
Osler’s Museum Specimens of Heart

There are 55 of Osler’s autopsy museum specimens on display at the McGill

Pathology Institute. Of these, 23 are examples of heart disease, including ten

cases of endocarditis. A review of related publications reveal that Osler was one

of the first to stress the significance of micrococci and prior scarring of valves in

infective endocarditis, and the differences between congenital and acquired

bicuspid aortic valves. His review articles on other heart diseases, such as cardiac

thrombi, tuberculous endocarditis and congenital heart disease, contributed

significantly to the general understanding of these entities during the latter part of

the nineteenth and the first part of the twentieth centuries. It is concluded that Sir

William Osier played an important role in the development of current concepts of

heart disease.

#{176}From tile Department of Pathoiogy,University of Texas

Medical Branch, Galveston, Texas.
a #{176}Professor of Pathology.
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S � William Osler’s activities as a physician have

permeated all areas of medicine, both during his

lifetime and in the past 50 years. The magnitude

and excellence of his careers as a clinician at

Philadelphia and Baltimore and as Regius Professor

in London have overshadowed the first ten years of

his professional life at McGill Medical School. Osler

acted in the capacity of pathologist at the Montreal

General Hospital from 1876 to 1884. � During this

period he laid the foundations of his diagnostic

expertise by performing and studying 786 autopsies.

Osler’s autopsy experience involved more than

dissection. He utilized the material extensively, in

teaching, for publications and by the collection of

approximately 200 museum specimens. According

to Maude Abbott,2 nearly one-third of his publica-

tions on clinico-pathologic topics and over 50 per-

cent of the original museum specimens were related

to the circulatory system. Fifty-five of Osler’s speci-

mens have survived and are on display at the

McGill Pathology Institute. Thirty-eight are exam-

pies of cardiovascular disease and 23 of these are of

diseases of the heart ( Table 1).

A study of Osler’s heart specimens provides an

opportunity to evaluate his contril)utions to our

knowledge of heart disease and to examine some

concepts of heart disease in the late 19th century.

His museum specimens were obtained from the

autopsies he performed himself.

Table 1-Existing Osler Heart Specimens at

McGill Pathology institute

Diagnosis

No.

Spccinlcns

\IU5(�t1II1

No.

Fibrosis of Tnyo(ardillnl 2 6, 7
Fatty heart with rtipture . 1 8

.\ciite l)urul(�nt l)(’ri(arditis I 9

Pericarditis (fibrinous) I 10

Sui)acute tuherculous pericarditis I 11

H�pertrophy of heart 1 12

Mitral and tricuspid stenosis I 13

Pulmonary stenosis I 14

Aortic stenosis 1 15

Acute infective endocarditis 7 16, 17, 18,

19, 20, 23,

26

Subacute infective endocarditis I 22

Chronic infective endocarditis 2 24, 25

Bicuspid aortic valve I 21

Ball thrombus of heart I 27

Secondary (�ar(�inoma of heart I 28
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REcoRDS OF O5LEH’s AUTOPSIES

Osler performed a�)�)roximately 100 autopsies a

year from 1876 tO. 1884. \lost of the Protocols were

written i�y liiniself in five volumes. Some were

recorded by student clerks from his dictation. In

1890, while at Baltimore, he borrowed these vol-

umes to assist in the writing of his textbook of

medicine.3 Only the first three volumes were re-

turned and are now catalogued in the Osler Library

at \lcGill4 #{176}as a significant part of Osler’s records.

From the existing records it is evident that Osler

did a thorough, fairly detailed and competent

autopsy. The language is terse, non-verbose and

clear. There is little of the flowery rhetoric of his

later years. The descriptions are readily understand-

.al)le to a modern pathologist. \\Teights and mea-

surements are abundant and include heart weight,

valve circumferences, and thickness of ventricular

walls. These protocols are modern in their method-

ology.

In one sense, the initial reaction on surveying the

autopsy protocols is one of disappointment. Only

rarely are there notations of the patient’s signs,

symptoms or occupation. Occasionally even age and

sex are not recorded. There is no mention of

microscopic findings and no clinical-pathologic cor-

relations. These are, simply, the protocols of a

thorough, conscientious and hard-working autopsy

technician. However, one must examine all of

Osler’s activities I)efOre it becomes apparent that his

orientation to pathology was far more than descrip-

tive. His protocols were merely the initial recording

of data, to be followed by printed post-mortem

reports and many publications.

