surfece of the
right ventricle. The main horizontal branches are verticsl;
branches of the two arteries anzstomose with each other et
their extremities snd from these rings of vessels many
mitrient branches which ansstomose sre given off to the
muscles

Cempbell (53) hss done excellent work on the subject
by X-raying besrts injected with berium.

He found thet on the snterior surfsce there is sur-
prisingly little veristion in the vessels but on the posterior
surface the size and distribution of the posterior srtery

very grestly =znd thet the srterisl supply to sny pert msy

vary in different csses.,

He confirmed Gross's findings that

(1) Anestomoses exist between the right and left |
coronary arteries both in capillisry and precapillisery
distribution.

(2) Ansstomoses exist between the hranches of each
B coronary srtery.

(3) Anastomotic distribution is irregulaer but abundant.
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He did not investigete Gross's fourth statement that
anastomoses exist between the coronary arteries and vessels
from the adjacent and attached organs. He found that the
neuro muscular tissue is specially safeguarded by many
slternative channels of supply. In two of his caeses
stenosis of the specific artery to the node and bundle
did not cause slteration of electrocardiogram.

He agreed with Gross that gredual obliteration brings
further increase in the ansstomotic supplye.

Even this extensive encetomoses is usually insufficient
to compensate for occlusion of a2 lezrge vessel. |

Cowan (62) however, has seen st least five cases in
which blocking of one of the msin srteries was well com-
pensated by enlargement of the other and only s few ystches
of fibrosis were found on microscopic examinstion.

The types of lesion produced will very with rate of
occlusion of artery. Gredusl stenosis msy sllow of
anastomotic compensation but generally leads to ischsemic
fibrosis.

If the occlusion is sudden nécrosis results - the
extent of inferct depending on the size of the vessel in-
volved.

The sree of infarct is less than that supplied by

the occluded artery - this is only partielly explasined
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by surrounding ansstomoses; Thebesian vessels play some
part.
luir (63) has demonstrated that direct blood supply
from the ventricle is also a def inite factor.
The electrocardiographic alterstions produced by
cardiac infarction will very according to
(1) The arterial distribution.
(2) The snastomotic compensstion.
(3) The presence or sbsence of previous fibrosis.

In none of my cases was the infarct the sole evidence

i
i

of myocardisl involvement. The left ventricle wss enlarged

and there was varying degree of myocardisl fibrosis. In
some of these this fibrosic was more striking.than the
infarct itself and without records before its occurrence

one cannot sssign sll the electrocsrdiographic sbnormslities
fo the development of infsrct.

The srtery occluded was not always the seme.
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0f 21 Autopsies :-

(1) The descending branch of the left coronary was ocecluded %
in 9. |
(2) The orifice of the left coronsry in 1.

(3) The latersl descending branch of the left coronary in 1.

(4) The orifice of the left coronsry and the right coronary

" from its orifice in 1.

(5) The descending branch of the left coronary and the

transverse branch of the right coronsry in 3.

(6) The descending branch of the left coronsry and right

coronary sclerosis in 1.
(7) The right coronery orifice in l.
(8) The transverse branch of the right coronary in l.
(9) The artery to the bundle of His in 1.

(103 There was no mseroscopic evidence of complete occlusion

in Se

In 39 of Levine's series of 46 Autopsies the vessel

involved was the descending branch of the left coronsary.
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This preponderance of the involvement of the descending

left coronary has been noted by various workerse Muiri(63)
attemps to explain this. He says "It seems possible that
by the impinging of the heart on the chest wall at this

point an artery alreedy disessed suffers vwhat mav be called
slight traumstism and thus the lesion is increased; it is
certainly the case that diseace ih this situstion is often

more msrked than elsewheree "

The Site and LExtent of Inferct was not alwsvs the same

in Obstruction of a Particular Vessel.

ARTERY OCCLUDED. SITE & EXTNT OF INFARCT.

I. Descending Branch of the Left pex and snterior well of
eft ventricle in 5 veses.

Apex of both left snd right
ventricles in 1 cese.

Apex and left side of
geptum in 3 cases.

Coronary Artery.

Il. Orifice left Coronary Artery. Agex and anterior wall of
the left ventriclee.

I11. \Lateral Descend ing Branch Apex and anterior wall
A left ventricle.
of Left Coronsrye.



iv.

V.

f R

1.

il

ARTARY OCCLUDED.

Descend ing Branch of Left
Coronary Artery and
Transverse Branch of Right

Coronarye.

Left Coronary Orifice and
Right Coronary égiiiée'%m

from its origin.

Transverse Branch of

Right Coronary.

Selerosis of Left and

Right Coronsries

Artery of the Bundle of

- His.

SITE & X040 OF THRARCT,

Anterior part of left ventricle {%
at apex. 2

TLeft side of septum and posterioa
wall of left snd right ventricleff

Aneurysm of apex and infarction ;
of posterior wall of left :
ventricle,

Poster ior wall of left and
right ventricles at the base,.

Fibrosis of apex and Dosteriér’fg
walls of both ventricles. g

Infsrct in the region of the
bundle.
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Notwithstanding the meny possible fsllacies, the
majority of my cases heve shown 2 definite relstionship
between the type of electrocaerdiogrephic abnormaelity and
the site of the lesion.,

In 6 coses (1, 2, 3, 4, 5, and 8) there was elevst ion
of RT in Lead I of the electrocafdiograms. In all of
these there was occlusion of descending brasnch of left
coronary srtery with infarction involving the anterior
part of the spex of the heart.

In 4 cases (10, 13, 15 and 16) there was elevation of
RP in Lead III of the electrocsrdiograms. In sll these

cases there was occlusion of the transverse branch of the

right coronsry srtery with infarction involving the posterior

part of the base of the heart.

In one case (68) the electrocardiogram showed full
heart block. 1In this case there was occlusion of one of
the vessels to the bundle with small recent infarction in
the region of the bundle. There was, in addition, much
fibrosis of the bundle., As full beart block was present
in this case for 2 yeer before desth the recent infarct '
was not the causal factor., The only new sbnomsality that
developed during the pstient's terminsl stteck was

electr ocardiographic inversion of T wave in Leed ITI.




The D cases in which no relationship was established
(6, 7, 9, 11 and 12) were not satisfactory.

In case 6 Lead I, and in case 9 Lead 111 only were
established, wnilst the tracings in cases, 7, 1l and 12
were not taken during the acute phase of illness, My
experience has been that Elevation of BT in Lead I with
subsequent inversion of T wave in Lead I has been associated
with occlusion of the left coronary artéry and infarction
involving the anterior part of the apex of the heart.

Elevation of BT in Lead III with subsequent inversion
of T wave in Lead II1I has been associated with occlusion
of the transverse branch of the right coronary artery and
infarction involving’the posterior and basal part of the
heart.

Interesting clinical pathological problems arise,

There is a preponderating involvement of the descending
left coronary artery post mortem and yet the TI and T III
types of electrocardiographic abnormalities are almost equal
in the recovery cases,

Can one assume that the prognosis is better in infarction
involving the posterior and basal part of the heart and would
careful pathological investigation reveal much more frequent

evidence of previous infarction of this region?
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Case Noe. 1

Post Mortem Summsry.

The heart was greatly enlarged - the left
ventricle showed considershle hypertrophy.

.There was salmost globular bulging of lower two-
thirds of the ventricle. The surface showed purplish
staining; there was marked softening.

On opening the heart an infarction was found
involving the lower one third of the left ventricle wall;
left side of lower part of septum snd right ventricle at
apeXe The coronaries were atheromatous and the left
descending branch was completely blocked by thrombus of

about one inch from its origin.
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CASE NO. I.

iISLECTROOARD 1QGRAPHIC RBnORir:

14.1.27

P notched in X [II, 1II.

PR = -16 ORST =-40 - .36
QRS = *16 RT of "Pardee" type in I
RT depressed in Il & 111

Left Cardiac Preponderance.

PR = *20 T inverted in '
QRST -  -36
Q-rin |

P notched in | & H
Left cardiac preponderance.
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Case No. 2.

Post llortem Summsry.

The heart was moderately enlsrged weighing 16 ozs.
There was slight excess of purulent fluid in the pericsrdisl
sac and a patchy recent pericerditis involving the apex of
the left ventricle and the upper psrt of the right ventricle
posteriorly to s slight extent, The lower third of the
left ventricle was of 2 peculisr salmony tinge, soft in
consistency and bulged outwards to @ slight degree. On

opening the heart an infarction of the lower third of the

left ventricular wall corresponding to this area described~¥%f;
was iound, There was thrombus adherent to it on its inner
aspect. The whole ventricular wall presented a peculisr
mottled appearance.

The coronsries were stheromatous and » large
calcareous plaque with thrombus was found & short distancé
from the orifice of the left msin descending coronsry branch.

The valves were appserently healtby.
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The left latersl transverse branch was sclerotic. Other points
worthy of note were the presence of advanced chronic inter-
stitisl nepbritis, and fibrosis of the pancress. There was
hypostafic congestion of the lungs,’cbronic cholecyst itis and

gastro-intestinsl catsrrh,
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Case Ho.

5. 8. 29. " 6.8.29.

PT interval above the base line
Depression in [|I1.
PP = *20
Splintering of 25 in II.
Cowan Wave in |11

Left Ventricular Extra Systole.

7. 8. 29.



Gsce lNo. 3. 41,

Andrew lcAlpine.

ixternal, The body is that of s well built but poorly nourished man.

There is 2 notable pallor of the body surfaces

horsx, Heart. There is a slight excess of blood-stained serous
fluid in the pericardial sac.  The hesrt is srrested in
diastols, There sre some patehes of old pericarditis
over both suriculsr and ventriculasr surfsces. A large
recent ares of pericsrditis lias produced a fairly firm
adhesion.between visceral and parietal pericerdisl layers over
the anterior aspect of the lower third of the left ventricles
ALl the valves sppear normsl., There is hypertrophy of both
ventricles with dilatation -~ the right side being most
notably involved. Both suricles sre dilated and there is
marked subendocsrdisl fibrosis on the left side. The
myocard ium shows 0ld and recent infsrctions. The left
ventricle near its base shows extensive aress of fibrosis -
the anterior wall and anterior half of the inter-ventriculsr
septum, with the greater part of the lateral wall chow a
patchy but almost confluent fibrosis involving the inner two
thirds of the musculature., Approaching the apex roughly

- in the middle third of the ventricle - the fibrous ares

extends posteriorly to involve two-thirds of the.inter-
¥entricular septum, while on the latersl ventriculaf wall

the scerring is not so obvious. The epical third of the



Case 110s 3o

Andrew ilcAlpine (Contd). 142.

left ventricle (covered with adherent pericerdium) shows
continuity of the old-standing fibrosis with s recent in-
farction which involves practically the whole muscular wall,
Recently organised thrombus is adherent to the endocardium

over the spex and odjoining sres of the ventricle, There is

a generalised sub-endocardisl fibrosis at the left ventricle
most marked on the anterior snd septal walls.

The coronsry orificesappear normal slthough a few small
atheromatous patches sre evident in the neighbouring sortic
walle The left descending coronsry artery shows 2 considersble
atheromatous patch covered with recent thrombus which completely

flocks the lumen sbout " from its origin. Traced distally _

the lumen of the vessel shows an old standing complete $locksp¥d
about }" below the recent obstruction, beyond this the lumen

of the artery cannot be apprecisted.

The right coronary vessel is dilated, sclerotic and
atheromstous. The artery bifurcstes sbout 1" from the
posterior-inter-ventricular séptum and the transverse brench
shows a merked degree of nsrrowing. The descending branch
shows nothing of note. ,

The aorta is notsbly sclerotic and slightly atheromstous,.

Both lungs show chronic bronchitis, emphysemas and sapicsl

scars., There is intense oedems of both upper lobes.
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Case No* 3
144.

7.3.30.

Small amplitude GBS in |.

T in | definitely inverted.



Case No. 3.

145
la. 3. 30 15. 3. 30.
Left Ventricular preponderance T in | more de-

BT slight elevation in 1 & II.

T wave absent in IlI.



Ofise. Ko. V

19. ) 20. 39

Elevation of BT in |

T wave present in II.

2L. 2. 30 2.30.

Small amplitude CES in 1

146.
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Case No. 3.
27. 2. 30 2. 3. 30
Inverted T in |
Flattening on T in II
4. 3. 30 5 3. 30

T wave again present in II
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POST MORTEM SUMMIARY.

txcerpt from British Medical Journel of 1lth April 1931.

4 post-mortem exsminet ion was made by Ur. Alice J.

i

Harshall. The heart was soft and there was merked dilate-

PEEARE. P

tion of the right auricle and right ventricle., There wes en

infarction of the muscle of the left ventricle involving the
whole of the spical region snd extending outwsrds for ot
least two inches on the anterior wall, In the left lateral
wall of the left ventricle there wes also e smell recent in-
ferction which lay midway between spex and base, in the

line of the left latersl descending branch of the posterior

coronary artery. 01d thrombus was sdherent to the»inner
surfsce of the left ventricle over the infarcted area. There
were no gross changes in the velves, but the sorta showed
advanced syphlitiec sortitis. The orifices of the coronary
arteries were of normal cslibre, but the vessels were
atheromatous. The right coronsry artery was patent
throughout its course, though its walls were much thickened.
There was marked nsrrowing of the main descending branch

of the left coronsry srtery, three-querters of an inch from
its orifice, while the lateral descending branch was completely

- obstructed by old thrombus sbout one inch from its orifice.

s



Case No. 4

39

Left ventricular preponderance.
BT elevation in Il
depression in |

Potential Heart Block PR

#32
In Lead |1 Partial Heart Block.

149.



Case No. 4. 150

Small anplitude QBS.

Left ventricular preponderance

BT elevation in |I.
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. Case Noe 50

Post lortem Swmsrye.

The heart was enlarged. There was thinning of
apex with a patch of recent pericarditis the size of a
gsixpence.

Descend ing branch of left coronary blocked by
thrombus orgenised to wall of vessel 3" from origin.
Transverse b}ancb heslthy with patent right coronary

1" beyond its origin, was narrowed and atheromatous;

completely occluded for 1", Aorta heslthy.
The myocardium at apex of left ventricle showed
cloudy swelling snd necrosis. There was generalissd

myocardisl fibrosis, affecting chiefly the left ventricle.
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Pulse Bate 116 p.m.

PR * *24 secs.
QRS « »16 secs.

Inversion of QBS in |
Elevated BT interval in 1
2/1 Auricular Flutter ?

Left Bundle Branch Block.
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Case Noe O

Post lortem Surmary.

Heart was enlarged.

On anterior surface of left ventricle is old
pericarditis. Left ventricle is half full of ante mortem
clot. Heart well thinned and divided into lavers.
I'yocardium thin, pale, and degenerate. dAorta atheromstous.

There was marked stherome of sorta. The peri-
cardiac sac showed much fecent pericerditis,. There was
old pericarditis on anterior surface of left ventricle.
Descending branch of left coronsry artery was blocked byv
thrombus sbout 1" from its origin, The left ventricle
was full of snte-mortem clot. There was infarction of
the apex of left ventricle, the infaretion involving to
a slight degree the left side of septum, The heart well

in this region wes thinned and divided into layers,
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Case No.6. 156

Thare was some difficulty with the apparatus at this time, and no
tracing was taken until ten days after the delirious attack.

Lead | alone could be taken.

Lead | 17. 7. 29.

QB5 is splintered and prolonged
il2 secs.

T wave absent.

Lead | 25. 7. 29

H? = *16 secs.
Q6 - *12 secs.

There is no definite T wave but rather
a tendency to downward plateauing.

P wave is notched.



Case lig, 7, 157,

Post Liortem Sﬁmmg;z. ’

Heart greatly enlarged. Hypertrophy and
dilatation ofboth ventricles, Several patches of
pericarditis,

(a) Anterior wall of right ventricle at base,

(b) Apex.

(¢) Posterior wall of left ventricle at base.

lyocardium soft - cloudy swelling and fibrosis.
Endocardium - thickened white patches.

Papillary muscles of left ventricle fibrosed.

Eight coronary - almost occluded 13" from orifice by
calcareous material, and degeneration involves the whole
descending part.

Left coronary - Transverse Branch greatly narrowed,

descending branch 1" from origin shows extreme sclerosis,

&






Fibress

of
Mryocardy

SN N

Recent”

DZRICARDIT IS 2~

PericaR ormus-



Cage No.7.

21. 8. 28.

P notched in |, II, 11l
PE - *20 secs.
ET = *32 secs.
« *2 secs,
splintered in |
T inverted in Il and Il1I.
Left Bundle Branch Block ?

Irregular left Ventricle Extra Systoles.
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8. VI. 29,

The body is that of a well developed man, There
is a 3" operation scar in the epigastric region.

The heart is enlarged showing considerable hyper-
trophy of the left ventricle except on its anterior aspect
near the apex where the wall seems thin on palpation,

QOver this area the pericardium is firmly adherent to the
wall., A large calcareous plate is palpable in the course
of the descending branch of the left coronafy artery, about
1s" from its orifice.

The aorta appears remarkably healthy to the

naked eye, except far a small atheromatous patch about B
3" below the origin of the subclavian artery; here the
aorta is thinned as if from a scar.

The lungs show oedema and some chronic bronchitis,

There is scarring at both apices.
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7. 6. 29.

Case No. 8 162

ELECTBQCABDIOGBAPHIO BECQRIL.

£RS is prolonged *20 secs.
The apparently elevated ET in | must be taken,
because of its time relationship, as part of nPS

The undulations in Il are not established in 1 or III
GBS is splintered.

In 1 and occasionally in Il a bifurcated J giving
HP - *20, can be established.
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Pogt liortem Summayy,

wtoutly built elderly man.
Heart.

Several ozs. of fluid blood in pericardial sac.

Recent pericarditis - Visceral and pariestal
adherent. VWhole apex is site of recent infarction and
there is fairly large rupture on anterior aspect, about
23" from apex., Right ventricle is dilated, Aortic shows
patchy atheroma - atheromatous ulceration and arterio
sclerosis,.

Further examination showed the descending branch

of the left coronary completely blocked by thrombus., In-
farction involved the whole of the apex of the left ven-

tricle and left side of the septum,

e R
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Case No. 9.
-165.

ELECTBQCABDI QGPAPHIC -~BEtitFlh

24. 4. 29.

[11 only.

S is +t
ABST « *32 secs.

P is notched and apparently inverted.
PB = *12 secs.



age No, 1 166.

Post liortem Summary.

Heart was much enlarged-three to four times
normal size. There was aneurysm of heart wall at
apex, this being due to thinning and fibrosis of myo-
cardium in this region. The left coronary orifice
was completely obliterated., The right corcnary 6rifice
was blocked " from its origin. There was a small recent

infarction of“the posterior aspect of left ventricle.iﬂ
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Case No. lu.

13. 6. 27.

Pulse Rate 92 per raiu.

PR - ’-26 secs.
UBS = »16 secs.
CRST = »36 secs.

Eight Bundle Branch Block.



Cagg NO, ll 169,

Pogt Il m Sumn

Heart was greatly enlarged, 28 ozs.

Coronaries hard and nodular, Soft area from
commencement of descending branch of left coronary, This
area was thinned, Descending left coronary was completely
blocked by thr anbus.

Further exemination showed softening to be due
to fibrosis and thinning of the myocardium in this region,

There was in addition widespread fibrosis of left ventricle.

B

At the apex of left ventricle and half way up left side of ™

septum was recent infarction.
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Case No. 11

msmmioGBmio bbocbd.

Pulse Bate - 109 per min.
Left Ventricular Preponderance.
PB * *14 secs.
Qffi - .10 secs.
APST = .34 secs.

T inverted in |I.



172.
Cese No. 1&.

Post lortem Summary.,

THOR AX. Hesrt : The pericerdisl sac was very lsarge and the
hesrt greatly hypertrophied. This was principally due to
hypertrophy of the left ventricle with some dilatation. The
 right ventricle was moderately dilated with some hypertrophy
also. There was no valvular disease sufficient to csuse
deformity but there was some thickening of the asortic cusps.
About half an inch sbove the left posterior cusp there wes an
aneurism about the size of a hazelmt. It wes shsllow snd

had a2 wide orifice which looked s if it had arisen as a rupture,
It was an old aneurism and mostly filled with thrombus. '

Its situation kept it clesr of any interference with the con-
ducting apparetus. There wss extreme atherome with
calcification causing much narrowing of both coronsry srteries.
There was the remains of sn old infarction situated in the
ventricular wall underneath the left papillary muscle and
involving it to a considerable extent. There were globular
thrombi in the ventricle over this ares. There were also

thrombi in both suriculsr sppendages.
Lungs: These showed considersble anthracosis and

emphypema, There was a smsll old infarction at the left
base and 2 large recent one occupying nesrly the whole of the
middle lobe of the right lung. Associsted with this was

pleurisy with s considerable smourt of effusion.
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Auricular Fibrillation.
BT depressed in 1 & II.
NS splintered in 111,



| 175,
Case NO. 130 g

HEART : The organ is conSiderably enlarged and very soft
in consistence. There is dilatation of both right ventricle
and right suricle and also of the left ventricle. The
myocerdium is of poor quality and shows widespresd fibrosis
particulsrly in the papillisry muscles snd on the inter-ven-
triculsr wall of the left vemtricle. The aortic valve
cusps are thickensd. The other valves show nothing of

note. The coronsry vessels in their course sppear fairly
healthy, but the orifice of the left coronsry admits a

probe with difficulty, while the orifiee of the right coronary
cannot be determined either from the aortic asspect or by
tracing the coronary from its distal end. The first part

of the aorts snd the arch shows very well msrked syphlitic
aortitis. The descending snd sbdominal portions of the

aortas show only slight patchy stheroma.
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Case Wo. 13.
24, Depr essed ET in 1
Elevated ET in 111
Cowan Yiave in |11
AST = *32.

Thickening of Ein | and S' in IIl.



17¢€,

Cose No. 14.

Post llortem Summary.

The hesrt was greatly enlarged being hyper-
trophied and dilsted. The left ventricle was principally
affected. Nesr the spex and just to the left of the septum
there was an area which was congested, flattened and soft.

On section, the muscle was paler than the rest and s largse

thrombus had recently formed on it.

dorta - Syphilitic Aortitis of long standing. Coronary
orifices are narrowed but sdmitted probe. Fibrous patch

on septum behind the undefended spsce and below it - not

in position to interfere with Bundle of His.
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Case No, 14*

2.12.29.

PR = .16 P poor in all leads.

T Diphasic in | and II.
Pulse rate 115. QRST » *32.

Pine somatic tremor.



1861,

Case No, 15,

Post 'lortem Summary.

Hesrt 21 o0zs.

The organ is enlarged, soft and flabby in
consistence. There is 2 patch of old pericarditis over the
anterior sspect of the right ventricle. The posterior wall of
the left ventricle towsrds the basse feels extremely soft and is
markedly congested showing evidence of & recent infaret. (ne ]
cut was made through the hesrt sbout an inch below the suricular --
ventricular groove and through the middle of the infarct. The
section showed that at this sres the whole of the posterior wall
of the right ventricle was involved in an infarction of some
duration a month ? with a recent infarction at the periphery of
the older lesion. The old infsrction appears yellowish white,
while the recent is red in colour. It extended into the inter-
ventricular septum for about ha2lf an inch. Both ventricles
are hypertrophied and dilated. There is slight thickening of

the sortic valve cusps. The aorts shows srterio-sclerosis and

patchy atheroma. The coronsry vessels show ®» msrked degree of
patchy atheromes, and the branches of the right conorary artery
~ are especially thickened.,

Further exsminstion showed that the posterior wall

of the left ventricile at the bsse was also involved. See Diagrem.
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Left Ventricular preponderanee.
RT elevated in Il 8nd IlI.
depression in |I.

Note amplitude of Q Wave.



Casd No, 15.

RT depression with diphasic T in |I.
RT elevation more marked in Il end IIl1.
Splintering of QRS in 1.



Case No, 16
Pogtr m S .

185,

Heart - it Oz,

The organ is much enlarged showing cunsiderable
dilatation of the rignt ventricle. There is a patch of recent
pericarditis on the anterior wall of the left ventricle midway
between apex and base and corresponding to an area of fibrosed
myocardium, The myocardium is of poor qﬁality and in places
the wall of the left ventricle feels exceedingly thin, notably
in the line of the descending'brandh of the left coronary midway
between apex and base; at the extreme apex of the left ventricle
where there is definite bulging of the wall; and on the posterior
agpect of the left ventricle in the line of the descending branch
of the right coronary. On section the myocardium in these areas
shows extreme fibrosis and at the apex there is definite recent
infarction with adherent thrombus, The aortic valve cusps are
slightly thickened from primary sclerosis., The other valves show
nothing of note. The aorta shows patchy atheroma and arterio-
sclerogis. The coronary vessels show well marked atheroma,

The lumen of the descending branch of the left coronary artery
is completely stenosed by recent thrombus overlying an atheroma-
tous patch 3" from its orifice, The transverse branch of the
r ight coronafy artery is completely blocked about 1i"™ fram its
orifice by old-standing thrombus and atheroma.

Further examination showed recent infarction in-
volving apex and left side of septum. There were two recent
infarctions on posterior wall, right ventricle at base and left

ventricle at apex., ©See Diagram,
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Case No. 16.

1.6.31.
Pull Heart Block
QRS broadened and notched.
Left Bundle Branch Block?
3.6.31

Pull H.B.
RT elevation in Il and HI.
T in Il  Sharply depressed.

Note change of CRS in II.



188.

4.6.31.
preponderance.
RT elevation in 111.
Depression in |
Small amplitude QRS in Il
6.6.31. "b.31.

Persistence of RT elevation in I1I

Ventricular extra systole Lead | (8.6.31).
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Case No. 16.

12.6.31

Left ventricular preponderance.

Poor T wave in all leads.



190.

Case No, 68,
Post Mor tem Examination.

There is a slight excess of fluid in the peri-
cardial sac. The left ventricle is greatly hypertrophied, and
the right considerably enlarged. The aortic cusps show con-
siderable primary sclerosis with some calcareous infiltration
at their bases, The other valves appear normal. The
myocardium is unduly dense in consistence, but no naked eye
evidence of fibrosis or old infarction can be determined.

There is some subendocardial fibrosis at the introventricular
septum, and muscular papillaris over the left side. The
coronary vessels are sclerotic and rather dilated with a few
atheromatous patches, The aorta,particularly in its abdominal
por tion,shows an advanced senile atheroma with extensive areas
of ulceration and caleification,

Microscopic examination shows small recent
infarction in the region of and involving the Bundle. There

is much fibrosis of this region.



Auricular Flutter
Splintering of CE

Auricular ilutter;
Eight Bundle Branch Block,

or
Becurring Left Ventricular Extra Systole.



Taken immediately after Stokes Adamsr Seizure when
e/ulse rate at wnst was rapid. (Termination of
entricular Paroxysm*?).

Auricular Flutter.
Note change in QRS in HI - Left ventricular

PR ' , . preponderance.
Ventricular extra systoles in I and Hi

A1 Heart Block - Auricular Flutter.
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15.10.29.

Auricular Flutter.

Full Heart Block.

28.2.31.

Auricular Flutter#
Full Heart Block#



Auticular Flutter#
Full Heart Block.
Bbythm upset by regularly recurring Ventricular

extra systoles.

Note T wave sharply inverted in IIl f

in normal GBS and in Extra Systoles."
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Case No, 17.

Post Mortem Summary,

The heart was enlarged., There was old peri-
cardial adhesions over the apex. A large infarct vir-
}tually an aneurysm involved almost the entire wall of the
left ventricle, Nearly the whole of the cavity was filled
with laminated thrombus. The lumen of the descending
branch of the left coronary artery %" from its orifice
was completely obliterated by a calcified patch. The
transverse branch could be felt as a hard cord running
round the left side of the heart, The orifice of the
right coronary was narrowed but the vessel otherwise
was fairly health&, and infarcts of all ages, some of
them gangrenous, were scattered through both lungs.

A recent embolus was present in the right
femoral artery.

Liver nutmeg and shrunken,

Kidneys - Acute pyelitis and gravel in calyces,



196.

Casee. NO. 18.

Post lortem Summary.

The hesrt was enlarged.

Descending branch of left coronsry was visible
and palpablee

Trangsverse branch of right coronary was palpable.

Myocardium - showed mottling from infarcts and
considerable fibrosis. The cavity at the apex was filled

with well formed thrombus adhkerent to the walle.



197,

Case No., 19,

A Heart was enlarged. There was marked
atheroma of aorta and coronary orifices were stenosed
but not occluded. Right awricle and right ventricle
were dilated. Heart muscle was soft. This softness
was more definite at the apex of left ventricle.

There was no macroscopic evidence of occlusion of the

coronaries.



198.

Case o, 20.

t I m S .

Syphlitic aortitis, Stenosis of orifice
of left coronary artery.
Area of recent pericarditis at apex. The
myocerdium under this was soft and looked haemorrhagic.
Fur ther examination showed infarction involving

the arterior; part of left ventricle at the apex.
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Case No, 1.

Admitted 13. 1. 27.
Died 24, 1. 27, Age D6 years,

On Tuesday (11.1.27) when walking home at
dinner time (12.30 p.m.) patient began to have severe
pain down the sternum. He walked on and the pain became
wor se,

The following day the pain moved round the sides
and up the shoulder blades, He was unable to sleep
owing to the presence of the pain and could not take food.
He vomited yellowish material, very sour to the taste,

Patient was admitted to hospital on 13,1.27,
QTS ON Al luolul Patient was a well nourished and

well developed man but pallor was marked. He had attacks
of breathlessness accompanied by increased severity of the
pain. These were not reduced by sitting up. The mucosae
were fairly well coloured.

Respirations varied in rate, being more rapid
when the pain was worse., Chest expansion was poor owing
to the pain on taking a breath, There were some rales
at both bases.,

The pulse was weak and easily compressible,

Apex beat was in the 4th Interspace 9% cm from middle line,



201,

Case lo, 1 (Continued).

It was not easily palpated. The cardiac sounds were
distant. There was pericerdial friction over the prae-
cardium, most marked at the apex and heard outside the
area of cardiac dullness to the left.

Blood Pressure 100/80.

The tongue was thickly furred, brown in the
centre and white at the sides, The abdomen was full and
slightly rigid. There was no abdominal tenderness.
Liver and spleen were not palpable.

Cardiac sounds became progressively weaker and
on 18.1.27 were almost inaudible, On the same day sp utum
contained fresh blood and dullness with diminished breath
sound was detected at the base of left lung.

On 22,1.27 he developed an erysipelas of the left
side of face with severe pain,

He sank and died on 24. 1. 27.

Temperaturey Subnormal throi.ghout,
Blood Pressure,
13. 1. 27 10%/80.
15, 1. 27
16, 1. 27 90 /75
17, 1. 27 100/82
18, 1. 27 108/78
19, 1. 27 82/
21, 1. 27 110/75.

W.B. Negative,



202,
Coese Noe &

JoJie Lo Aged 64,
Admitted 5. 8. 29,
Died 7. 8. 29,

Patient was stoutly built man. His complexion wes rather
pasty. There was marked cyanosis, He was a little dazed
but answered questions sensibly. He stated that on Sunday

evening 4/8/29 he was compelled to give up work becsuse of
intense epigastric psin and feeling of pressure and choking
in the chest, He was able to walk home with rests at
intervals. During the night he was sick and vomited some
green and yellow materisl. Pein waes contimious until his
adnission at 7-30 p.m. on 5/8/29. He was able to walk part
of the way to the Infirmsry. 4t 11 p.m. he had a severe attac
of pain, breathingiwas difficult and he was sick and vomited
a little (sbout 1 oz. greenish msterisl).
Pulse was rapid, soft and low volume. There was irregularity
due to occasionsl extra systole. Cerd iac area was not greatly
enlsrgede. Cerdiac sounds were of very poor quality, the
2nd sound being slmost insudible. There was no friction.
1+ There was a pulsstion in the jugular veins. Tongue wes furred
? He was inclined to be constipated. He had no gestric dis-

turbances but for a year previous exertion had temed to induce

epigastric discomfort, His appetite had always been good.



203

Case No. 2 (Contd)e.

Abdomen was laxe. There was no general or local tenderness
or rigidity. Liver snd $pleen were not pslpsble. Chest
was clear in front, Beck was not exsmined.

The following night dyspnoes was troublesome, and pain over
praecordium was constant.
The pstient was asleep during the night of 7/8/29 when it wes
noticed that he was & little restless, and that his bresthing
was disturbed. His colour suddenly became very grey, end
he expired in about 5 minutes very quietly.
Temperature was elevated te 999F on 2nd snd 3rd days.
Blood Pressure 102/44 5/8/29.

90,/40 6/8/29.

82/50 7/8/29.




Report by Dr. I.Y. Cowan, 204,

Andrew kcalnine, 59. Vii, 8D 67. 18,ii. =9.1v.30 Death p.me

i healthy man who hed had attacks of angina on
exertion for about a year before admission. mhé§’wére
accompanied by breathlecsness, and were more frequent when
he felt cold. Fecently the attacks had been induced more
easily, and they had sometimes wakened him from sleep.
Palpitation occurred at times. IFor the last six months he
had taken a bus to‘his work, though he only lived a short
distance away from it.

On 17,1i. after supper, he vas preparing to go to
ped when another attack, the most severe that he had ex-
perienced, ensued. He vomited on several occasions. In
the early attacks the psin radiated to the ulnar side of the
left arm, but on this occasion affected both arms.

- On admiésion he wias evidently suffering framn severe
pein which persisted for more than twenty four howrs after
admission, notwithstanding the administration of morphia.
Subsequently his attacks were minimal and of short duration.

But on 26,1i a severe attack ensued about 9526‘a.n.an§€
continued until the afternoon. The p#in was mainly epi-
gastric, and radiated into the chest and the left arm as far
down as the wrist, His pulse which had been running'aboutf
80 and was quite regular, was now over 100 and had lost
- netably in volume and strength.s The cardiac sounds were

very indistinct. Two hours later the pain was lessening



Case Lo. 3 (Contd, ) - 205,

and the pulse had regained same of its former volume and
strength. The pain passed in the afternoon and he had a good
night.

Another fairly severe attack occurred on 4.,iii. but
after the middle of the month the attacks lessened in frequency
and in severity and he was very cheery and well, He told J.M.Ce.
on l.iv. that he had never been so free fram pain since the
onset of his illness. |

On 9.iv., at the visiting hour his wife and a friend
whom he had not seen for long were visiting him, and he was
rather excited at the meeting.  another attack supervened, he
became very blue and pulseless and died almost instantaneously. B

Pulse. 120 on admission slightly fell and was
running at 60 on 25th.
25th.  84/108.
27th.  88/110.
26th.  73/9%.

Since then in viecinity of 80,
Temperature.- 99 to 99.6. 1/9.

22nde  100,2

26th, 98/109.

27th.

28th.

44 9.8




Case, o, 3 (Contd, | 206;

Blood Pressure, ;- Systolic 99.5.,

27th. 92 70.
26th. 90 68.
1/3, 85 ‘ - 60

After 7/4. 95/105 60/80.



Case No. 4.

Thomas Gibson.

The clinicel history of this case was described by Dr.
J. Norman Cruickshank in British lMedical Journel,
April 11th 1931.

207,
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Case Yo, 5,

R.C. Aged 58, Leatherworker.
Admitted 20.8.28. Died 21, 8. 28.

Bighteen months before, patient had severe atfack of praecordial
pain when running for a car. Pain was severe for several days.
He resumed work after fourteen days. Pain, breathlessness and

swelling of feet recurred in cold weather,

On 20. 8. 28 patient collapsed on his way home from the
bowling green, Pain was continuous over sternum, He was
sick and vomiting,  The following day patient @mplained of
pain over praecordium radiating into the axilla., His left arm
was numb. He was ashen grey and orthopnoeic. [ulse was regular
but weak, Cardiac socunds were poor. Pespirations were 30
per minute. Pain was relieved by morphine,

At 2 p.m. patient vomited and became cyanosed. FPain
and sickness recurred an hour later and he became very cyanosed
and graduelly sank and died at 8.30 p.m.

Temperature was subnormal thr oughout.

Blood pressure - 110/80 mm. Hg,

Pulse Bate was over 100 per minute,



20°.
Cage lo, 6

JeDe Aged 64. Craneman,
Admitted 22.6.27 Died 29, 7. 27 (1-30 a.m.)