Osler’s two Pathological Reports of the Montreal

General Hospital represent the first such publica-

tions in Canada. � . � Although they are a selection of

his autopsy protocols they provide a clue to his true

orientation. \lany contain clinical histories, a few

have extensive discussions of the cases, and some

have detailed microscopic descriptions. An example

of a microscopic description in his Post-Mortem

Records is diphtheritic myocarditis. “ Evidently Os-

icr kept separate records of his histologic studies,

none of which can be found today. However, his

1�P�’� related to autopsy case material are readily
available.

Osler’s 1)ul)licatiOns during his McGill period

consisted largely of short descriptions of individual

specimens. However, he did publish detailed re-

views of several heart diseases, including hyper-

1 0 fibroid a1 1 and infectious endocar-

1 2 The last two examples contain microscopic

descriptions. These represented major contributions

to the medical literature of his day. Osler’s most

significant scientific work was in the field of cardiol-

ogy, including endocarditis, valvular stenosis, mvo-

cardial fibrosis, cardiac hvpertrophy, pericarditis

and congenital heart disease.

OSLER AND ENnocARDITIS

Endocarditis is represented by ten of the existing

Osler s1)eci111eI�s. All have involvement of the mitral

and/or aortic valves. Seven are labeled as acute

endocarditis ( Fig 1 ) , one as subacute and two as

chronic ( Fig 2 ) . Eight are also designated as

recurrent, presumably on the basis of pre-existing

thickening of the valve cusps or leaflets. In one

51)ecimell the basic lesion is a bicuspid aortic valve
with superimposed endocarditis.

Osler included several cases of endocarditis in the

Post-Mortem Reports of the Montreal General Hos-

pital. ‘ � 1 4 He also published descriptions of mdi-

vidual specimens. However, these do not contain

any interpretation or assessment. His first major

paper on endocarditis was in the Archives of

Me(lwine of 1881, 1 2 in which he refers to 57 cases

of endocarditis, 13 of which had meningitis and 22

pneumonia. Included is one case occurring in a cow.

His classification at that time was primary ( of no

obvious cause ) , secondary ( to some inflammatory

focus ) and recurrent ( engrafted on chronic valve

disease ) . Fle clearly distinguished infective endo-

carditis from “rheumatism.”

In the paper of 1881, 1 2 Osler also described the

histologic finding of micrococci which he consid-

F1;uuE 1 . \IllsetItJl card description : acute infective ciwlo-

carditis. Acute infective ( recurrent ) endocarditis of aortic

v(_.in Witll destruction of anterior, and fibrinous tag �)rOjecting

froni left posterior cusp. \laIl, age 60 years. Anasarca and

1)urP��ra. \Itiltiple infarcts of sI)ieen. Note thickeneti valves
from previous attack of simple and tllronli)otic nlalignant

cilaracter of recent tlestruction process. Ref. \ICH PM 16/

1876. Presented by Dr. W. Osler ( i��u�eum no. 18).
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FIGu1IE 2. Museum card description : cllronic infective ( re-

current ) endocarditis of aortic valves. Fusion of anterior and

rigilt posterior cusps with ulceration and perforation of these,

and extension of the inflammatory process upon the sub-

jacent Illural endocardium, and through the undefended

space into the right auricle, with perforation of septal cusp

of tile tricuspid valve. Calcification of infiamnlatory products.

Presented by Dr. W. Osler ( museum no. 24).

ered to be the etiologic agent in endocarditis. He

also mentioned two pathways by which micrococci

might reach the valve-by embolism of small vessels

or by deposition on the surface. However, he was

not the first to make this observation, though one of

the first to popularize the relationship. By 1883 the

knowledge of the presence of micrococci in endo-

carditis was sufficiently general to be discussed by

Coats in his Manual of 1 3 He gave credit

for the observation to Krebs, KOster, and Osler. Six

years later, in Delafield and Prudden’s Handbook of

Pathological Anatomy and islO there is

reference to the culturing of Staphylococcus pyo-

genes aureus and Streptococcus viridans from le-

sions of infective endocarditis.

The priority for the observation of the frequent

incidence of these infective processes in malformed

cusps has been given by Maude Abbott to �

However, Osler clearly stated that this correlation

had been made previously by Sir James Paget in

1844. 1 5 rt1 � has recently pointed out that

Paget had described a pathologic curiosity, but

Osler was the first to make the more specific

association with infective endocarditis.

Osler’s major contribution to the literature on

endocarditis was in 1885, one year after he left

N’Iontreal for Philadelphia. This consisted of the

Gulstonian Lectures which he delivered before the

Royal College of Physicians of London and were

published in the British Medical Journal of 1885.18

He reviewed in detail the clinical and pathologic

findings of 209 cases, including his own and pub-

lished cases. He suggested a clinical classification of

simple and malignant on the basis of mild and

severe. Osler listed many possible complications

including perforated cusp, ruptured chordae, spread

to chamber, emboli, infarcts, miliary abscesses and

retinal and skin hemorrhages. He again stressed

that many cases are due to microorganisms spread-

ing from the lung and occur on sclerosed valves.

Another term used by Osler for scierosed and

deformed valves was chronic endocarditis. In 1889

Delafield2#{176} listed two types, following acute endo-

carditis or a chronic lesion from the first. Osler, in

discussing the paper, recognized that its clinical

effects were due to “gradual failure in the compen-

sation of the heart.” In the first edition of Osler’s

Principles and Practice of Mcine21 there is a

more complete list of causes including acute rheu-

matic fever, alcohol, syphilis, gout, and prolonged

and heavy exertion. Considered in their entirety,

Osler’s writings on endocarditis are not only impres-

sive, but also indicative of a considerable influence

in his day.

OSLER AND VALVULAR S�ri�NosIs

Four of Osler’s museum specimens are examples

of valvular stenosis-mitral and tricuspid stenosis,

pulmonary stenosis ( Fig 3 ) , aortic stenosis and

mitral stenosis with a ball thrombus. As early as

187722 he published with R. P. Howard an account

of two cases of mitral and tricuspid stenosis. He did

not consider the changes to be of congenital origin

because the foramen ovale was closed. He sug-

gested that they were the result of rheumatism and

FICURE 3. \Iuseunl card description: pulmonary stenosis.

Atresia of inflanlnlatory origin. Presented by Dr. W. Osler
( museun� no. 14).
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FIGURE 4. \luseum cartl description : heart-ball throllihus.

Round i)all thronhl)us in left auricle in Illitral stenosis, eIll-

holisnl of aixlofllinal aorta and thn)Iui)osis of left exterllal

iliac. The tilronlbus tile size of i golf hail lies free across the

Illitral orifices. Note jagged end of old thronlbus in appendix.

Woman, age 44 years. History of rheumatism and repeated
failing compensation. Gangrene of left leg from enlboiism

of right iliac artery. Ref. NIGH 18/90. Surg. Case Book F.

xv. P. iii. Presented by Dr. Wyatt Johnson and Dr. W. Osler
( Il1t1S�t1Ill no. 27 ).
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chorea in early life. In contrast are Coats’ textbook

of 1883 1 5 and Delafield and Prudden’s of 1889,10

both of which contain a simple statement that

mitral stenosis is caused by chronic endocarditis. In

Osler’s textbook of 18922� there is an excellent

clinical and pathologic account of both mitral and

tricuspid stenosis with a detailed discussion of

pathologic-physiologic changes that is almost mod-

em in content. Of interest is Osler’s paper on

tricuspid stenosis in the i\iedical News of 188224 in

which he attributed small granular kidneys to the

valvular stenosis.

One of the existing specimens is an excellent

example of a ball thrombus of the left atrium

associated with mitral stenosis ( Fig 4 ) . In the Johns

Hopkins Hospital Reports of 1891 2 � Osler de-

scribed two cases, one seen at Montreal and the

other at Baltimore. He suggested that these thrombi

were not likely to produce any special symptoms.

However, in 1897,2� in a similar paper in the

Montreal Medical Journal, Osler indicated that

sudden death may be caused by plugging of the

stenosed mitral orifice by the ball thrombus. He was

considerably antedated by Coats15 who mentioned

obstruction of the valve by an auricular thrombus

and described retrograde congestion and a small

left ventricle.