On 11.6.27 patient had an attack of pain of great
severity in left side of chest when returning from work ,

By 17. 6. 27 pain had improved sufficiently to allow him to
resune work., The following day it returned but was not
constant. Vomiting gave temporary relief,

On 20.6.27 he had an attack of severe pain in left
hand and arm accompanied by intense dyspnoea. Two days
later he was admitted to hospital.

On admission expression was anxious. {ulse was
regular. Apex beat was not palpable. Cardiac sounds were
weak but pure,

On 7, 7., 27 patient became delirious with praecordial
pain, [aint praecordial friction was audible, Urine con-
tained albumin and blood.

He gradually went downhill from that date.

On 16,7.27 both legs were oedematous.

A week later there was effusion in both sides of
the chest.

At 12.5 a.m. on 29,7.27 he became breathless and

cyanosed and died within an hour,




) 210.
Case No, 6 (Continued). 10

Temperature ranged from 970 - 99,40F,
23, 6. 27. Temp. 99.4

28, 6. 27, 9.2
29. 6. 27, 9.4
2, 3& 4. 7. 27. 99

Pulse 124 on 2nd July. Continued between 130 - 100,
B.P. 120/60. July 4th 140/90. 10th, 105/70.

W.B. - ve.



Cage Mo, 7, 211.

JeBe Aged 65, lieat Van Driver,
Admitted 20. 8. 28.

Eight months before, he had a severe attack of praecordial pain
with sickness and breathlessness,

He r esumed work after three weeks,

Four monthe later, he was compelled to give up work because of
increasing breathlessness, Pain was constant in praecordium and
epigastrium,

In July feet became swollen and oedematous.

20.8.28. Pulse irregular - extra systadles.

Cardiac sounds poor. Duplication of lst sound at apex.

P, 55/120. Te 97/normal, R, 30,

234848, 0.E. Fundi normal,

4,10.28. Pulse rate high, 110 per minute.

Lungs clear. Flatulence troublesome,

11.10,28, Patient collapsed suddenly when readi g and died.
Temperature - Varied from normel to sub-normal,

Blood pressure, 20.8,28 120/80,
25. 8,28 140/110,

15, ¢, 30 116/70.
10, 19. 30. 110/70.
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Report from Dr. J.k. Cowan,

Lobert Lcuaster - 44 - admitted 19,5,29, died ©.VI.ZY.

The story is imperfect. He seems to have heen
8 healthy man who took i1l suddenly on 31.XII.28 with acute
abdoninal pain ia the left side of the abdomen, e wes
admitted info hospifal on 2.1.29 and a laparotomy was pér—
formed.,

He left hospital on 18,1,29, and returned to
work a week later. He was,however,short of breath upon
excrtion and this stesdily increased in severity. Te
suffered from attacks of pain in the abdomen, and from e
cough which was most troublesome at night., His awvpetite
was impaired, but he had no discomiort after food or vomit-
ing. In March his sysptoms became exaggerated and he had

to cease work. ''he abdominal pain beceme constant, and

the dyspnoea on exertion more severe.

On admission he was orthopnoeic, with cold biue

extremities and minimal oedema. The pulse was freuuent,
weak and irregular (Z.8.) the area of cardiac dullness
increased to the left side, and the cardiac sounds vere
distant, soft and probably impure. There was same dullness
at the right base with deficient R.lM. and rales were audible

at both bases. J.i.C. thought that the frouble was




lase ko. 8 (fontd). 213;

primarily pulmonary.  Improvement followed and af the end
of the month he was lying low in bed, with no discomforts, but
he was still breathless on any exertion.  ©On b,vi. he had
a short attack of pain over the lower part of the cardiac
area accompanied by some breathlessness. 9n 6.vi. he was
very well and free from aiscamfort, but he still required
3 pillows and although his respirations were charted &0-25,
he became snort of breath when taiking or excited. The
heart was smaller, and the sounds were pure but rather in-
distinct. The second sounds had no special accentuation,
The chest was clear. ,
"J.lie Ca Was inciined to look upon the case,
on admission, as a "pulmonary" one, but this opinion re-
quires revision, as it 1s guite clear now that tuere was a
consiuereule caruiuc elemeat a. vhat time. His chest is
WELL SHAPED. The history is quite unreliable'.
At night he had an attack of acute pain in the

epigastrium,

| He became breathless, pale and cyanosed. The
breathing was frequent and laboured and he had great disé
camfort. He had a restless night, and in the morning was
worse. The pulse was imperceptible at the wrist and 170 at
the heart. (It fell to 80 at night). The pain which was

now experienced in the epigastr ium and lower thorax was severe.



Case lio, & (Gontd,)

ye died at 109 p,m, |
The temper ature throughout was subnormel,
The pulse rate was not very frequent, running about
100 on admission and then falling and touching 60 on 22.V,
rising again on 22, 23.V. to similar levels, falling to
normal on 24, 25.VI, and thereafter running about 99.
| The respitations were always between 20 and
30 p.m, until ’7.VI}, when they rose to over 40 p.m.
The urine was generally clear, occasionally

showing small trace of albumin.

214,
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Case. loe. Je

Report from Dr J.li, Cowan,

Neme, James iilson, : Ward 7 Book 78 Case lo. 43.
Address, 108 Widson Terrace : Admitted, 24.4.29.
Age, 56. : Died, 27 4L .29,

Occupation, Steelworker,

Compleint . A "night's vomiting" followed by pain over the

heart for two days and then 14 days less severe pain in the

chest and sbdomen accompenied by gasping bresthlessness.

6.4029! Well and at Worko
744429, (Sunday). At 10-30 p.m. he becsme violently sick

whilst in bede.

Vomiting consisted first of food snd leter greenish materisl,
This was replaced by retching vhich continued until the
following morning. °~ He had no psin until londay. Pain
developed sbout the prsecordium, Pein wss stabbing but

did not radiste. It was increased by movements. At the

same time he became very bresathless,.

Pein now in epigastrium snd dull in type became les® intense

in a2 day or two. Breathlessness continued.

Patient was not confined to bed but wss definitely orthopnoeic.
4.4,29, Very distressed and bresthless.  Lips blue.

Fully conscious, Pulse very soft snd irregulsr. Uncountsble.
Extremely orthopnoeic, No oedema. - (Cyenosis ¥+, ’



216.
Cose No. 9 (contd.)

25.4,594 Urine - albumen, Preecordisl friction
not hearde. Rales at both bases.

26.4.294 Vomited and extremely restlesse. Abdomen distended
with flatus. =~ Oedema of feet and legs. Later at night he
rested 2 little but had a recurrence of his restlessness and
died suddenly 7-15 a.m. 27.4.29.



<17,
Csse No. 10.

S.M, Age 40. Steel Vorker,

7o 6. 27,
19, 6. 27.

Two yesrs ago when out walking, had & sudden atteck of substernel
pein, which radiated to left shoulder. Since then he had not

felt well and he was treated in Ruchill Hospital 1926 - February
1927 for Pulmonary Tuberculosis.

On 27,5.,27 when out welking, he developed intensive abdominel pain -
vomiting temporarily relieved pain, He was constantly sick until
sdmission 7.6.27.

He wes orthopnoeic and expression wss anxious. Bresthing was rapid
and shallow. There wss cyasnosis of lips 'and esrs, Feet, legs
and thighs were oedematous.

Pulse wss rspid but regulsr. Heert was enlsrged downwards and to
the left. '

A loud systolic murmur wee sudible at espex snd base with conduction
into axilla and vessels of the neck

Two days ofter admission, friction was detected st 2nd left costal
interspace, and on 16.6.27 pulse had become shotty and cspillary
pulsation was present. ] Apical systolic wee now less and &
disstolio murmur wes sudible at aortic srea.

He died suddenly whilst asleep on 19.6,27.



Case No. 10, (contd.).

Temper at ure. Was normsl to subnormal throughout.
Blood Pressure. Te 6o 27 | 130/60

14, 6. 27 160/60

18. 6. 27 140/60

W.R. +ve.
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Admitted 845,28,

J.K. iged 57,
Died 11.6.28.

15 months before admission patient was awakened with
sever e praecordial pain and breathlessness which lasted 3 hours.
after a month in bed he felt fairly well but exertion caused
recurrence of pain. |

About a month before admission to hospital he became
breathless even on the slightest exertion and was unable to sleep
lying down,

On admission he was orthopnoeic and breathing was
rapid and shallow, Theré was cyanosis of extremities and back
and face were oedematous., Pulse was regular and arteries were
hard and tortuous, Heart was enlarged dowmwards and to the
left and there was soft systolic murmur at apex. |

Urine contained albumen and many hyaline casts were
seen on microscopic examination,

Patient's condition gradually deteriorated. Oedema
increased and breathing became cyclic,

On 11.6.28 he had a rigor and died in a few moments,

Temperature. Normel throughout, |

Blood Pressure. 9.5.28 180/120,

21,5,28 142/120.
Mﬂ."veQ
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Case No. 120

J.B. | Aged 55.
Adnitted 6,/6/30.
Died  13/7/30.

He stated that he was feeling perfectly well until Sunday 4th
Msy when at 10 p.m. he felt his head was going to burst.

He had no vertigo.

He sat down and found thet he was panting for breath.

He recovered in s few moments and went to bed. He hed pain
below the breast bone. This pain persisted for two days.

He felt his pulse and found that it was jumpihg irregularly.

Note on AMumission :- Petient is a well developed muscular
man, Complexion is slightly cysnotice. The tongue is clean.
He is edentulous. There is no oedems, Cerdiasc setion is

cons tantly irregulsr and the rate by suscultation is sbout 120.
4 short incorstant systolic murmur is sudible between the apex
and foot of sternum. The arteries show slight but defihite
degenerative changes. The lungs are clear.

The urine contsins o smsll quantity of slbumen.

Patient remsined bresthless with s distinct tendeney to cysnosis

and on 30/6/30 there was slight oedems of the lumbo sacral region.

On 1/7/30 there wes s little moist rale at the left base.




221,

Cese No. 12 (Contd.)

Oedernia and cysnosis graduslly incressed.

Patient died on 13/7/30.

Teuperature remained normsl except on 12/7/30 and 13/7/30
when it reached 100°F.

Blood Pressure was constant at 160/90.

W.R. - V6.
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Case lio, 13.

DoFo nged 52. Tioodma e
28.11.29 - 4-‘. 12.29.

Patient had been short of breath c¢n exertion for
several months, Two months before admission he was in
hospital at Uunoon., Shortness of breath was troublesome
and he required four pillows, ©since that time patient had
been more or less confined to bed - the slightest exertion

produced dyspnoea., e had slight transitory attacks of

praecordial pain. This could not be associated with exercise

or taking of food. There had been no substernal pain or
palpitation,

Memperature normal, B.P. 150/70.,

Un admission patient was well developed, sallow
complexioned man., His face was rather haggard. There was
ver y marked oedema of both feet and legs and some ascites, -

Liver was enlarged and palpable.

Pulse was of fair quality and regular,

V.S, and V.D, murmurs were audible at aortic area,
The diastolic murmur was very variable in intensity.

On 4,12,29 patient complained of feeling tired.

In the afternoon he complained of feeling sick

and died suddenly,
Temperature - normal,

Blood Pressure - Zg.iﬁ. %g- %gg%zg.

Leucocytes - 3.12, 29, 11600.
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Case No, 14,

AN, Aged 61,  Vatchman,
13.11.29. 4,12,29,

Patient had suffered from pains radiating down the
arms8, These pains were much more marked after a heavy meal
or on exertion., There was no substernal pain.

Your months before he noticed that he was very
breathless when climbing stairs,

Three weeks previous to admission dyspnoea was much
worse, The slightest gradient caused him to feel praecordial
constriction. He continued at work until 11th November when he
was compelled to cease work because of extreme breathlessness,
He was restless at night; had to sleep propped up; and was
troubled with palpitation.

On admission patient looked older than stated age.

He was slightly orfhopnoeic. Breathing was definitely
periodie, There was no oedema., There was considerable
arterial degeneration, Carotid pulsation was visible.
Padial pulses were equal, full and shotty. Short V.5. and
V.D, murmurs were audible at the aortic area, Lungs were
clear, Liver was just palpable and slightly tender.

On 1st December he felt short of breath, Pulse was
reapid and irregular., The condition suggested Auricular
Flutter. .

Two days later breathing was definitely Cheyne Stokes
with long periods of apnoea. Pulse was rapid but regular.
There was rale at both bases.,

On 4th December patient died suddenly,



bo, 14. (Continued).

Temperature - 21 & 22/11

Blood pressure -  150/60
120/ 50
80/40
120/40

W.R. + ve.

13/11.

15/11

26/11
2/12.

24 o
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Case No, 15,

Neme., lirs licLennan,

Address, 20 Grafton St. Townhead.

Age, 49 years.

| Admitted 18.3.31.
Died 31.3.31.

Notes from Complaint. Breathlessness and feeling generally out of

Journal. gorts of nine or ten months!' duration, A4Also a haziness over
the eyes of a year's duration,
History of present condition, Patient has not been at all
well for three years. ©Since then she felt generally out of
sorts. TFor at least two years she has been troubled with a
very severe thirst and used to drink pints of water during the
day. At that time she passed a great esmount of urine, and hed
to get up five or six times dur ing the night, and this fact
kept her from coming to hospital. In the last two years she
has been compleining of marked weakness and has been gradually
losing weight. |

About 14 months ago she noticed & haze over her eyes and went

to the Infirmary where she was fonnd to have retinal haemorr-
hage, Since then she has never felt well.
About 12 months ago she felt a numbness and tingling in both

feet and also in the left arm, This is still present,
Whenever she exerts herself she is very breathless, and she
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Case No. 15 (Contd).

feels as if she is going to die. Her feet swell every night,
During these attacks of breathlessness she has no pain. She
has never been jaundiced., About a year ago, she had frequent
attacks of vomiting, accompanied by pain under the sternum
which went through to the back. This vamiting started about
an hour after the taking of food and vomit consisted of stomach
contenté. She has never had heartburn or water brash. ©She
is greatly troubled with constipation but her motions have
never been vlack. ©OShe is greatly troubled with flatulence.
About a month ago she had an attack of praecordial pain and
breathlessness. rain lasted several hours and was relieved
by injection, She was sick and vomited dwing the night.
Flatulence was troublesome, The following day she was very
ill and breathless.

She has vomited every day for past three days and has brought
up everything she ate. She has not been troubled with
diarrhoea. She has a slight cough with a scanty spit,

19.3. 31, Patient is u stoutly built woman, and has somewha
flushed cheeks. She states that she has frequent attacks of
sub-sternal pain; sanetimes very severe and on the night of
the 15th, she had to have an injection to relieve it. The
pulse is infrequent and tending to couple. Vessel walls

are sanewhat hard., There is a short aortic systolic murmur.

The lungs are clear. The abdomen is normal, The urine
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Case No. 15 (ContdJ

contains a good dezl of albumen, sugar and much uric acid,
with a few hyaline and granular casts,

Patient had an attack of breathlessness during the night. k

The attack came on suddenly. Palpitation was troublesome;
ghe felt afraid of dyingQ There was no pain and the attack
passed off gradually. Pulse at present, is regular.

- 29.3,3l. Patient has had frequent attacks of breathlessness;j

pain in praecordium - passing up the left side of cnest -

she feels sick but does not vomit.

3. 3.3l. Patient died suddenly today.
Temperature. 98°F.

Pulse. %.

Begpiration. 4.

Blood Pressure. 154/100,

W.BR., -~ ve.
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Case No, 16 °

T+Ce Aged 63.
Admitted  1/6/31.
Dismissed 14/6/31.

For four years previous to admission patient had suffered from
recurr ing attacks of praecordial pain brought on by exertion and
relieved by rest and amyl. nitrate. On 31/5/31 he was swakened
by intense psin in the left lower thorax radisting upwsrds into
the right breast. He stated that the pain whieh he exper ienced
was quite different from his previous attacks of angina, It
was situated in the gall-bladder region and above it, and also
below the sternum, It did not radiate into the srm or the neck.
Vomiting soon begsn and with retching was slmost incessant., He
sweated considerabiy.

On admission patient was orthopnoeic end slightly eyanosed.
Tongue was coated and breath offensive. He vomited s little

but there was no psin, The pulse was regular, very soft, and
the cardiac sounds were of poor qualitye. on attempting to
take the blood pressure he fainted with convulsive movements.

At 12-30 s.m. on 4.6.1931 patient had & short stteck of un-
consciousness with stertorous bresthing and fsilure of pulse.
Seizure lested 1% minutes and wes repeated at 1-30 a.m.

Patient was better by morning, Pulse which had been irregular
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Case No. 16 (Contd).

on previous day was now regulsr and of better quelity, and cardiac
sounds were better., There was no bile in the urine. There
was no jsundice, but the stools were quite white.

The anterior or 1/3rd of the left foot and 211 the toes were dis-
coloured and cold. No pulse could be made out in the tibials
and dorsalis pedis.

on 5/6/1931 the foot was warm and the toes were still discoloured

there was some oedema. Patient'!s genersl condition is bettere.
The pulse raste had risen and wes slmost regular. Colour was
improved.

On 6/6/1931 pstient wes rather better. Irregula rity of pulse
was only very occasionsl. The conjunctivee were bilestained and
the skin was a little yellow. There was no bile in the urine,
but uric acid waes present.

On 9/6/1931 there was marked oedeme in lumbo-sscrsl region, He
complained todsy of burning sensation in right foot, which wes
much healthier looking, the circulation having been slowly re-
stored.

He had another Stokes-Adam seizure st 2-30 p.m. lasting for a
minute and s half,

On 14/6/1931 pat ient who spparently had been doing well while
talking to his son during the visiting hours suddenly fell back
dead,
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Csse Noe 16 (Contd. ) .

Temperasture was normal except on last two days when it rose
to 99°F.

Blood Pressure 85/65 on aduission and thereafter whole

course of illness except on 6/6/1931 when
it reached 98/68.

Leucocytes. 2/6/31 13,200 per ¢ mm.
4/6/31 13,000 per ¢ mm,
8/6/31 9,200 per ¢ mm.
9/6/31 9,000 per ¢ mm.
11/6/31 14,000 per ¢ mm.

WIRO = Ve
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Cage No, 17,

Jolie Aged 65, fluartermaster.
9.110260 - 19. 12.26.

Pain and catching of breath on left side of chest of -
six months duration. Pain on right side of fortnight's
duration.

Pains in kidney regions of four days duration, i

oix months before, whilst in Australia, patient had
sudden attacks of pain over mid sternﬁm and passing to the
left side; it was accompanied by shor tness of breath.
Previously he had been troubled with pain at lower end of
sternum produced by exercise.

He was under constant medical attention from the
onset of illness,

The péin in kidney regions, four days before ad-
mission to Royal Infirmary, had been most severe, le had
twice fainted and was unable to pass urine for 15 hours. He
had a racking cough ever since admission fo hospital in
Australia and from time to time brought up blood stained
sputum.

Patient was orthopnoeic, Fespirations were
rapid and wheezing. There was restrained cough. Colour was
good but malar flush was noticeable. There was no oedeme,

skin was dry and there was no enlargement of lymphatic glands.
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Case No,17 (Continued).

Sputum was muco purulent and mixed with red blood. There
was marked hyperaesthesia of left axilla with dullness,
diminished R.M. friction. Coarse friction was audible
over the BR. upper lobe, Cardiac sounds were weak and of
poor quality. Ko adventitious sounds were heard. Pulse
was regular,

X-ray of chest on 15,11.26 showed patches of
tumour formation with heart dilated.

On 20.11.26 it was noticed that left arm was
oedematous and there was prominence of left External
Jugular Vein.

Lar ynoscopic examination showed both vocal
cords moving. Left was sluggish.

Patient's progress was downhill,

on 3.12.26 right arm was oedematous and dis-
tended veins on left side of neck were thrombosed.

On 7.12.26 he had oedema of fedét and legs.

He died at 6.25 a.m. on 19.12.26. Jaundice
had been present during the last week and oedema of hands,
arms legs and feet had been gross.

Temperature - Slight irreguler pyrexia for a

month - subnormal for last ten days.



Case No. 17 (Continued).

Blood fressure 17.11.26. 100/70.
24,11.26, 90/70.
1.12,26. 100/70.

Leucocytes. 13.11.26. 21500 per c.mm.

W.B, - ve,
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Case Lo, 18,

JeTe Aged 55 years, Pailway Canvasser,
Admitted - 5.10.27.
Died - 9.10,27,

Five yecars before admission to hospital patient had
a sudden attack of abdominal pain, Appendicectomy was per-
formed. Irom that time patient did not feer well. He suffered
from frequent attacks of epigastric discomfort, made worse by
exer tion,

oix months before admi¢sion these attacks became

much more frequent. Heartburn and flatulence were now almost
constant,

Patient was awakened from sleep six weeks before
admission by intense praecordial pain, Pain started suddenly,
radiated througn to the back and down poth arms to the finger
tips. 1t was vice-like. He was very short of breath and
felt that he would die. He felt nauseated, had giddiness, with
some vomiting which relieved the pain., Pain lasted for six hourg
and as it was passing off patient perspired freely and had some
palpitation. Fram that time praecordial pain recurred aimost
every week and was brought on by exertion,

Patient was & worn looking man., Cheeks were red -

There were many injected venules. Pulse was small, soft and

regular, Cardiac area was enlarged downwards and to the left.
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Cage lo, 18 (Contd).

Cardiac sounds were pure but of very poor quality., lioist rale
was present at bases of both lungs,

On 9,10,27 patient had slight pain in left side of
chest about 8,45 p.m. This gradually increased in intensity
and became agonising. Pain was partly relieved by morphine,

| He died in extreme agony at 8 p.m,

Temperature was normal throughout.

Blood pressure - 100/75 5.10,27,
100/78 9.10.27,

WeB. - negative.
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Case No, 18,

John Guy. Aged 61.

Was admitted 1.8.27.
On 31.7.27 patient was troubled with pain in the left arm
and extreme breathlessness, He collapsed in "ueen Street
Station.,
On admission he looked shocked, breathlessness was marked
and he was cyanotic, [ulse was soft and irregular, the
irregularity being due to extra systoles.
Heart sounds were of poor quality.
The patient died that day.

Temperature - Subnormal,

Blood Pressure - 80%/

Pulse rate - 110,




Case No, 20.

Edwin Hoddle. Aged 45,

Admitted 22.6.27,
On 13.6.27 the patient whilst out walking had a sudden
attack of praecordial pain and breathlessness, He col-
lapsed and was taken home, and was confined to bed from
that date.
Fran 13th until his admission on the 22nd he was troubled
with slight cough and occasional discomfort under the
ster num,
On the morning of 22.6.27 he had an attack of severe
pain in his chest and down both arms. He perspired
freely. Pulse during the attack was regular,
Coarse praecordial friction w:s heard, lioist rales
were present at both bases.
Heart sounds were soft and distant. Pain was relieved
by morphia,
At 8 p.m. patient had another severe seizure and complea ned
bitterly of pain. He lapsed into unconsciousness at
8.30 p.m. and died at 9 p.m.

Temperature - Subgg 2%1.

Blood pressure - 90/60,
Pulse rate - 110,




Gavin Allan
63 ﬁeadowpark otreet,
Vennistoun, age 64 years.

Admitted 4.9.48.
Died. - 5,9.28.

nt 1llne

when patient was on his way to his work this

mor ning he collapsed. He had been feeiing quite well

and had taken quite a satisfactory meal bcfore leaving home.

Following his collapse he was assisted to gate. When

seen there he was quite conscicus, but very cyanosed. He

2
;
%
&

éomplained of feslin: sick, but no pain whatsoever wasvpree}'l
send. |
Condition on admigsiop.

P. 69, T. 97 R. 20 3.P, 80/60.

tatient was very cyanosed - his lips and ears

were quite blue and there were blue injected venules on his
cheeks. He complained of no pain but said he felt slightly -
sick. llis skin was covered with a clammy sweat and his R
hands and ears were véry cold. Pulse was regular but of

small force and volume; the heart sounds were poor in quality

but no murmurs were detectable. He complained‘of weakness

in his legs but no paralysis was present. Knee jerks both

active anu pupiis reactea to dight.



lower extremities tended to be cold and hands remained bluish;gi

Case ko, 21 (vontd,. ‘ ? 239, ;

Patient vanited shortly after admission and

continued to do so frequently throughout the day. His

general condition remained much the seme. He camplained of

a numb sensation in his right leg from time to time. Both

During the afternoon he complained of general ab-
dominal discomfort, and towards evening t4is seemea to amount~§%
to pain. |

About 9 p.m. abdominzl pain wes severe and patient
became restless. B.P.70/50. He had a great desire to sleep
but could not on accoust of his pain. - Pain became extr eme,
Skin became moist and clammy and respirations rapid.

Pztient was quite conscious and was given Morphine
gr.1/6 with Atropine gr.1/200. He died almost immediately
at 12.20 a.m. o
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Case lo, 22.

Name., lirs, Isabella Chambers, Admitted 7.7.27.
Address, 8 Stanhope “treet, Died. 16.7.27.
"ownhead,
Glasgow,
Age 97,

In November 1926 the patient had an attack of severe
pain in the upper part of the abdomen. It commenced during
the night, and was accompanied by nausea, but there was no
vbmiting although the patient felt as if that would give her
relief. She was unable to remain in bed with it, but walked
about during that night, and the doctor was called in the
following day. ©She stayed in bed for a fortnight and
recovered to some extent, but never felt very well.

From March 1927 she complained of pain in the same region,

1t was very sligh% at first, and only came on after exertion
or about half an hour after food and lasted a short tinme,

It commenced in the epigastrium, radiated through to the back
and down the left arm. Pain increased in intensity and came
on-at night if the patieant lay down. 1t was spasmodic in
character, sometimes lasted for about an hour., Occasionally
there had been vomiting of a clear fluid., The last attack
of vomiting was on Saturday 2nd July 1927, Hor anpetite

was poor, and she was troubled very much with flatulence

and o nstipation, the bowels not acting for two or three days,
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Case Bo, 82 (Continued).

ohe was woru in appearance and looked older than her
stated age, The skin was moist and the general appearance
did not suggest myXoedema. The cardiac dullness was increased
and there was marked pericardial friction over the lower half
of the sternum. A soft systolic murmur was audible at the
apex and a double murmur at the aortic area. There was some
resistance and slight tenderness in the epigastrium. The
right kidney was palpable,

Fespirations were regular in rate and rhythm. The
lungs were resonant to percussion and the respiratory murmur
was vesicular,

For some time after admission she suffered from
delusions but was very quiet and not restless.
At 11.30'p.m. on 16.7,27 she suddenly said she was

choking, ©She fell back unconscious and died 10 minutes later,

Temperature - Normal throughout,

Blood Pressure -  130/50 8.7.27.
125/55 11.7.27.
132/55 15,7.27.

Mo ‘]L ve.



242,
Case Yo, 23.

D.lic. Aged 50. Journalist,
8. 3. 29.

KFive days before admission he felt tight sensation in
the chest and was compelled to rest for a little. He was -
not short of breath. Two days later he hed a similar attack.,
The day before admission he rested in bed, but was free from
any symptoms,

At 1-50 p.m. on the 8th whilst engaged at typing,
he felt a very constricting pain in the chest., rain
radiated across the mammary regions. He was not breathless
but collapsed because of the intensity of the pain.

On admission patient was pale and distressed. Pain
was intense and unaffected by respirations,

Pulse waé slow - poor quality. There were numerous
"Dropped" beats., Cardiac sounds were soft but pure,

Pain was greatly relieved by Amyl nitrite. administra-
tion, and pulse became regular, Urine 1020, Clear,

At 11 p.m. pain was less, lFatient complained of
nausea and thirst.
The following morning at 4 a.m. patient vomited clear

fluid. Pain persisted but was much less.
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Case Mo, 23 (Continued,)

11.3.29.  Over lower half of sternum a regular high pi‘ched
- squeak was heard very superficial and synchronous with the

cardiac bcat. This had disappeared on one and a half
hours,

Patient's progress was uneventful. He went
home on 14.4.29 feeling very well.
12,5.29. Patient reported today. He feels very well.,
There was a short squeaking V.S. murmur.
B.P. 105-65.

Patient reported on 5.8.29 - 14.11.29 and 5.6.30,
He complained on each of these occasions of mild anginoid
pain on exertion; otherwise he felt well.

B.P, remeined low 100-110/70-60.

He died suddenly whilst at work, at the end of
March 1931.

Temperature - 99 on 9th.

Blood pressure - 145/84 B/g.

115/70 9
100;65 20%3/
Leucocytes - 19600 per cmm. 9.3.29
, 14800 " 12.3.29
10400 " 16.3.29

8800 " 19.8.29
7200 " 24,3.29.

W.B, - ve.



44,

Case No. 24,

J.D. | iged 52.

Mmitted  7/4/30.
Dismissed 4/6/30.

Patient felt perfectly well until s fortnight before sdmission,
when, while lying in bed in the morning, be felt eick and on
getting out of bed, fell but did not hurt or strein himself.

He felt no ill effects st the time but an hour leter had o dull
pain in the epigastrium accompsnied by flatulence. Passi ng
of flatus did not relieve the pain and he did not vomit.

At the same time he had s feeling of pins and needles in the
hands and srms and felt loss of power in the arms.

After a dose of salts he felt relieved and next dsy went back
to work, |

He remained well until 6th 4pril when on rising in the morning
he felt ;7iddy and had s return of the pein at the lower end of
sternum, |

The pain increased in severity and was male worse by deep
inspiration end on movement.,

He returned to bed and immediately vomited. The vomit wes
brownish green and was sour.

Hot fomentations were applied to the abdomen and the pain
shifted to the chest.
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Case Yo, 24 (Contd),

He vomited several times on the day before sdmission but this
did not relieve his pain which persisted all day.

He was sent to hospitsl as acute gastrie perforation.
The patient was a strongly built maa of 528, Colour and
nutrition were goode.

He was unable to lie on the left side becsuse of pain,
The tongue was costed and moist.  4ppetite was poor.
The pulse was regular; Card iac sounds were pure but
distant.

There was tenderness at the lower end of the sternum.
The sbdomen appesred to be normal,

llote two days after admission :-

Two days after admission there wes sore tenderness in the upper
epigastrium but no rigiditye The pain wes felt chiefly over
fhe left lower chest especially when lying on that side. There
was some dullness at the base of the left lung with diminished
breath sounds. The cardiac sounds were distant but pure.

The pulse wag regular,

On that day friction was detected below the left nipple and

its presence was noted during the following twelve days.
Patient's condition gave cause for much anxiety for the

first seven days. On the 14th, however, he felt much better
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Case No. 24 (Contd)e

and free from pain.
His progress was stesdy until the 22nd when he developed
thrombosis of the right femoral vein. Notwithstanding this set
back his condit ion again improved and the spicel first sound which
previously had been almost insudible was of fairly good quality
on 6/5/30. |
On 10/5/30 pleursl friction was eudible in right sxills, Pstient
however, felt well and wes free from pain,
Improvement was uninterrupted from this date snd he went home
on 4/6/30, feeling well snd without symptoms even when walking,
Temperature. Irregular pyrexis resching 100°F was present

unt il 14 /5/30.
Blood Pressure 100/40 on admission sfter which it remeined

constsntly sbout 110/70.

Leucocytes. 14/4/30 8200 per c.mm.
15/4/30 10800 *
16/4/30 9800 "
17/4/30 10200 "
22/4/30 9800 "
26/4 /30 9500 "
5/5/30 10400 "
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case lNo, &5.

pdmit ted 6/6/3L4 Aged 64.
Dismissed 7/31

Pat ient hed alwéys been in good heslth until sixteen days before
sdmission when whilst out walking he experienced s sudden acute
psin, like s violent blow in the region of the middle of the
sternum. The pein remsined for twenty four hours in the same
situstion and was of severe intensity, greadually chsnging in
character to a duller psin which flitted sbo:ut the chest affecting
different areas - the nipples, the region of the apex of the
heart, the foot of the sternum.

About this time he developed a short cough with 2 dry spit which
was difficult to bring up. Coughing caused pain in the chest,
in the region of the.sternum, the pain being severe in nature
and mgking him cstch his breath,

He had no attacks of breathlessness.

His previous health hsd slways been exceptionally good.

Note on 7.6.31, Patient is s nervous men and looks older thsn

bis years. He has a frequent irritating eough which caused
substernal pain. ‘‘here is a little cysnosis of lips and lobes
of ears, but face is not so grey and worn looking ss when he was
on his feet., He is still somewhat breathless.



Case No. &5 (Contd.)

Pulse is regular of moderste force snd fairly high tension.

The radisl pulses are equsl. There is no tracheal tugging
and no substernal dullness. Card iac dullness is a little
enlsrged to right. Apex is psalpable with difficulty.

Sounds are poor. 2nd sortic is sccentuasted. 4 short
systolic murmur is present et apex and sortic area and heard
faintly in neck. Pericardial friction is heard at the foot

of the sternum.

The lungs are cleer to percussion, iluch rhonchus and a little
rale are heard all over the back,

Abdomen is distended, but there does not sppear to be any sscites.
There is general tenderness, most marked in epigsstrium which is
rigid. An indefinite mass (9colon) is palpsble in left

hypoc hondr ium,

There sre no urinsry symptoms.

There was steady improvement in the patient's condition and it
was noted on 21.6.31 thet cardisc sounds were now pure and of
better quality and blood pressure risinge He went home on

/7/31 free of symptoms.

Temper ature was normsal throughout.

Leucocytes 8.6,31 8,300
' 9.6.31 8,400
10.6.31 11,600

12.6.31 9,000.



Blood PreSSpro

W.R.

- V8,

Case No. 25 (Contd.)
138/95 6/6/31
125/78 7/6/31
110/74 8/6/31
132/98 15/6/31
128/74 18/6/31
170/122 26/6/31

24’9.
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Cese lioe. 26

Krs. e . AMmitted 17.
11 Cornfield Street, Discherged 4,
Gallowgate.,

Age 49 years.,

About six yesrs before she hed an ettack of influenza
lasting three weeks efter which she suffered from debility
snd bresthlessness. Two years later stie had 2 second
stteck lesting fourteen dsys efter which she beceme subject
$o attecks of nocturnel dyspnoee - these ceme on after o
few hours sleep when she would weken with noises in the esrs
and "sounds" in her throst snd gesping for bresth; after two
hours it pessed end sllowed her to sleep. These attacks ceme
at regular intervels of ebout e week, ond continued for two
years, since when they were very infrequent slthough she
beceme stesdily more breethless on exertion, Breatbleésness
was most severe on rising in the morning and teanded to be
less severe ss the dey wore on. About 2 year before ad-
mission to hospitel swelling began in the feet and greduslly
extended up the legs. If was worse st night and cleered up
with rest, About November 1927 the thighs were involved
end the sbdomen becsme swollen; 2 little later the hands
were involved. Her eppetite was slways good although she

bad occesionsl nauses. Her eyesight was not affected.
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Cose No, 26 (Contd.j.

She had never been subject to cough during her illness except
for three days prior to admission when she developed some
cough =nd mucous spit.

On admission petient wes orthopnoeic and dyspnoeic.
There was much oedema of legs, thighs, lumbo-sacral region,
left srm 2nd hand snd to s lesser extent of the right arm.
There wes e short apicel systolic murmur end the sounds
otherwise were of poor quality. There was 2 cough with a
mucoid spit. There wes much moict rale ot both bases.
| Petient's condition improved greduslly 2nd progressively
during her stay in hospital and on her dismissel 4. 5. 28
oedeme wes no longer present, and lungs were clear.

Apical systolic murmur wes still present.
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Case Noe. &7.

Vincent Sirus. Aged 47,
Admitted 21.0.31

Dismissed 7,7,3]1,

This case is of especial interest as blood pressure did not fall to
any extent until 48 hours after onset. DPatient stated thaot he
went to bed perfectly well on the night of the 20th and was awskened
in the esrly morning by s severe pain in the hypogestrium. He
rose and his bowels moved. Thereafter an intense burning sensa-
tion was experienced in the sternsl region and down the left em to
the elbow so that he could not move the arm. There was s8lso a
feeling of tightness in the chest. He vomited and felt better.
Pstient was a burly sunburnt men but face looked pinched snd
anxious. Pulse was regular and bouading, Card isc sounds were
soft and of poor quality but pure. Chest in front was clear.
Tongue was furred, but he did not feel sick.