FIGURE 5. Museum card description : heart-fibrosis of myo-

cardiunl. Localized fibrosis of myocardiiin� in atheronla anti

throlllbosis of the coronaries. Man, age 60 years. History of

repeated anginal attacks extending over ten years. Death

fronl failing compensation. Note coulpiete occlusion of trans-

verse branch of right coronary with dense SCi��O515 in area

of heart muscle supplied. Presented by Dr. Osler and Dr.

Howarti, 1877 ( museuni no. 7).

Less prominent in Osler’s writings are pulmonary

and aortic stenosis. Osler’s Montreal General Hospi-

tal autopsy no. 176� described a case of pulmonary

stenosis in a four-month-old infant. The pulmonary

valve had fused cusps leaving an opening of only

9-10 mm. Both the right and left ventricles were

hypertrophied and there was thickening of the

endocardium of the right ventricle. Osler did not

publish any account of pulmonary stenosis. In the

Canada Medical Record of 1878�79,27 there is a

mention that Osler presented a specimen of congen-

ital stenosis of the pulmonary artery with enlarged

ductus arteriosus before the Montreal Medico-Chi-

rurgical Society.

Osler (lid not publish any papers on aortic stenosis

although his Principles and Practice of Medicine28

provided an excellent clinical and pathologic de-

scription, with suggested causes similar to those for

mitral stenosis. However, Osler’s contribution to the

understanding of valvular stenosis was relatively

n#{236}inor.

OSLER AND MYOCARDIAL Fusnosis

Two of Osler’s specimens are labeled as fibrosis of

the myocardium ( Fig 5 ) . One heart is from Mont-

real General Hospital autopsy no. 67� in which

Osler described emaciation, edema, ascites, serous
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atrophy of fat, large dilated heart, thrombus of left

ventricular endocardium, gray alteration of the left

myocardium and granular kidneys. A more detailed

clinical and pathologic description of this case is

given in a paper on “A Case of Fibroid Disease of

the Heart,” published in the Canada Medical and

Surgical Journal of 1880 by Dr. R. P. Howard,

Professor of Medicine at cG29 Osler provided

gross and microscopic descriptions for this paper.

“A layer of yellow stratified fibrin about II inch thick adheres
to the lining of tile left ventricle and covers about the inferior

two-thirds of its anterior wall, whence it extends somewhat

over the septum. On section, about the internal half of the

wall of the ventricle at the site of the adhering fibrin, has lost

its nluscular appearance and color, and is anaemic, of pale

grey hue, and tough, crunching under the knife.”

“Microscopical exanlination of the portion involving the sep-

tum near the apex showed it to be made up of ordinary

connective tissue fibers, arranged in wavy bundles, with very

few corpuscles or fibre cells. In the greater part of the area no

trace of muscle substance is found, but at the margins the

new growth is seen penetrating between the muscle fibers,

some of which are colllpleteiy cut off and isolated. The

endocardium over tile spot is thickened. Many of the muscle

fibres in contiguous parts presented brown granules and fatty

molecules. “�

The 1881 paper2” also included an extensive

discussion of “fibroid transformation” of the heart.

The prevailing opinion as to causation at that time

was a chronic myocarditis, resulting from endocar-

ditis or pericarditis which extended to the myocar-

dium. However, the author suggested that there

were three causes-degeneration of the myocardium

due to some disturbance of innervation of the heart,

primary hypertrophy of myocardial fibrous tissue

and fibrosis of inflammatory origin. Eleven years

later, in Osler’s Principles and Practice of Medi-

cine,�#{176} the term fibrous myocarditis was used for

the end result of gradual transformation of areas of

anemic necrosis due to blocking of a coronary vessel

by thrombus or embolus. Nonetheless, Osler cannot

be given credit for the initial delineation of the

cause of myocardial fibrosis.