Exsminat ion of sbdomen was negstive.

Substernal discomfort persisted for several days and there was
steady fall in blood pressure.

On efternoon of 17.6.31 he complsined of severe pain over lower
part of sternum, he felt sick but did not vomit. |

Progress was practically uninterrupted from that date and on
2946.31 he felt very well, pulse wes regulsr, csrdisc sounds

were of better quelity but the apical first sound was still poor.



Case No. 27 (Contd.)

Temperature was elevated to 99°F on 2lst, 22nd and 23rd and

normal thereafter.

Leucocytes 13,500 2245.31,
12,800 23¢5.31.

14,400 25.5.31,

13,000 26.5.31,

9,500 28.5.31.

29.5.31.

8,600 30+5.31,

8,200 31.5.31.

6,400 1.6.31.

Blood Pressure See Chart,

W.Rg - Ve,
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Case No, &8,

Mrs. i Aged ©4.
Admitted 1.7.28.
Dismissed, 3. 10,28,

For nine weeks nrior to admission on 1,7.28 patient had suf fered
fran frequent attacks of Angina Pectoris, She was a thin but
well coloured woman who looked older than her years. Vhen free
from attacks she was able to lie in the dorsal decubitus without
discanfort., fulse was regular but of high tension. Heart
was enlarged downwards and to the left, There was much api‘cal
hyperaesthesia. & rough systolic murmur was audible at the apex,
On 4,7,28 patient was deririous with praecordial pain which
lasted two hours, ©Che was not sick.

Blood Pressure which had been 180/96 on admission fell to 100/60.
' Temperature was slightly elevated 99°F,

Pulge Rate rose from 68 to 112 per minute,

Following this severe attack patient had numerous anginoid
seizures of short duration,

On 3,10,28 she went home where she died suddenly six weeks later,

Temperature. Normal thr oughout except on 5.7.28 when it reached
990F,

Blood Pressure. 1.7.28 180/ %.
5.7.28 100/60
18,9.28 140/ 90.

L.B. - ve.



Cese No., 29,

E.e Aged 61
Admitted  16/6/28
Dismissed  20/7/28.

Wos admitted on 16th June after having collapsed on the street.,
For the previous week he had felt stiff and sore.

On the morning of his admission he took a2 good breskfast, but
an hour or so afterwards when out walking he becsme short of
bresth and felt discomfort in the epigsstrium, He becane
very weak and perspired profusely. He rested and wes found
unconscious by the side of the road.

On admission on 16th June. Patient was 2 man of weather

~beaten appesrance. He complained of burning psin across
the chest. He vomited twice since admission,

Pulse 60 p.m. infrequent, irregulsr and feeble. Cardiac
sounds were slmost insudible.

Temperature 96+8°F. Respirations 22 p.m,

Blood Pressure 80/50 mm. Hg.

On 17/6/29 patient was cysnosed.  He was free from pain.
Pulse was 54 per minute and regulsr.

Cardisc dullness was small, Sounds were pure but distent.

There was moderate emphysems with much bronchial caterrh.

Urine 8,G, 1030,  Albumine ++-
Friction was sudible in left axilla on the 20th.



Case NNo.

256,

(Contd.)

He hed imprroved considersbly by 23rd. There was liquid rale

in left axills. Friction was no longer present.

Patient's progress was steady and without incident until his

dismissal.

He reported agein on 3rd December.

" He had been free from

symptoms and merked fit for work by Insurance Referes.

Temperature was elevated to 99°F from 17th to 21st June.

Blood Pressure 80/50
114 /78
130/80
110/70
140/80

Leucy tes - 12800

H.R. - Ve.

16/6/28.
21/6/28
24/6/28
8/7/28
19/7/28
18/6/28
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Case No, 390,

AG. Aged 43 years, “ngineer,

Admitted - 2. 5, 30,
Died -12. 5. 30.

Patient had lived a fairly strenuous life. He in-
dulged in all forms of athletics as a young man, particularly
rugby football,

For the last twenty years he had been troubled with
indigestion - heartburn after food.

For the last two or three years he had had much
mental worry.

On November 1928 whilst on holiday, and when passing
through Bigzar, he was seized by intense praecordial pain -
which radiated down the left arm, He felt as if he were going
to die,  VWith rest and Amyl Nitrite the attack soon pa-sed off,
From that date he had not felt quite well. He had been troubled
with flatulence after food, dyspnoea on exertion, and occasional
praecordial discomfort. He was compelled to change his lodgings
from three stairs to one stair up. On 24th liarech 1930 he had
a very severe attack of pain typically anginoid in type and
persisting for several hours., [Pain came on at 8 p.m. and by
the following morning he felt comparatively well and free from
symptoms. Since that date he had not felt quite well; he
took life easily and attended strictly to his diet,

Most of his discomfort was epigastri¢, [latulence,
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Case lio, 30 (Contd,)

hiccough and fullness in the epigastrium were very troublesome,
Dyspnoea was always associated with this epigastric discomfort
and this had so impressed itself on the patient that he was
convinced that his illness was entirely due to gustric upset.
Patient had been feeling out of sorts on the evening
of 30th April 1930. He had some digestive disturbance -
fullness in epigastrium and flatulence after a suall meal.
4t 2 a.m, on lst May; he was awakened by intense praecordial
and epigastric pain, The pain, he stated very definitely
was more epigastric than thoracic, was both boaring and vice-
like in character (he felt that "it nas squeezing the life
out of hin"),  There was some pain down the left arm. He
felt sick, retched and vomited bilious material. At 7 p.m, he
was restless and orthopnoeic., His face and lips were grey.
The extremities were cold. Tobgue and toes were clubbed.
Nails were cyanosed. Tongue was furred. Temperature 970F,
Breathing was shallow but regular. Periods of extreme rest—-
lessness alternated with short periods of rest and comparat.ive
freedom from symptoms., FPulse was soft and easily Qompresséd.
There was occasional extra-systole, Pulse rate at wrist was
96 per minute., Cardiac sbunds were slapping and of very poor
quality put otherwise pure., There was no friction. There

was a fair amount of rhonchus all over the chest in front - the
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Gase No, 30 (contd).

the pack was not examined. Liver dullpness was not increased,

Blood pressure at 1 p.m, was 98/75 mm. Hg.

He had developed troublesome cough which caused
discomfort and exhaustion. During the rest of the day he had
repeated attacks of vomiting which, considering his condition,
were curiously effortless. The vomited msterial was clcar in
colour (he vas sipping water continuously). Pulse at one part
of the day was of thc alternans type.

On at least three occasions he became collapsed
and practically pulseless but recovery was rapid - pulse
gradually returning and increasing in force.

Temperature 11 p.m, 97°F,

Patient slept fairly well, in short snatches, during
the night and on 2nd April at 8 a.m. was feeling better. Pulse
~was regular but soft. He was free 6f discomfort but looked ill.
He stated that he inew he could bring on his pain with forced
effort.,

The day following admission patient was still extremely
ille His facies was somewhat sunken and his complexion earthy
and cyanosed, lliccough w:s constant and he had frequent attacks
~of vaniting.

On 7,5,30 the right foot and toes were somewhat blue
and painful and no pulsation could be felt in the dorsalis pedis.

He sank gradually and on 8,5.39 his colour was
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Case 10, 30 (Contd,) 0

distinctly yellow with some staining of the conjunctivae
but no bile was present in the urine. lHis spit was blood
stained.

On the night of 10.5,30 he had several generalised
convulsive seizures. lfe was unconscious for a brief period
after each seizure but was soon fully conscious and spoke
sensibly.

He died suddenly at 12.45 a.m, on 12.5.30,

Temperature was subn.rmal throughout,

Blood Pressure -  74/40  2,5.30.
70/40  3.5.3u.
74 /52 ’

80/50  8.5.30.

80/58  19,5.30,
15,800 5.5.30 per c.mm.
15,800 6.5.30 "
24,600 8e 5. 30 "
19,500  10.5.30 "

Leucocytes




Cese No., 31,

Al exander Kerr. Aged 41.

Pstient was admitted to Ur. 1 iddleton's lisrds on 17.3.30.

For thirteen months he had suffered from epigestric pain and
discomfort, - occurring half an hour after food snd unrelieved
by taking more food.

He gave a previous history of two attacks of acute rheumstism,
first at the age of 15 and sgein 10 years later. About a8 yesr
prior to admission he had an attack of haemoptysis which lasted

s week, '

He was undernourished, pale and looked anxious. Apert from
slight tenderness to palpstion in region of umbilicus exsminstion
of sbdomen was negative.

Pulse was rspid but regular, Cerdiac area was within normsl
limits. Rough presystolic snd soft systolic murmurs were
sudible at apex. The chest was clesr.

X-ray exeminat ion on 21.3.30 showed irregulsrity of pylorus

and first psrt of duodenum. There was no evidence of mslignant
disease.

On 2,4.30 patient complained of psculisr psin over the right side
of chest radisting up into the neck end into both shoulders and
8rms . He felt breathless and respiratory rate was incressad

to 60 and over., Tempersture rose to 101°®*. The following day
Patient felt better. There was now s little dullness over the
right base and air entry wes poor. A few moist rsles were present

at left base. He made 2 good recovery and wes dismissed on
30,430,



Cose Yo, 32. 262,

¥rs. Se 58, Housewife.

Admitted 18. 1l. 28,

Dismissed 30. 12. 28.
Patient was in good health until 8th inst., at 12-30 p.m.
when she becsme giddy. This was followed by burning substernsl
pein which radisted to the right wrist. Pain lasted eight
hours. It has not returned but breathlessness has incressed.
.Patient vomited seversl times at the onset.
Petient is undersized end somewhat orthopnoeic. Pulse is reguler.
The spex beat is not palpable. Cardiac sounds are poor in
quality. There is a tencency to "triple rhythm" over the right
ventricle. There is 2 little moist rale at bases. The
sbdomen is normal. Urine S.C. 1020, Cleer.
Petient made an uneventful recovery. On 7.12.28 @ short
systolic murmur was detected at apex.
She went home at her own request on 30.12.28. On that date
she felt perfectly well; pulse was regulsr snd heart sounds pure.
Temper ature. There was slight pyrexia 99°F for one day (20.11.29})

Blood Pressure, 18. 11. 29 120 /70
20. 11. 29 100/60.
8. 12, 29 110/60.
30. 12. 29 120,/70
‘Leucocytes Count. 18. 11, 29 11600 per c.mm,
W.R. ~ Ve,

vr————



263.
Cage No, 33,

Mrs E.C, Aged 53.

Admitted. 17.4.29.
Dismissed. 10,6,29.
Patient had severe attack of pain in the back a fortnight

before admission,

4 Week ago she was awakened by intense pain at the lower
end oi the sternum,  There was in addition & dull aching
pain in the left tlank, | |
There had been no sickness, The bowel® were regular,
7. 100%. P, 100. R.30.
hote on 18.4.29. Patient is comfortabie. The tongue is
coated and the throat congested. Iliucosa are siightly cyanosed.
Capilliary pulsatioh~is visible, rfllse is’regular and soft,
VeSe and V,De murmurs are present with greatest intensity at
lower end of sternum.‘ |
0 E Fundi normal.
Praecordial friction was detected on 20.4.29 and was still
present on 25.,4.29. |
9n 16,5,29 friction had disappeared but double aortic murmur
persisted,
Pat ient was free of pain from admission, - She gradually
improved and was dismissed on 10.6.29. She was free of

symptoms but signs of aortic involvement were still present.



264.

Case lo. 33 (Contd.)

Temperature. For first fourteen days there was irr egular

pyrexiae

Puise Bate. Pemained elevated througnout 120-199,

Blood rPressure., 18,4.29

£De44 29
164 5,29
14.6.29
Leucocytes Count. 25.0.29

H.RB. -V8,

100/59.
175/95,
185/130
130/80,
14661 per C.mm,
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Case lo, HA.

JeSe Aged 58 Porter.

Admitted 14/10/28.
Disr.issed 23/11/28.

At 5 pem, on 13/10/28 patient had 2 sudden sttack of extreme
bresthlessness whilst going upstairs. He hed no pain or
sickness.

He was helped to bed and was able to sleep propped up.

On 14th he had 2 return of bresthlessness and was adnitted

to hospital.

He wes a somewhat weather beaten man and was a heavy drinker,
His face was grey and lips ad extremities were cyanosed and cold.
Pulse wes regulsr, rapid (130 per minute) and soft.

Heart sounds were pure but of wety poor quality.

There was much moist rale at bsses of both lungs.

Urine contained + +albumin. Granul sr- and hyaline casts
were seen on picroscopic exsmination.

Patient improved rapidly after sdmission and urine was cleer
on the second day.

He went home at his own request on 23/11/28.

Temperature was normsl throughout except on 15/10/28 when it
was 99.70p,

Blood Pressure 135/78 14 /10/28
1057 21%10&28
120/62 20/11/28

WoRo - Ve,
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Ca ge 1\300 35.

W.Ge Aged 73 years. Admitted - 30,9.27
Dismissed - 19,10,27,

fatient cdllapsed while out walking on 30.9.27.
He was taken by ambulance to Glasgow Royal Infirmary, He was
a thin, somewhat wasted little man., There were obviois signs
of arterial degeneration, He was extremely breathless and
cyanoseds Fulse was rapid, 120 per minute and soft but regular.
Apex beat was neither visible nor palpable., Cardiac area was
enlarged downwards and to the left, Sounds Were soft and of
poor quality. There was a soft systolic apical murmur,
Lungs were clear., Lxamination of abdomen was negative. Urine
contained abundant albumin.

Patient's genersl condition improved rapidly and urine
wasg clear on fourth day after admission, His cyanosis persisted,
however, and cardiac sounds rem&ined of poor quality.

ide went home on 19,19.27, |

Fourteen days later - a month after his first attack -
patient died suddenlye.

There was no post mortem examinatian,
Temperature was subnormal on admission,
98.8 on 1.19,27. During the rest of his

stay in hospital it was normas,



Blood pressure

W.E. - negative,

Cgse Lo, 35 (Contd)

172/90
159/85
120/70
125/70
154/90

1.10.27.
4,10.27.
9,10,27,

13.10.27.

18,10.27,

267.
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Case No. 36

J. HeCe Aged 58, Rarehousemen,

Adnitted  27/4/28,
Dismissed 17/7/28.

Patient complained of sbortneés of bresth with occasionsl
attacks of pain on exertion of shout one year's durstion,

On 25/4/28 he was swskened on three occasions by extreme pain
and breathlessness. Pain rediated down both arms and hands,
Pain persisted and was unrelieved by loeasl applicstions.

It was still present vhen he was edmitted to hospitel two days
1ater. .

Patient was well coloured with suggestion of cysnosis,

He was fairly comfortasble and could lie down without distresse
There was no oedems. Pulse wess regular and of high tensione.
Heart was enlarged to the left. A systolic murmur was audible |
at apex and aortic sress. There was mild diffuse bronchitis
with moist rale at left bsse.

Urine contained s haze of albumen.

Patient's progress wss interrupted by attacks of pain on
18/5/28 =nd 11/6/28.  There were of very short duration and
be went home on 17.7.28 much improved.

Pulse rate on admission waes 120 per minute but soon fell to

70 per minute.




Csse No. 36 (Contd.,)

Temperature was normal throughout,

Blood Pressure

230/130
190/120
160/118
220/130
235/130

27 /4 /28
3/5/28

2/6/28

8/7/28

16/7/28.

269,
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Cese No. J7.

Jelle Aged 63. Tailor,
Admitted  12/5/28. Readnitted  19/10/28.
Dismissed 30/6/28. Dismissed 12/10/28,

Patient complained of pains in the praecordium radisting down

the left arm; shortness of breasth and giddiness of three yesrs!?

durat ion, Patient wss a well nourished msn., He looked
anxious. Colour was good. There wag no cyanosis or
oedena, Pulse was reguler and soft,, Card isc dullness

was nmuch diminishede The note over the sternum wes frankly

tympanitic., Cardiac sounds distant and poor. Chest wes
clesr. fxsminat ion of sbdomen was negative. Urine wes
clesr.

On 25/5/38 he had severe pain st level of fourth rib from
nipple to sternum, this pain persisted for several hours.
There was some hyperasesthesia over the upper pert of the left
pectoral region. Hesrt sounds were still distant but pure.
Pulse rate was elevated to 90 per minute., He had several
similar attacks during his stay in hospital but went home on
30/6/28 feeling better, Patient returned to hospital on
19/10/28, His condition was much sas on'previous admission,
He remained in hospitsl for a month during which tire he hed

frequent attacks of intense praecordisl psin lasting from
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Case Mo, 37 (Contd.).

minutes to hours. There was no improvement in his con-
dition on disiiissal.
Tenpersture was normsl during the whole of his stay in hospital.
Blood Pressure 130/90 12/5/28.

100/70 27/5/70.

100/60 2/6/28.
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Csse No. 38.

James iobertson. Aged 63,

pdritted  3/5/3l.
Dismissed. 6.7.31.

Patient had always ehjoyed good heslth until s month before
admission when, after working for s week, having been idle for
nine months, he had 2 sudden choking sensation and had to stop
work, He felt fairly fit two days lster and resumed work but
had to give up again owing to s sinilsr attack,. During the
period from cessation of work until admission he had several
attacks of breathlessness, end he noticed that these were apt

to come on when his head was low, as in stooping. The slightest
exertion, even walking a short distance, cesused bresthlessness
and when such an attack occurred he hsed to stsnd still for a few
minutes until it pasced off. |

Patient was orthopnoeic, cysnosed and looked worn and tired.
There was slight oedema of the ankles and moderste oedema of
lumbo-sacral region, Varicosity of veins of legs was marked
with much pigmentation of both especislly the right.  An
ulcer about the size of a penny was present on antrie end outer
aspect of right leg. Glands were palpsble in both groins.
The throat was cohgested, teeth very septic, tongue dirty and

thickly furred and breath offensive. Pulse was completely
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Cese No. 38 (Contd).

irregular and of fairly bhigh tension, Vessels were tortuous
and easily palpateds Heart was enlarged to left and sounds
were of very poor quality., = No murmurs were heard, but
shuffling to snd fro friction was sudible, There was much
bronchitis, with loud rhonchi in front snd resles at bsses.
Percussion note over right base was flat, hreath sound was
diminished V.R.-+ and rales -7

Liver was easily palpated but spleen was not enlarged. There
was no sbdominal tenderness.

Patient made steady progress until 26/5/1931, pulse became less
irreguler and cardiac sounds improved in quality. dpical
systolic murmur was occasionally noted.

On that date he was not so well - oedema incressed snd liver
became tender and'enlarged.

Gradual improvement agsin took place and on 16/6/1931 oedema was
almost absent and liver was no longer palpsble. This' improvement

was maintained and he was dismissed st his own request on 6,7,.31.

Temperature remained normal throughout.

Blood Pressure 3/5/31 140/110
25/5/31 110/75
11/6/31 140/110.

Leucocytes 5/5/31 7400

WOR. - veo

——



Case lo, 39, R ‘

Mr Allan, age 5&.

Vias quite well until 17th July 1931. He became
troubled with shortness of breath and praecordial discomfort
on exertion or walking uphill. On examination on lst August
1931 he complained of praecordial discomfort and shortness of
‘breath on exertion. Hezrt was enlarged to the left. 1lst ®ound
somewhat muffled. Blood pressure 178/100. The electrocardio-
graphic tracing was taken on ‘e -g- 31

liotes from Dr David omith:-
On 15,9.31 he hud severe praecordial pain lasting six hours.
He was sick and vomited.
On 16.8.31 blood pressure 140/90. Slight friction was heard.
On 17,9.31 praeéordial friction was marked,
Leucocytosis 15,000, ‘
On 27.9.31 patient felt better. Heart souuds had improved
in quality. No frictiom. Blood pressure 150/95,




Case o, 47, 275,

iy Gallagher. age 44,

Wias examined on 4th April 1931. le gave a history
of sudden attack of praecordial and epigastric pain, sickness
and vomiting.three weeks before whilst out walking. He was
taken to the surgical department of Victoria Infirmary &nd de-
tained for two days. Since that date suffered from pain and
éatching of breath; dyspnoea on exertion.

Wlas seen on 4th 4pril pulse was regular and soft;
bLood pressure 123/86; heart sounds soft and rather distant.
He had definite dyspnoea and tightness in his chest when.walking‘-
upstairs,

Ee~examined about a month later after having rested .

Patient felt better and had less discomfort on exertion,

Physical signs were unaltered.
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Casse No. 4l

R.R. Aged 45 years,
ddmitted  23/11/30.
Discharged 23/13/30.

During July 1929 patient felt disinelined for work - he

was depressed. He ceased work on 6th August. Three days
after sbout 10-30 a.m. he had an attack of severe praecordisl
pain, palpitetion and buzzing in his esrs. He walked about
to obtain relief. The acute attack lasted about five
minutes but the pain persisted in the chest for 2-3 weeks.
Pain did not radiatee. There was no vomit ing. He was
off work for eight weeks.

In Uecember he was compelled to cesse work becsuse of
nervousness. | At the time pain was not excessive. He rested
until the middle of Mareh, when he agsin resumed work, Four
weeks later when leaving work he had 2 nervous seizure -~ he
felt "something coming up from his feet" which made him power-
less, He had not worked since and had not been free of
symptonms, There was always discomfort and 'irritebility!

in his chest. He occasionslly felt nsuseated.

Patient was a fairly robust looking man. He lay confortsbly
in bed and complained only of this "cold in his chest'.

He was nervous and sppeared to be keen to discuss bis symptoms.



277
Case 1lNo. 41 (Contd.).

Teeth were artificial - tongue wss furred. Pulse was soft,
somewhat collapsing in type - regulsr in rate and rhythm,
There were no abnormal pulsations in the chest, neck or abdomen.
gthest was well formed. Apex beat was neither visible nor
palpable, There was no hypersesthesia of chest well.,
Cardiac sounds were soft, of poor muscular quality, but pure.
There wes no msnubrisl dullness,

Abdominal examination was negative.

During his stay in hospital, patient had frequent attacks of
praecordial discomfort.

Patient reported from the home on 29/13/30.  He complained

of persisting pain in presecordium.  Physical exsmination wes
negative. He was dismissed on 29/12/30 and has reported

at frequent intérvals since.

Praecordisl discomfort and dyspnoee are still troublesome.

Temperature was subnormal throughout.

Blood Pressure remsined constant about 128/75.

W.R. - V8e



D. Forbes. Age 47,

Was sent to the iiedical Dispensary of the Glasgow
Royal Infirmary on 19.3.30 with a provisional diagnosis of
syphilitic aortitis,

His doctor stated that for the past month patient
had been becoming progressively short of brecath. Shortness
of breath occurred on exertion, but in addition he had oc-
casional attacks whilst in bed. There was no history of
pain, He further stated that two days before sending him
to hospital he hazd heard a rough double murmur over the
aortic area. |

Patient was stout, his cheeks showed many injected
venules. Me vas short of breath. rulse was regular and
soft. 3Blood pressure 110/75. Cardiac area was enlarged.

Apex beat " outside nipple line and 6th interspace. Heart

sounds were very soft and distant. Fo murmur was detected
at any area. 4An electrocardiographic tracing was taken
at this date.

s-ray examination of the chest showed enlargement

of the heart. ‘%assermann Reaction negative. Urine clear.



Cese No. 42 (Contdo)

Yatient reported at dispensary almost every week during the
succeeding nine months,

Apart froam frequent recurrences of,-intg;ggg; g8}
there was no appreciable change in his phy’éiycal éd:;dit’mg

during this period.
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Cage No, 43, 0

lirs. C. Aged 9l.

Adlnitted - 8. 5.27.
Died - 8,7.31.

Two months before admission patient had an attack
of severe praecordial pain which radiated down the left
arm. Hollowing this attack she was breathless on exer-
tion and palpitation was troublesome. Patient was a
thin nervous woman with rather anxious expression,

She complained of constant praecordial discomfort,

™here was oedema of the ankles,

Pulse was regular but of poor volunme.

Cardiac sounds were of poor quality. 4 rough systolic
murmur was audible all over the base,

Patient's Sondition gradually improved with rest and she

was dismissed on 13.8,27 feeling much better., ©Systolic

murmur persisted at the base,

Temperature. 99°F on admission - Subnormal,
Blood pressure. 8. 5. 27 110/90.

25, 6. 27 95/ 50,

8. 7. 27 120/ 70.
Leucocytes Count 7000 per c.mm,
H.B. - Ve,

Yatient reported again a year later; she felt well but
unable for hard work, Uystolic murmur was still present.

On 1.2.30 she complai ned of frequent attacks of palpitation.



Case No. 43 (Contd). 261,

Pulse was rapid snd irreguler in force and rhythm (Auricular
Fibrillation).

ghe was readmitted on 31,5.31 orthopnoeic and oedematous.
Auriculasr Fibrillation was still present. Cardiac dullness
was incressed downwsrds and to the left, sounds were of poor
quality and rough systolic murmur was still sudible.

She gradually sank snd died on 8.7.31.
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Case No, 44,

F.H. Aged 52.

Had been sent to dispensary of Glasgow Royal
Infirmary suffering from nervous debility. He complained
of pain in his chest; shortness o. breath on exertion,

Seen on 5,6,30; he gave a history that two
months previously he had an attack of lnfluenza, sudden
onset of pain in left side of his chest, shortness of
breath and general weakness. e felt at that time that he
was going to die, He was confined to bed for two weeks,
From tha* date had suffered from dyspnoea and praecordial
pain, the pain radiating at times down his left arm.

Blood pressure 115/90.,
Pest was advised and patient reported again
four months later, feeling better but still complaining of

tightness in his chest on exertion.
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Case No. 450

P.To Agﬁd 54.

Admitted 19/6/300
Dismissed  24/6/30.

History. In 1917 he was buried for 10 minutes by a shell
exploding and was crushed by the esrth. Since then he had
been a little breathless,

Adbout six months before admission he took a stabbing pain over

his left nipple which made him stop his work, The pein worked

over till he felt it under his bresstbone. The pain wes not
extremely severe. It lasted sbout five minutes snd he essed
off his work till it was over. This pain came back now and

again but in the last three months it csme on after any hesvy
exercise and pessed down into his wrist of left arm to elbow
leaving it numb, Por months he hed been breathless all the
time -~ and when the pain csme on the breathlessness was
extrene.

on 19/6/30 patient had atteck of severe psin in praecordium
radiating to left arm snd left side of chest, With onset
on seizure the left hand became eysnosed and remained so till
the pain psssed off - about 20 minutes.

On 20/6/30 the pstient's face was grey, his expression some-

what anxious, There had been no vomiting. The pupils were
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Case llo. 45 ((Contd,)

equal and small but responded normslly,  Radials and
brachials were thickened snd the pulses were probably equal;
The carotids were equal. The redial pulse was full, slightly
shotty and regulsar.

There was slight cepillary pulsstion in nails and lips.

Apex beat was not forcible. The sounds were of poor quality.
4 systoliec murmur wes hesrd at the apex,.end V.S, and V,D.
éoft at the lower end of the sternum, Air wes entering

both lungs equally.

On 24/6/30 after having burning psin under stermum 8ll dey -
patiend died suddenly.

Teuper ature wes normsl throughout.

Blood Pressure 135/50 19/6/30
100/ 30 20/6 /30
Leucocytes 14800 20/6/30.

W.Re <+ ve.
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Case bo, 46, 5

ki Aged 43,

Took ill in Jammary 1931 with severe pain in the left side
of his chest,

Temperature was slightly elevated, 99°F. He was short of
breath, He was confined to bed for 3-4 days and felt short
of breath on exertion,

Vhen examined three weeks later his colour was poor, he was
short of breath on slight exertion and complained of a
catching feel ing in his chest.

Pulse was regular.,

Heart sounds were of poor quality,

Blood pressure 120/95,

Patient improved w nsiderably after prolonged rest in bed,

but is still subject to praecordial discomfort on exertion,




ase No. 47

P.H. Aged 73‘

Was sent from Ophthalmic Institute for examination
on 27.6.31.

Doctor stated that five months previously
whilst wnvalescing from a minor eye operation he had a
-sudden attack of severe nocturnal dyspnoea. He was grey
and collapsed, and it was thought that he wculd die that
night. He remained orthopnoeic for five to six days and
recovery was gradual. & further operation was contemplated.

Patient was a done old man. !le made light of
his troubles but was obviomgly short of breath on very slight
exertion, His arteries were visible and palpable. Heart
was enlarged downwards and outwards. First sound at mitral
a;ea was slapping in quality. There was a rough systolic

murmur at the aortic area. Blood pressure 175/128,




Case io. 48, 287,

JOC. - Age. 62.

Was examined on 23.12.30.

He had been unfit for work for three months
following pleurodynia. He looked weather beaten and
complained of dhortness of breath on the slightest exer-
tion. He stated that his illness began three months

before with a sudden attack of very acute pain in his left
.

#

side while returning home from his work in the mines, He
was sick and vomited and felt very short of breath. He
went home to bed and early next morning was compelled to
send ror his doctor because or the persistence of the pain.
Plewrisy was diagnoseds Pain lasted rfor two days. He was
kept in bed for three weeks, but although up and going about .
he had not felt well. Pulse was irregular, the irregularifmj

being due to frequent extra-systole. Arteries were hard .

and tortuous. Uardiac area was enlarged, apex beat 6th

interspace. Slood pressure 142/100.
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Cose No. 49,

M. licCe - Age 46, Farmer.,

In the middle of Jsenuary whilst st work in the morning he
felt a tightness in his chest. No shortness of breath,
Later in the day pain spread scross his shoulder and down
his right arm.

There was no epigsstric pain,

He felt sick and vomited, and had to be assisted home.

He was examined by doctor. He was grey, collepsed,

was short of breath and complained of pain and discomfort
in the left side of his chest, ‘
Pain persisted for 2% days in spite of administration of
morphia, No praecordial friction was hesrd.

Systolie blood pressure 135. |

He wss examined by me at the end of April. He complained
of slight flstulent dyspepsia, but hed no praecordisl dis-
comfort on exertion.

Pulse was regular and of moderate volume.

Heart sounds were pure.

Chest wss clear.

There wss no praecordial hypersesthesia.

Blood pressure 132/86,



Case llo, H0.

289,

Mr A, Aped 61,
13. 7. 31.

For the nast five ycars felt short of breath and has
had a feeling of weight in his chest on exertion.

He was examined by a oardiologisf at Laster 1931
and no abnormality was detected. Whilst on holiday two or
three weeks later he had a sudden nocturnal attack of dyspnoea
and vomiting. There was no pain. Theintense dyspnoea
persisted for 2% hours and he felt that he was going to die,
Two days later he had an attack of pain at the right side of
his chest made worse by deep breathing, His spit was
haemorrhagic. He was in bed for a month.

Since that date his shortness of breath has been less
and he no longer feels the "catching in his chest™. He is now
troubled with flatulent dyspepsia which gives rise to palpitati on
and he sleeps badly.

He is a plethoric man with many injected venules in
his face. ©Pulse is regular, good volume, fairly high tension.
Blood pressure 175/95.

He states'that for some years his blood pressure
has been over 200".

Urine is clear. Heart sounds are soft,

There is a short systolic murmur at the aortic area,

Patient died suddenly whilst at work (January 1932),
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Case No, b1,

FOMO Ag‘ed 62.

Patient was examined on 7.9.30., He was considered to be
suffering from debility following pleurisy.

oix weeks before he was awakened by sudden attack of pain in
the left side of his chest, le felt very short of breath
and it was thought that he would die that night. Next morn-
ing he was sick and sickness persisted most of the day.

Pain was apparently relieved by brandy three hours after
onset, but it tended to recur for brief intervals during the
next day.

He was confined to bed for 10 days but was short of breath on
the slightest exertion.

7.9.30, On examination he was dyspnoeic and looked ill.
Extremities were cold and cyanosed. Pulse was regular and
feeble, Cardiac area was enlarged, apex 6th interspace.
Heart sounds were of very poor quality.

Blood pressure 154/108.

Electrocardiogram wes taken on 9.9.30.
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Mrs V. Aged, 58,

Was examined on 8,9.29.

She gave & history of having had twe attacks of severe praecordial
pain coming on at night and persisting till the following day.

The pain on both occasions radiated down the left arm. She was
dyspnoeic. The first attack occurred whilst abroad about a year
before.  The second attack occurred at hane nine months later,

She looked well and stated that she was well, except for a cateh-
ing in her throat and chest on walking up & hill or going upstairs,
Pulse was regular; blood pressure 130/95; heart sounds were soft

but pure. There were no obvious signs of arterial degeneration
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Case lio, b3,

T.He Aged 54,

buffered from angina of effort since November

1930, He was examined by Dr David Smith at various

intervals,
Date. Blood Pressure, Pulse Pate, Urine.
8.12.30. 170/100 "2 v.p.7,
15.12.30 160/100 78 VBT,
28, 2.31 200,105 68 V.P.7,
9. 3.31 160/100 80 Cloud.

From this last date i.e. 9.3.31 Angina became
more marked and dyspnoea developed.

23, 3.31 140/190 0 Cloud.
15. 4.31 . 200/ 105 78 V.F.T,
Patient was fairly well from 15.4.31 until
6.5.31 when dyspnoea and angina of effort
again became very troublesome.
6. 5.31 152/ 100 90 Cloud.
15, 6,31 140/100 92 Cloud.
Patient was admitted to Glasgow Royal Infirmary
for observation and treatment on 22.6.,31. On day of
admission he had severe attack of status anginosus and
died that day.




Cese No. 54,

WoKe Aged 51.
Admitted  29/9/28 Readmitted  28/3/29
Dismissed 19/10/28 Dismissed - 20/4/29.

7hilst walking slowly to work he had en attack of severe pain
across the chest up to the left shoulder, and down the left
arm. He felt sick during the sttack snd gaseous eructation
brought temporary relief. BeicollapSed and was taken to
hospital. On sdmission he was comfortsble and free from
pain, pulse was regular and had suggestion of bisferiens.
Cardisc sounds were poor but pure. Chest was clear,
Exsminat ion of sbdomen was negative. During his stay in
hospital pstient was without symptoms snd he went home on
19/10/28 feeling wesk but much improved.

lTemperature varied from subnormsl to normsl.

Blood Pressure 125/90 29/9/28.
100/60 8/10/28.,
115/78 16/10/28.
i.Rey - vee

Patient remained well for one month, when he began to heve
heavy sensation in epigsstrium after food.

On 21/3/29 he had s severe attack of pein in left Xiphoid,
lasting one hour shooting to the angle of left scepule snd
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Cose No., 54 (Contd.).

over the praecordium,
He had similar attacks on the following two days, the first
lasting two hours, and the second five hours. During the
attacks he felt sick and vomited.
He was readnitted on 28/3/29., - Pstient looked pinched end
anxiouse Although psein had been sbsent for four days
vomiting was still present. Tongue was dirty and furred.
There was hypersesthesia of both subcostsl asress snd epi-
gastrium. Pulse wes reguler but soft and easily compressed.
Cardiac sounds were distant and of poor quality but pure.
Chest was clear.
Pat ient's condition again improved during his stay in hospital
and he wes dismissed on 20/4/29, feeling well.
Temperature was normsl throughout
Blood Pressure 115/58 28/3/29

125/65 125/65
At a later date patient had snother attack of psin., He

was seen by two medical practitioners who diesgnosed typicel
gall bladder colic. Lsperotomy was performed and was

negat ive.
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Hugh 4lexander - age 33.
Admtted 1. 2. 30,

Jn January 22nd 1930 patient was troubled with
flatulence and pain in the epigastriun after food, He

contimued at work until 29th January but wes compelled to

go to bed because of shortness of breath. rat ient was
admitted to hospitel on 1.2.30,
N 0 1887

Patient is a pale faced man. le states that
he has always been pale but has never been ill, and that
he feels in his usuzl health except perhaps a little weaker.