OSLER AND CARDIAC HYPERTROPHY

The one specimen of hypertrophy of the heart in

the existing Osler museum specimens is an excellent

example of the multiple ways in which he capital-

ized on his autopsy experiences. The case formed

the basis for a museum specimen, a detailed ac-

count in the first Pathological Report of the Mont-

real General �1 and a review article. � 2

The patient was a 39-year-old man who died about

six months after the onset of heart failure. The

autopsy protocol No. 444 described a 610 gm heart

with no lesions of the valves. The kidneys were

smooth and the arteries of the body did not have

any signs of degeneration.

The description of this case in the Montreal

General Hospital Pathological Report of 1878� 1

accompanied by a short discussion. Osler empha-

sized that, “There were none of the common causes

present to account for the hypertrophy of the

heart-no valvular disease, no arterial degeneration,

no chronic renal or pulmonary disease.” He then

suggested that the cause may have been overstrain

and prolonged muscular exertion, as previously

reported in the German literature.

This case was further used by Osler for a paper

on a “Case of Hypertrophy, Dilatation and Fatty

Degeneration of the Heart, Consequent Upon Pro-

longed Muscular Exertion,” published in the Can-

ada Medical and Surgical Journal of March, 1878. � 2

It was now noted that the patient was a blacksmith.

There is a more comprehensive review of the

literature on the effects of muscular exertion on the

heart. Osler listed rupture of valves, irritable heart,

increased aortic pressure with aortic incompetence

and primary dilatation and hypertrophy as effects

of overwork. He stated that “severe muscular exer-

tion affects the circulation by interfering with

respiration and the free passage of blood through

the lungs; the right heart gets over-loaded, the

systemic veins full, and thus an obstacle is offered to

the outflow of blood from arteries; in consequence

of which the left ventricle becomes dilated and

must hypertrophy to overcome the increased resis-

tance to the arterial flow. “ Another case of cardiac

hypertrophy was described in the second Pathologi-

cal Report of the Montreal General Hospital.1� In

discussing this case he broadened his concept of

causation by stating that “All circumstances which

tend to produce, and keep up, a state of high

tension in the arterial system may lead to dilatation

and hypertrophy of the heart.” Thirteen years later,

Osler’s Principles and Practice of Medicine :� 4 con-

tamed a still more sophisticated account of cardiac

hypertrophy. Causes of left ventricular hypertrophy

included aortic valve disease, mitral insufficiency,

pericardial adhesions, sclerotic myocarditis, hyper-

thyroidism, tea, alcohol, tobacco, general arterio-

sclerosis and hypertension. Right ventricular hyper-

trophy was considered to arise from valve lesions,

lung disease and left-sided heart disease. Thus, in

his textbook, Osler attained a currently acceptable

concept of cardiac hypertrophy.

Osler and Pericarditis

Three of the existing Osler specimens are exam-

pies of pericarditis. One is an acute purulent

pericarditis, another a fibrinous pericarditis ( Fig 6),

and the third tuberculous pericarditis. Osler did not

publish any papers on nontuberculous pericarditis.
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FI(;UHE 6. \IuseIlIll carti description: lleart-1)erlcarditis. Acute

fibrinous dr�’ or plastic pericartlitis. “Cor villosulll or “bread

anti illutter heart. Note shaggy fibrin, tilickly linillg 1)0th

layers. Ref. Dem. I, 1881. Presented by Dr. \V. Osler ( museuni

110. 10).

lii his Principles and Practice of Medicine�5 he

divided pericarditis into primary and secondary, the

latter being associated with rheumatism, septic

processes, eruptive fevers and gout. He referred to

its occurrence in five of his Montreal cases of

pneumonia and also with ulcerative endocarditis,

purulent myocarditis and aortic aneurysm. His mor-

phologic classification was acute, dry, with effusion

and chronic adhesive. Osler’s discussion of pericar-

(litis includes an excellent commentary on the

effects of pericardial fluid on the action of the

heart.

Tuberculous pericarditis was the basis for a

lengths’ review article in the American Journal of

Methcal Sciences in 1893. :io It was based on 17

cases of tuberculous pericarditis occurring in 275

cases of tuberculosis which Osler had encountered

in 1000 autopsy cases seen at Montreal, Philadel-

1)hia and Baltimore. Included is his Montreal autop-

sy No. 15O� was a five-year-old boy with miliary

tubercles of the lungs, peritoneutn and pericardium.