Teeth are unsatisfactory. Tongue is clean and much corru- °

geted. Tiere is @ large polypus with purulent discharge i
the right nostril and pus and crusting in the middle meafﬁéﬁ
of the left. Pulse is infrequent and regular, full and ﬂ&%
‘sustained. The auricular pulsations in the jugular veins g
are at least double the rate of the regular pulse. The apei
beat is glight., 4 systolic murmur is audible at all areas,

" more marked at the mitral and toward the base; & faint thud
sound is audible.

fran 8.2.30 until 15,3.30 patient had many

attacks of transient loss of consciousness; in the milder
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of these attacks patient became momentarily unconscious,
whilst in the more severe there was twitching of the arms
and body. During one of the attacks ventricular diastolic
pause was 10,8 secs,

Patient went home on 7,5,30. He felt well and
seemed to have benefited greatly from andrenaline and ephe-
drine. Full Heart Block persisted,

W.B.Co 112,30 19800
14.2.30 18600

B.P. rose from 130/60 on admission to 160/60 on
dismissal., There were occasional attacks of mild pyrexia.

Patient reported on 4,10.30. He felt well but was
troubled with indigestion and a little morning ver tigo.
Pulse was regular 38 per minute. B.P. 160/80.

In November 1930 patient died at home from an
attack of acute lobar pneumonia.

Temperature - lrregular pyrexia,

1.2.30 130/60.
21.2.30 160/85
21.3.30 190/90.

12.4.30 170/85
2.5.30 170/70.
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Case No. 5H6.

John Hannsh, Aged 45.

 Petient had been troubled with flatulent dydpepsis for some time.
He had a sudden attack of epigastric pain, sickness, vomiting and
collapse. He wss confined to bed - a diagnosis of gsstric
ulcer was made by his medical edviser.

Two weeks later he wes sent to the X-ray Depertment of the Roysl
Infirmery where it wss suspected that the primsry lesion wes

card iac. As pain was now praecordisl and he had definite
dyspnoea on exertion he was referred by Dr. )cLean for electro-

cardiogrephic tracing. This showed abnormality sssocisted

with csrdisc infarction,.



Case lio, 57. 2%,

RoVe Aged 47. Ingineer.

Patient cwnsulted me because of stamach complaints.,

He wished some medicine to relieve persistent epigastriec pain
and vamiting. He looked pale and ill.

He gave a history of having been in perfect health until two
days before when, sitting at tea just after his return from
work, he was seized with violent substernal pain. Pain
radiated downwards to epigastrium and upwards to the neck and
down both arms. He vomited, and stated that he felt that if
he dia not vomit he would die.

Vomiting relieved the acute pain -~ which lasted Ll hcur, 20
minutes, but there was persistent dull epigastric pain and
food caused sickness almost immediately. He was short of
breath on exeroiée.

Patient looked dyspnoeic even when at rest but denied any
discomfort,

Pulse 42 p.m. and regular. The irregularity anpeared to be
of an irreguiar extra systois type., Heart sounds were of
poor yuality but pure. Arteries felt hard and arterio-
scierotic,

Blood pressure 105/65, Temp, 98%, Resp. 6.

Chest was clear, Urine contained no albumin,

The next day, patient fert weil, Pulse was regular 5 p.m.,

otherwise physical signs were as on previous day.
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Case. lNoe 57 (contd).

He would not admit that he was ill and refused any suggestions
with regard to treatment.

On the third day after consultation, 5 days after acute onset,
he went out for a walk, Two days later, the seventh day

of illness, he died suddenly whilst sitting in his chair,
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IielicGa Aged 56.
' 9.7.310

lline weeks before had attack of savere pain in the left
side of the chest when out walking., He¢ felt as if life was
being crushed out. He was very short of brecath; and had to
be assisted home. FPain did not radiate from the chest,
Acute pain persisted for one week, [From that date patient |
had been short of brcath on slightest exertion and had re- |
current attacks of praecordial pain. His general condition é
was fairly geod. He was slightly puffy under the eyes. |
Ixtremities were cold and cyanosed; pulse was regular and |
soft. Blood pressure 122/82. Heart was enlarged to the |
left; apex beat was palpable 6th interspace. feart sounds

were soft and distant,.




Case No. 5H9. 30L.

Lrse Ne -

Wee seen by Dr. Herrington in December 1928.

She suffered from merked byperpiesis and myxcedema.

On 4th February 1931 she had a sudden sttsck of right sided
hemiplegiae

Power had elmost completely returned by the 16th.

on the first of March she had an sttack of severe prsecordisl
paein, felt sick, retched and vomited.

She looked collapsed, pulse was regular and soft.

Hesrt sounds were distant and of poor quality.

Blood pressure 180/135.

Pain was relieved with morphia.

Patient had frequent recurrences of pain on 3rd, 5th, 6th and
1ith, pain lssting from { hour to several hours but always
relieved by morphis.  Blood pressure fell on the 4th to 140/115.
On the 14th blood pressure 175/130. On the 25th blood pressure
185/140.

Her progress following last attack of psin on the 11lth was
uneventful.

There was s leucocytosis varying from 8,000 to 14,000 during

the whole course and on the 30th Farch 7.B.C. was 9,000,



Case lio, 69, 302,

P li, Aged 60,

Was troubied with flatulent dyspepsia for the past two years.
He had no cardiac symptoms, |
On the afternoon of 30th June he had an attack of acute pain
in his chest passing down the left arm, ~rain lasted for a
minute or two,
He felt miserable ail day and at nignt had a severe attack of
pain in his chest, Pain persisted during the night. He felt
as if he were being crushed by a vice, Pain did .ot radiate
to the arms, He was not sick.
When seen on lst July the patient was grey in colour, lips
cyanosed, extremities cold. He complained of pain in hig chest,
Pulse was regular, soft, feeble. Blood Pressure 150/115, He
felt better after morphia and three hours later was free fr an pain,
Blood Pressure 145/110,
Patient remained free of pain but felt very weak., lie was in-
clined to be restless but Blood Pressure fell steadily during
the next three days - 120/90 - 100/85 - 90/70,
" He died suddenly in his sleep at 2 a.m, on 6th July.
Leucocytes: -

2nd July 8, 500.

580y 500

5th July 13,000,
Pericardial friction was present thromghout,

Temperature from first to third day varied from subnormal to 99.5.
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Case No. 61 ®

ToBe Age 33.

Seen at out-patients' department, Glesgow Royal Infirmsry on
21.6.30s  Complained of pasin inthe epigestrium 1% hours
after food. Pain relieved by food.

¥latulence and sour mouthfuls were troublesome.

He was sent to the X-ray Depertment for Barium Mesl.

Shortly ofter the X-ray examinstion had been made he collapsed.
He was soon pulseless and after s few sighing respirations

he died. He was seen for the first time by A.V.H, just
when he was on the point of dying.

A Fiscal Post lortem was carried out and it was reported that
deceased had advanced degeneration of the ascending part of

the sorta with stenosis ef the entrance of the coronary arteries.
No lesion of stomach, duodenum or intestines wes revealed at

the post mortem.
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Case No, 62,
Wim. licl. Aged 42, Car ting Contractor,

For 2-3 years patient had suffered from pain
in the lower abdomen on exertion and after food.

On Tuesday, 5th November, pain was very severe
after his evening meal and he was slightly sick. Pain
persisted and on 6th November became very acute, patient
falling to the ground., He was violently sick - vomit
contained bile., Yalpation showed tenderness over the
umbilical area and the right side.

Laparotomy - Ko apparent abmormality.

Pulse 72, Temp. 9%. Resp. 22
B,P. 100/60.

Urine clear.

WeB.Co 9 5600,

Patient was a weather beaten man, looking much
older than his years, There was considerable degeneration
of the radials and brachials and to a lesser extent of the
legs. The pulse was regular., The apical first sound was
sanewhat slurred at the commencement,

‘Patient reported again two months later. He

felt well., There was little change in physical signs,
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Tenperature - Subnormal,

Blood Pressure - 23,11.29 100/ 60,
26,11.29 100/60.
2.12,29 115/80.

Vi.B. - ve.
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Case No. 63,

Mrs. M.N. Age 60,
26, 2. 39.

October 1927 Patient hed severe pain in epigestrium and vomited
a great desl. She became slightly jaundiced and "gall stones"
were diagnosed. Jaund ice disappesred soon but patient re-
mained short of breath, In Jenuary her feet and legs became
swollen.

Oedema has been progressive snd within the last four weeks she

has become orthopnoeic.

On Admission, Patient is stout.  She is orthopnoeic and
cyanosed. There is gross oedema of legs and lumbo-sacral
region, .

Urine - Trace of albumin,

Blood Pressure 120/9% 155/95  140/80  160/90.
Mueh moist rales in both lungs.

Patient improved a little during her residence,

Pulse became irregular on 7.4.29 snd on 9.4.29 (Extra systole ?).
Patient went home on 13,4.29 apparently slightly improved.

Two days later she collapsed suddenly and died soon afterwards.
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Case No, 64,

J.P. Aged 54,

lias seen by Ur David Smith at Glasgow Royal
Infirmary on 16.,6.31. ©Seven days before he was awakened
from sleep by intense praecordial pain. This pain lasted
for some time. He was sick and vomited, and felt short of
breath, He was allowed up on tlie fourth day of illness
and since then had been short of breath on slight exertion.
He gave a previous history of transient hemiplegia
8ix years before. Heart sounds were soft and of very poor
quality. There were no adventitious sounds.
His medical practitioner was advised of diagnosis
and treatment.
No further particulars could be obtained of this

case,
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Case o, 65,

Jeile Admitted 3. 7. 27, Aged 66,

Complained of extreme breathlessness of two days®
duration. four months previously his left leg was amputated
for diabetic ganmgrene., Dur ing the operation he had sudden
collapse and only recovered after massage to the heart.

He remained fairly well after the operation and was sent to
a Convalescent Home in June, that is three months after the
operation.

On the evening of 1. 7, 27 he had a sudden attack of
breathlessness, The following afternoon he h:d another,

Vhen admitted to the ZBoyal Infirmary he was dyspnoeic,
complexion cyanosed, pulse was soft, Heart sounds poor.

Rales over both lungs behind.

memper'ature on admission 99°F,

Blood Fressure 170/90.

Urine; wpecific gravity 1020. No albumin.

Patient was free of symptoms the day following
admission and had no further attacks of dyspnoea,

He went home on 14,7.27,

TELPLRATURE - 4th » 99° - normel,

BLUUD PRLSSURE -

4, 7, 7.  170/90.
10. 7. 27. 170/80,
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Case No, 66,

O Admitted 25,8430,
Dismissed, 20,9,30. Aged 52.

About 8 o'clock o the morning of admission patient
had frontal headache, was sick and vomited bright yellow
material. He stated that he had two separate cardiac at-
tacks the previous day. The first came on about 11.30 a.m. -
was ushered in by palpitation which was followed by nausea,
sickness and vomiting, He felt faint, and lost consciousness
for a short time. There was feeling of ®unstriction of chest
but no actual pain. By @-30 p.m. he felt well but on attempt-
ing to do some work he had a second seizure about 3 p.m. simi-
lar in type to the first but more severe, He was admitted
to the ‘ards at 6.30 p.m., and soon after admission had a
fainting attack and was unconscious for a very short period.
(Rate of Pulse was not noted), He was a well nourished rather
weather beaten man who lay comfortably in bed free of symptoms |
apart from slight feeling of sickness. Mongue was furred,
There was slight discomfort to palpation of epigastrium,

Pulse was regular, of moderate volume, and easily compressible,
There was slight pulsation in supra-sternal notch and carotid
pulsation, particularly on the right side was visible, Apex

beat was visible at nipple line in 5th interspace.
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Cese No. 66 (Contd,)

Cardiac sounds were soft but pure.

Patient's progress was uninterrupted and he was dismissed on
20/9/30 feeling well.

Temperature was subnormal throughout.

Blood Pressure 135/82 25/8/30.
118/82 28/8/30+
130/80 25/9/30.

Viassermann Reaction - hegative.



Case lo. 67 (Contd.)

Te tur (2-26) - 2-28  97.2°F,
(27-28) - 2-28 99°F,
(4,5 and 6) - 3-28 normal,
Blood fresswe. 2.2.28 140/85,

18.3.28 85/58,
30.3.28 105/80.
13.4.28 65/45.

EI_.BO - Ve.

311,
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Cage lo, 67.

Irs R. Aged 62,

Admitted 2,228,
Disnissed. 16.4.28,

For a year previous to admission she was short of breath on
exertion. 1n October 1927 when out walking she was seized with
violent praecordial pain - pain lasted for several minutes and

she had to be assisted home, There was no sickness or vomiting,
Two days prior to admission she had a second attack of praecordial
pain which was relieved by injection of morphia. Although pain
had subsided breathlessness persisted, |

On admission, she was orthopnoeic, looked anxious and complai ned
of "terrinle weakness and shortncss of breath". [Yacies was |
grey and extremities were cold. Pulse was irregular - (the
irregularity being due to frequent extra systoles) and of poor
volume. _ ,
Heart was enlarged to the left. Cardiac sounds were distant, %
poor quality, but pure, There was moist rale at the right base. ;
Patient had two attacks of severe pain during her stay in hospitalé

27.2.28 - lasting 6 hours,
5 3.28 - lasting 12 hours,

Pain was relieved on each occasion by injection of morphia.
No pericardial friction was detected.
She went home on 16,4.28 feeling better but died suddenly three

weeks later.
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Case 1o, 68,

Robert Doig. Aged 72 years. Admitted 11.7.29.
Discherged <27.10.23.

Readmitted 27.2.3l.
Died 21.4.31.

Note from Doctor.

This is an interesting cese of complete heert block
with Stokes 4dems fits. His history is as follows :-

A year ago he was troubled with prasecordisl pain
following an attack of bronchitis. His cardisc sounds were
elmost insudible at that time, but his pulse rate was not
affected. Some time later he ststed he took s giddy turn
while outside, and he had been troubled with dizziness and
shortness of breath since, About three months sgo I sesw him
again and fouund his pulse rate was 24, He wag kept in bad
and s dsy or two later typical Stokes Adems fits made their
appearance. He was kent in bed for three months, the attacks
becoming gradually less frequent. He was seen by Dr. John
Cowen who took a polygraph tracing, confirming the disgnosis of
complete heart block. TLately he has been allowed out of bed,
~ his pulse rate varying from 18 to 30. Rarly this morning
he took suddenly ill again with severe spigsestric pein and
vomiting and the fits have reappesred again, He sesms to have

developed some acute sbdominsl condition, with rigidity of the
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Case Noe. 68 (Contd).

upper abdomen and very great tendernesc, extending slong to
his gall bladder. Sickness has persisted and he is agsin
very ille He had a querter grein of Morphine Sulphate at
7=30 a.me

The patient was an old but powerfully built msn. He
loocked very ill. He was extremely orthopnoeic, His
breathing was typically Cheyne-Stokes.

After admiseion he had many typiceal Stokes Adems seizures
and complete physical exsminastion was imposs ible.

On 14. 7. &8 patient had an attack of sudden severe psin
in right side of chest, radiating to the right shoulder at 2 s.m.
It woes accompanied by a feeling of tightnese and bresthlessness.
It wes very tense at O @2.m. and by 7 a.m. had passed off.
The hesrt sounds were extremely distaent snd feeble. No friction
was sudible over the heart or on right side of chest in front,
Blood pressure 180/60 the following day.

The sputum contsined blood.

The patient remesined in & fairly comforteble condition
cons idering his serious state on sdmission.  He mede steady
- progress snd had oﬁ1y~two Stokes Adems! seizures during the
rest of his stay in hospital - (27. 8. 29 end 29. 8. 29),
The second attack was peculisr, Patient looked pale that



315.
Case llo. 68 (Contd).

morning but stated that he wes feeling better. thilst
telking, he suddenly became very pallid, respirations which
hed been quiet and effortless were now forced and sighing.
The eyes rolled ond he was unconscious for sbout e minute.
Pulse rete 2t the wrist was 120 end spparently reguler.
Fece became engorged and patient soon recovered, except for
spesmodic twitechings effecting the hends and srms. Pulse
rate was now 30 per minute. The patient went home on
6. 104 29 improved but fer from well, His feet tended to
swell when he was up snd he could only welk e very short
distence with support from s nurse,

Since diemissal pstient has been fairly well but
on occesions his feet beceme swollen when he had been walk-
ing but hesd never been hreathless. He wag able to go awsy
on holiday during the summer. On 17. 2, 31 he felt sick
and vomited sbout a pint consisting of stamsch contents and
then green bile. He complsined of a hesdache. For
several days he was generally out of sorté. 0n 20. 2., 31
st 8 2.m. he had an spileptiform convulsive seizure when
his bresthing hecame very lasboured and he hecame very
cyanosed. e felt very hot and was bathed in a cold swest,

being "icy"™ cold to the touch, He held his head back and
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gesped for breath with convulsive movements of 81l his limbs;
thece fits lasted only e few seconds. These sttocks ceme
on each dey until he wes resdmitted to hospitel.

Condition of sdmission, T. 96°80F, P. 26. R. 32.

B.P. 120/70. Petient wes slightly cyshosed ond cold on
admission. His pulse wes very slow, feirly reguler but
rather wesgk.

The sres of cerdisc dullness was not increesed but livér
dullness wes enlerged 2nd pelpeble. It wes not tender on
admission but hed been previously end the skin in this region
wes erythemstous due to blistering. The cerdisc sounds were
very frequent sndvpoor in quality but no murmur could be
detected. There wses very slight oedeme of his legs. He
had several convulsions on the day of admission.

His progress wes greduslly downhill., QOedems incressed,
cerdisc sounds became poorer in quslity and liver becsme more
enlerged and tender, Stokes Adems' seizures occurred zlmost
deilye.

On 13. 4. 31 he had 2 succession of vsry acute sttacks
During the periods of consciousness he showed evidence of
mental deterioration with loss of knowledge of time and plsce.
He greaduslly sank and died on 21. 4. 31 sfter having been
practically unconsc ious for 24 hours.

BePe 14. 7. 29 180/60.
27. 2. 31 120470.

ieRe =~ Ve,
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gsse  No, 639

e licGe Age 51.

Patient was seen in consultation on 25th August 1928,
He complazined of severe 2nd continued substernsl pain.
Pallor wss merked. Pulse was poor but regulsr. Heart
sounds were soft end of poor quslity.
Blood pressure 110Q/65.
When he reported five months lster, he looked 2 somewhat
weather beaten but robust men. Apart from slight shortness
of bresth on exertion he felt wells Pulse was irreguler -

the irregulsrity being due to frecuent extrs systoles.
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CESG NO. 700

Dr. Be. Aged 67 «

Exsmined on 8/6/1931.

For pest 30 years he had been subject to extra-systole

without discomfort, but during the yesr prior to exsmination
he had suffered from attacks of paroxysmal tachycsrdia lssting
from a few minutes to two hours. Lately these sttecks had
become more frequent and he was having ?slight syncopal
seizures.

His previous health was good. He was & totel sbstainer

and smoked littlee

Heart sounds were of poor quality but pure.

Blood pressure 200/110 ¢
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Cste No. 7l.

or. L. Aged 53.

iias exsmined on 20/5/31. He complained of pain on exertion,
Pain was upper sternsl and radiated up into the shoulder and
neck, It was relieved by rest snd sspirin. He had one
attack of psin in bed which was relieved by aspirin, He was
subject to fibrositise

He had a2 similsr attack s year before which lasted on and off
for a fortnight. He was quite well after this attack snd had
worked hard, fish, bathe snd play tennis without discomforte.
During the war he suffered from Leishmsnissis of neck and had
beri-beri with oedems and cardiac weskness.

He was pale and ex¢ited.

Pulse was rapid snd regular. Hesrt sounds were pure.

Blood pressure 145/9%.

Three days later he becasme ill whilst getting his car ready.
He was gick and vomited and suffered from praecordial pein;

he died soon afterwards.



Cose No. 72. 320,

Patient had sufferea from intermittent cleudicatiqn

and petit mel for some time. On 3. 1. 31 she took ill with

vomiting, preecordiel pain and collspse. Seen shout 8 hours
efter, she was very ill, psllid, retehing snd vomiting. ‘
Pulse was very irregular. (Cerdisc sounds of poor guslity.
Blood pressure 30/9  There was oedems of both luigs.

She died next day.

gse  No, 7
¥re Go Age O7. r. D.

For some time petient had suffered from substernsl dis-
comfort on exertion.
On 13. 2. 31 whilst at 2 meeting in Glesgow he hsd sudden

scute psin in upper shdomen. He went to levatory but bowels

did not move. He went to get bus»but‘oould not reasch it end
had to teke 2 csr home. Theresfter bowels moved but there
was no relief to pein. Sew Ur. U, on Mondey 16th - there

wos left sided pleurisy. Qn 17th 2 little blood was present

in spite He hed no nesuses, vomiting or retching but sweating
and latterly dyspnoes. On 2l. 2. 31 he wes sitting up end pele
but voice was strong . Pulse was 120/140, soft end irreéular.
B.P. 45/9. Sounds were of poor quality with ? friction over

sternum, Spit was muco-purulent znd there were rales at both
beses. He died thet night.
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fese  No., 74,

r. S dge 60.

Petient was first examined on 15. 10. 29 when he had
right hemanaesthesias Pulse wes regular but for extras
systole. B.P. 225/110. There'were soft apical systolic
murnure  Opbthdlmoscopic examination showed arterio-sclerotic
changes.

He went a trip to l'arseilles. On 14th April 1931
whilst on deck he felt extreme nsusea. Ve went down to
lavatory but did not vomit. e wss very weak and undressed
with greet difficulty., Shortly efter he was seized by great
pein in lower 1/3 sternmm which lested until the next dsy.

He vomited after meédicine and pein wes relieved. Three davs
later he collapsed while on decks He ceme home rather ill
end had one faint sttack on 28th fpril.

Then secen on 5th Y'ay 1931 he looked well. Colour wes
good. Pulse wss irreguler, the irmegularity being due to
suriculer fibrilletion. Cerdisc sounds were poor in quality

but pure. B. Po 110/70. Lungs were clesr.
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Cese _No, 75,
Lr. Ko A{;e 7.

Petient hed 2n sttesck of Qoronsry Thrombosis two yeers
before he was seen by Ur, Cowen end mzde 2 good recovery.
sleod Pressure wes slways low 2nd down to 90.

In August 1930 he hzd cerebrsl embolism, since then hed
three epileptiform seizures.

When eXamined on 26. 5. 31 looked well but 2 little pale.
Pulse wes reguler. B2.P. 110/60. |

Soft systolic mwmur was sudible at the spex.

Cese  To, 76,

kMrs. Lcl. Aze 07.

For three months had not felt well, dyspnoes being
present on exertion. 3.P. 160, She wes wekened on 28, 5. 31;
by severe pain across chest. ©She felt very ill. There was
some vomiting but no sweating. then seen, 2 few hours lster
she was very ill and pellor was ghastly. Pulse was soft,
rapid and irreguler, B.P. 115. Pericsrdial friction wes’
present.

She died that night.
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Cogse  Tlog 77,

KT 2o Age 66.

Pstient had suffered frow angina on exertion for sevéral;
years. In 1929 he had sn operstion for gallstones. |

On 18. 4, 31 ot Islay he had an atteck of severe sub-
sternal psin. Pain was very bsd 2nd accampanied by
vomiting and retching. There was sweating. He strugsled
home from Islay to Ayr, end was sick all the time. He
became very short of breath and had cough with blood
stained spit and slight pyrexis. ‘hen seen on 22. 4, 31
he was orthopnoeic =2nd there was slight cysnosis., Qedems
of pulmonsry bases wss marked. Pulse was reguler.
Blood pressure 160/95. Pericerdisl friction was present.
He was seen at a later date.  He had heen dyspnoeic and
pleursl effusion was detected. Aspiration showed this to i
be haemorrhsgie in type. Tumour of lung was suspected buf‘ff
the previous history indicated the more likely diagnosis of |
inferction of lung =nd effusion secondary to myocsrdial

lesion,
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(ase  llo, 78,

WelicLe Age T2,

This pstient was examined in consultetion in 1923,
when he had 2 cerebrel sttasck ¢ intermittent claudicetion.
He ked been very well umtil 13. 3. 31 when ke hed on ettsck
of substernsl discomfort, dyspnoes end slight pyrexies. In
spite of this he actuelly went up to town. ‘hen seen on
23. 3. 31 he was very ill, psle and cysnosed. Pulse wes
irreguler end of poor quelity. Pericerdiel friction wes
present slong sternum, There wes oedexs of both bases.

He died suddenly on 31l. 3. 3le

sse [ 79

Lr. Lo © Age 51.

Patient was an old sthlete., On 8. 3. 31 while walking |

home from foothall match, he hed an sttack of sternsl psin
which pessed into left srm. He wes sick and vomited.

when seen 4 dsys later he was delirious. Pulse was irregulsr
There were infsrets in both lungs. Temperesture wes elevatsd.
B.P. 130/65.

He made 2 good recoverye

.
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Case  loo 800

MI’. SO Age 64.

Petient had history of previous angins of 24 year's durstion
On 12. 5. 31 he had 2 tysicsl atteck of coronary thrombosis with_5
intense psin substernal. He perspired freely but had no
vomiting. Blood pressure fell from 160/100 to 115/90.
Pulse was soft. Cerdiasc sounds were poor but pure.
ilhen examined agsin on 13. 6. 31 he had done well but for
several attacks of collapse, Pulse was regular. (ardisc
sounds were of good quality.  B.P. 986/80.
Patient did well.

.Oase  lNoo, 81
Fr. 7o Age 51,

Patient had always been well until 29, 1. 31 whilst at
business he had 2 sudden attack of praecordial pain followed
by epileptifom seizure. During the attack it was noted that
his pulse was extremely slow. When seen some time later
pulse was regular. (Cerdiac sounds were soft bul pure.

Blood pressure 140/75.

He made 2 good recoverye
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2eve I're o dge 7.

Suffered from angina for one yesr previous to 7. 9. 29
when he had severe attack of praecordial pesin lasting sixteen
hours. Pein radiated down both arms. He did not vomit.
Heart sounds.were of poor quality. The following dey he
.complained of abdominel pain. Pericerdisl friction was not
present.

{lhen seen on 3. 10. 29 patient was now much better.
Pulse was regular and soft. Heart sounds were pure but of
poer quslitye.

On 7. <. 1931 patient felt well., There wes irrerulsrity
of pulse due to occesional extre systole.

Patient did very well.

31004 Pressure 3. 10. 29 108/50.

7. 2. 23 145/75,
10 3. 2l 150/80.
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Cese o, 83,

L. e Age 52,

Patient bed slways enjoyed good health until October 1330,
wken he had an attack of Loronsry Thrombosis compliceted by
double femorsl thrombosis and infarction of lung.

On 16. 1C. 30 he was seen in consultstion by A.i/.He efter
heving been seen by esnother consultent. When exsmined sgain
by A.i.H. on 2. 3. 31 he felt very well. Pulse was regulsr.
Sounde were poor. There were dilsted veins on chest snd
sbdomen.

Blood Pressure  16. 10, 30 103/65.

2. 3. 31 120/65.

Cese  No, 84,

EiSS Fo Age 84—0

Petient was e very active 0ld lady who hed been in bed
with feverish cold snd bronchitis., £he wzkened up esrly in
‘the morning of 12. 2. 23 with upper sbdominel pein, collspse,
voriiting, sweatinge. Acute ebdomen was suspected.s hen seen
laster in the dey she wes very ill and delirious, Pulse wes
of poor cuslity., Cardisc sounds were almost insudible end
pericerdisl friction was heasrd. She remsined ill for some
time. 7hen seen sgain on 22. 1. 31 she was very well.
~ Pulse wes reguler,  B.P. 21(/90. (erdisc sounds were pure.

" She made @ good recovery end is going sbout es ususl. 1°31.




Kre e - Age 84, Dr. I.

Patient hed been golfing two rouads deily at Duabar snd
ceme home on 25, 4. 30. The following day while hoeing in
the gerden he had en attack of pein in front of chest snd down
left arm. Jihen seen by me six hours later, he had little
or no pein. His face wss grey snl he was sweating.  Tongue
‘was dirty snd bresth foul.  He bad occasionsl vomiting.
Puise wos regulsr. B.P. 145/90 2 There was well marked
pericardial friction all over. Some rale was preseat ét
bases of lungs. ‘

On 3. 5. 30 Dr. Ingran reported he was doing well.

when geen again on 4. 8, 30 he was very well e2nd looking
well. Fis exercise.tolersnce was good and he was et bus iness
daily.  Pulse was regular. There was slight V3. al apex,
distant at sortic cartilage. = B.P. 175/85.

Lungs were clear.
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Cose oo &6 .

Lr. S. Age 52,

For some time, 2 Weeks! had been troubled with a little
praecordisl pain on exertion. His feet swelled but he could .
play golfe On 3. 2. 30 he had o severe sttack of substernal
pein. Pain radiated down both erms. Uhen seen the following
day he was much distressed. There was intence pellor. Tongue
was costed and breeth foul, Vomiting wes elmost continuous.
Pulce wes fest and elternating. B.P. 110/80. (Cerdisc
sounds were poor but pure.

He did very well.

Cese Nol.. 87.

Ir. Le Age 52,

Petient héd suffered from sngine for three weeks end had

to stop frequently whilst out walking, On 5. 3. 30 he was rj

awekened by severe pein - substernel and in upper ebdomen.
gondition was thought to be scute abéomen, but pain went down
right srm. Vomiting was constant. ihen seen, his face
was ghestly. He was sweeting profusely end sick end vomiting.
Pulse wes impefceptible. Blood pressure wes impossible to
estimstes

He died ohe hour later.
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Cese llo. 8G.

Age 67,

5
L ]
to
*

Petient used to take 2 good deal of slcohol.

Pein wes very severe on 5. 0. 30 - retrosternsl

and down inner side of both srms. There was no vomiting
but 2 little retching. Sweating was profuse and alsrm was
marked. Pain was persistent., He wes given morphine and

was quiet all night but pain came back in the morning,

Two days later he looked a1l right but lips were slishtly
blue. Pulse was regulsr and soft. 3.P, 128/92, Cardiac
sounds were poore. There wes some pulmonary catarrh.

O0n the 8th he felt comfortabls but died quite suddenly
at 3 pem. '

ty
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Case U0, 894

Dr. 4.P.G. Age 50,

81.3.30. Since June 1929 he had been troubled with
substernal paln on exertion and once or twice when st rest.
Of late sttacks hzd beenmore frequent 2nd he stated that they
radiated to the risht elbow. He was at Crieff over the week-
end but not feeling well ceme home. He was fairly well but
at 11 pem. 17. 3., 30 be had 2n attack of agonising pain over
fbe lower sternsl region as if he were 'being crushed until
he burst", Pain radisted to right erm and there was a little
numbness in the hande He begsn to epit much bloody mucus.
He wes given morphine with some relief, He wss seen by me st
18 noon next dey. He wes restless. There wes slight vomiting.
Pulse wes reguler. soft end repid. B.P. 108/80. Cordisc
sounds were poor., Lips.were bluish., Colour wss otherwise
good. 4 good desl of moist rale wses present over front of
chest, Fe weos sweeting o little. At 11 pem. his face was
grey, oshen end sunken. Pulse wes imperceptible. Breathing
was lzboured snd he was spperently dying. 1 c.c. Strophenthone
wes sdministered.

0n.19,3.30 he wes much better. Pulse wes soft snd
irreguler but he wes still o 1little cysnosed.

20.3.30« B.P. 100/80.

cl.3.3D 98 /70

2363030 98/68 |

* on 25.3.30 B.P. wes 95/45. He was very well. Pulse




Case No. 83. (Gontd.).

wes reguler. Colour wes good. Lungs were clesr.

There was no cysnosis. Cerdisc sounds were poor.
£7.3.30¢ B.Pe 92/65. Pulse was regul ar.
29.3.30.. He died suddenly at 4 p.m.

332,
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Csse No. 900

ir. K Age 540 : DroLo

Petient seen by me for glycosuris 8.3.2%. when he bhad
e very moderste mild disbetes (glucose curve). B.P. 160/90,
up to 170/90.

On 19.3.28 he was very well. B.P. 158/83.

On 14,12.30 while out welking he hed anginel symptoms «
Yix days lster he had 21 sttsck of anginsl symptoms. He wes
vomiting, retching end sweating. He was very ill.
Pulse wes soft end irreguler. 3.P. 118/80. Pericerditis
was audible. Temperature wes slightly elevated.

when seen agsin on 23.3.31 he was very well, 2%%
glucose in urine. Pulse regulsr a2nd cardisc sounds were of

good quality.



334,
ase  No. 3

MY 4, Age 63. » Dr. P.

Patient seen by me 3% years before suffering from
high blood pressurs. He did fairly well but for pest year
had slight angins on exertion, ceasing when at rest. Since
May attacks were more severe but were relieved by amyl.
nitrite. He ceme home from Ilillport on 8.3.30 and for two
nights took attacks in bed.

He was geen by Dr. P. on 9.9.30 after attack of
substernal pain which radiated down hoth arms and inte
throat. Dr. P. found B.P. 210/144,  Attack followed.
5ePe in attack 220/156. Two minutes after amyl. nitrite
210/130. ulse was rapid about 120. He had another
sttack on 10.9.30. He wes excited but hed no vomiting

or sweating. [Fletulence was marked. Cough was trouble~.

sone., le was very flushed and excited. DPulse was regulsr :
llO—lZOo There was soft epicsl systolic murmur. B.P. E
170/110. There was moist rale at left base.

He died in 10 dayse.
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Case No, 92,
AL, Aged 49, Admitted 30.,12.31.

| Dismissed 5. 1.32.
Insurance Accountant.

Patient had been in good health until 9 a.m. on 30th
December 1931 When, after running for a bus, he had an attack
of severe anginal pain; swooned and fainted. He was in a
fainting condition ror about a quarter of an hour,

Un recovery he felt very weak and had constant
gripping pain, behind the sternum and down both arms, He
felt sick and vomited small amounts and had the feeling that
if he could be prOpefly sick he would be better,

Patient was a moderately well developed man, very
grey haired and prematurely aged. There was slight cyanosis,
Pulse' was feeble and irregular, the irregularity
being due to frequent extra systoles,
Cardiac sounds were distant and of poor quality.
No murmurs were audible. The chest was clear,
He steadily improved after admission and on 5. 1. 2|
insisted on returning to his own home for treatment,
TEWPLRATURE - normal throughout,
BLOOD PRuSHURE - '

31. 12. 3l. 98/78.
5, 1. 32. 100/75.

WHITE BLOOD COUNT -
5. 1. 32. 5400. per c.mm.
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Case Wo, 93,

H.G, Aged 44 years. Shopkeeper,

Dur ing the Christmas Season of 1931 he was working
hard from 6 a.m, until late at night. Apart from feeling
tired he was not unduly upset.

On the afternoon of December 27th, however, about an
hour after running to cateh a tramcar he was seized by sensation
of constriction in his chest; he felt that he was dying and
collapsed. He soon made a partial recovery but for two hours
he was breathless, felt nauseated and vomited.

These symptoms were relieved by the administration
of alecohol.,

He was seen by me on the following day and stated
that apart from a siight shortness of breath he was comparatively
well. He had no pain and was quite definite that the sensation
of constriction had at no time been painful,

His face was ashen grey and his lips were pale,
Pulse was regular but rapid 100 per minute. 1t was of low
tension and poor volume. Blood pressure 105/78, Cardiac
sounds were almost inaudible but pure,

There were a few crepitations at both bases.
Temperature was normal., Leucocytes 12000 per c.mm.

His w nvalescence was uneventful until the

~evening of 24nd January 1932 when he had a return of chest
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Cagse No, 93 (Continued).

constriction and breathlessness. ™he attack lasted a few
minutes, He had no sickness but complained of a fecling
of numbness down the inside of both arms.

During the following two nights (23rd and 24th)
he had similar attacks,

Since then he has remained well and been entirely

free of symptoms,

Temperature was normal throughout.

Blood Pressure: -

26. 12, 31 105/78.
29, 12, 31 |
30. 12, 31 110-105 / 84-78.
2. 1. 32.
8. 1. 32.
15. 1. 32. 115-120 / 84-80.
24, 1. 32. |
25. 1.32. (
26. 1. 32, )
27, 1. 32.

White Blood Count;-
28. 12, 31. 12000
6. 1l. 32. 11000
13. 1. 32. 13000
20. 1. 32. 2000
25, 1. 32. 10000
30. 1. 32. 10000.
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