Of interest is his assertion that infection of the

pericardium is due to spread from the lung and

caseous mediastinal lymph nodes. Fle divided tu-

berculous 1)ericarditis into four clinical groups-la-

tent, cardiac insufficiency, acute tuberculosis and

acute Pericarditis. Osler’s studies of pericarditis

�vould l)e of considerable importance today, if its

incidence had not decreased.

Oiler and Congenital Heart Disease

The only example of congenital heart disease in

Osler’s sI)ecimells is bicuspid aortic valve. The first

record of this condition in Osler’s writings is

Montreal autopsy No. 135� in which is described a

690 gm heart with an aortic valve consisting of only

two valves sel)arated by an irregular interval. In the

\lontreal General Hospital pathologic report of

1878:�7 he added a clinical history of shortness of

1)reath, palpitations, edema, slight jaundice and a

(louble murmur �it the base.

Osler’s discussion of bicuspid aortic valve is

found in two papers, both published in 1886, one in

the Transactions of the Association of American

P1it�.sicians�8 and the other in the Journal of the

America ii Z’iIedical Association . :�9 E ighteen cases

seeIl at the Montreal General Hospital are de-

scril)ed. Ulcerative endocarditis was present in

eight and sudden death occurred in two. Osler

believed that the majority of cases were congenital

in origin. He favored an anomaly of development as

the cause rather than fetal endocarditis because it

was associated with other anomalies of the heart

and because the two cusps were usually of similar

length and had a smooth appearance.

Osler1 s made a significant contribution by care-

fully delineating the anatom ic characteristics of

congenital bicuspid aortic valve with a raph#{233} as

compared to acquired bicuspid aortic valve with

fusion of two cusps.

“In the conjoint valve there are three I)oints to be noted. The

free border was usually straight, oftentinles curled, and in no

instance was there any nodular tilickening indicative of tile

presence of a corpus Arantii. The attachetl border presented,

from the ventricular aspect, either the normal contour of a

semilunar valve, or, more comnioniy, a silaliow groove, in-

dicative of the junction of two cusps. Tile aortic side of tile

valve presented in all tile cases a more or less (listinct rapll#{233},

or fraennnl, dividing, or in(iicating a division into, t%v() si-

noses. This rapile, tile representative of the i)an(ls \vllicil in

the normal segments unite thenl to the aortic wall, was

present either ( a ) as a narrow elevated ridge confined to the

�iortic �vall; ( I) ) �t5 a single hand passing for a variable

distance on to the valve; or ( c ) was divided into two distinct

portions, which passed out the inner aspect of the valve anti

were ultimately lost. The sinuses of Valsalva, tilils incom-

pletely nlarked, were usually of equal size, anti in sixteen of

the cases tiley gave origin to the coronary arteries. ‘�

Although there is now some doubt that congeni-

tally bicuspid aortic valves can be readily distin-

guished from acquired 1 I) Osler18 did popu-

larize the fact that there are two etiologic types.

Two other publications are indicative of Osler’s

interest in congenital heart disease. In the second

Montreal General Hospital Reports of 188O�#{176} he

described four cases of cardiac anomalies, two of

pulmonary atresia, one of premature closure of the

foramen ovale with general dropsy, and one of

“aorta given off from the right ventricle. “ He
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suggested that dropsy might he the result of dis-

turbed fetal circulation due to the premature do-

sure of the foramen ovale. The case labeled as

“aorta given off from the right ventricle” was also

discussed by Osler in his chapter on “Congenital

Affections of the Heart” in Keating’s Cyclopedia of

the Diseases of Children of 8841 The case was

now labeled as transposition of the aorta and

pulmonary artery.

“A fehis of the eighth month presented all the malformations

above referred to. The heart was not nluch enlarged; the

rigllt auricle was of Illoderate size; the cavae were normal;

the Eustachian valve was large, and tile foramen ovale open.

The tricuspid valves presented t\V0 heaci-like Ilemorrhagic

nodules. From tile right ventricle, \vilich was larger tilan the

left, a vessel was given off, eigllt millinleters in �Vidtil at the

root, which passed over a vessel enlerging fronl the left

ventricle, crossed the left bronchus, and then descended as

tile thoracic aorta. Seven Illillililetres fronl its origin it gave

off a small 1)ullllonarY branch to imperfectly-developed lungs,

anti, just before it reaciled the spine, the left subclavian

I)assed off vertically to tile first rib. The left ventricle was
snlaller tilan tile right. The mitral orifice anti valves were

florillal. From this chamber a vessel passed up on the trachea

without comullinicating witil tile vessel from tile right ventri-

dc; it tilen divitieti into tile innominate and left common

carotid arteries. In the septum ventriculorum was a snlall

orifice, tile size of a goose-quill, at tile upper anti hack part of

tile septum. Tile selllilunar valves in both vessels were

abnornlal; tilere were only two on the branch from the left

ventricle, anti in that one froul the right two of full size and

i)etWeen tilelll a tiny inlperfect one.”41

The above is an excellent description of interrup-

tion of the aortic arch, the first account of which has

been attributed to Steidele of Vienna in the 18th

42

In addition to individual case reports, Osler’s 21

page chapter on congenital heart disease in Keat-

ing’s Cijclopedkz4 1 was a systematic review of the

subject. His classification included general anoma-

lies and anomalies of the septa, valves and larger

vessels. Only the more common and less complex

anomalies were presented. There was no mention of

more coml)hcated aI)normalities such as tetralogy of

Fallot. The major symptoms described were cyano-

sis, clubbing of the fingers and toes and murmurs.

Three categories of etiology were discussed-persis-

tence of normal fetal structures which normally

disappear, anomalies of development and fetal

endocarditis. Osler’s recommendations for treat-

ment were brief and “largely hygienic.” Osler’s

chapter in his own textbook4 :� was even shorter, five

pages. He stressed that congenital heart disease is

of limited clinical interest as it is either not compat-

ible with life or else no treatment is available.

Although this statement is not true today, it ade-

quately summarized the status of cardiac anomalies

prior to the past few decades.

DIscussioN

Although Osler did not make any “new” discov-

cries or engage in experimentation in cardiology, he

served as i synthesizer, educator and popularizer.

From the extent to which he capitalized on his

autopsy specimens it is evident that he had a

considerable influence on cardiology during the last

25 years of the 19th century. His review articles on

l 2 cardiac 2 5 tuberculous

pericarditis1#{176} and congenital heart l were

printed in widely circulated and respected publica-

tions.

The Gulstonian lectures on endocarditis, dcliv-

ered before the Royal Society of Physicians of

1 8 did much to familiarize the profession

with the clinical patterns and with the significance

of associated Micrococci and prior scarring in the

valves. His attempts to differentiate between con-

genital and acquired bicuspid aortic valves’8 are still

cited in detail by current articles on the 42

Osler’s interest in cardiology was sufficiently

broad to include a case of endocarditis in a 2

He prepared a greater number of museum speci-

mens of endocarditis than any other entity. Accord-

ing to Maude Abbott,44 there were 23 such speci-

mens in the original Osler collection.

Osler was too much of a generalist to be labeled a

cardiologist. The extent of his activities in other

areas was almost as great.45 However, a detailed

review of his work in this field suggests that Osler

played a significant role in the development of

current concepts of heart disease.
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NOTE ON ��iUSEUM SPECIMENS

The figure descriptions are reproduced from the cartis ac-

companying each specimen. The nuhilber in parentileses is the

specinlen nulilber in the Osler Museum of tile McGill Pathol-

ogy Institute. Sonle of the cards were probably written long

after acquisition of tile specimen by Osler. For exaniple, tile

descril)tion, for “fibrosis of tile myocardiulll ( Fig 5 ) states
that coronary thronlhosis was responsible for the myocardial

fibrosis, a correlation that was not apparent until long after the

specinlen was presented i)y Drs. Osler and Howard in 1877.

The cards contain names of several McGill faculty members

of the time. Dr. R. Palmer Howard ( Fig 5 ) was Chairman

and Professor of Medicine while Osler was a nledical student

at McGill. He became Dean of the scilool in 1882 and died

in 1889. Dr. Wyatt C. Joilnston ( Fig 4 ) was Osler’s demon-

strator in pathology at McGill, and succeeded him as pathol-

ogist of the Montreal General Hospital.
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