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I. INTRODUCTION 

Until recently pericarditis following myocardial 

infarction has been thought of as an incidental and 

transient finding in the course of a more important 

illness {1,2,3,4). Only after the recently published 

papers of Dressler (5,6,7) was it recognized that in 

certain cases of myocardial infarction, pericarditis 

represented a major complication which often over

shadowed and outlasted the basic illness, causing in 

many patients a protracted and sometimes stormy course. 

This complication of acute myocardial infarction which 

is similar in many respects to the post commissuro

tomy syndrome and idiopathic pericarditie was first 

described by William Dressler in 1955 (1) and consists 

of a syndrome of fever, chest pain, evidence or per1-

carditia with or without effusion, pleuritis and 

pneumonitis and a striking tendency to recur. The 

condition does not fit any of the usual complications 

of myocardial infarction listed in the textbooks and 

it is frequently mistaken for a recurrent myocardial 

infarction or pulmonary infarction. Larger and grow

ing numbers of patients have been observed with this 

syndrome since the first paper was presented by 

W. Dressler in 1955 (8,9,10,11,12,13,14,15,16,17). 

With the increasing frequency of reports of cases with 
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similar features, more and more evidence has accumu

lated to support the validity of this condition. Many 

cases of pericarditis following myocardial infarction 

which have been delayed in their appearance or pro

longed have not been recognized as a complication in 

proper perspective until after the reports of Dressler 

were published (15). Also this condition may be readi

ly overlooked as one does not usually subject a patient 

with an acute myocardial infarction to frequent and 

serial roentgengrams of the chest. Confusion or a 

missed diagnosis can lead to inappropriate therapy 

and severe or lethal complications in an otherwise 

benign condition (7). Recognition of this syndrome 

is not only important for the above reasons but also 

to the patient and relatives. A correct diagnosis 

will relieve much mental anguish which usually goes 

along with the more serious oomplications of myocar

dial infarction, namely recurrent or extension of the 

myocardial infarction and pulmonary infarction. The 

diagnosis of this syndrome is not difficult to make 

when the majority of symptoms are present, with the 

characteristic tendency to recurrence, and the causal 

relationship to the myocardialinfarction 1s clear. 

There are other times when the ca,usal relationship 
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is obscure because the preceding coronary attack was 

silent or caused only minor symptoms and there is a 

lapse of several days or weeks between the onset of the 

pericarditis and the myocardial infarction. In these 

cases only will a keen awareness of its occurrence 

and a high index of suspicion make the diagnosis and 

reduce the number of cases diagnosed as "idiopathic" 

pericarditis. Also when patients with unexplained 

pericarditis, especially those of the older age group, 

present family histories of diabetes, stroke, hyper

tension, or arteriosclerotic heart disease, coronary 

origin of the pericarditis may be suspected (18). 

The possibility of this syndrome occuring in some 

a.rteriosclerotic hearts with large or small areas of 

ischemic myocardial necrosis without the manifesta

tion of myocardial infarction can be postulated (18, 

19). Such an observation may explain the occurrence 

of unexplained pleural effusions that are sometimes 

found in elderly and arteriosclerotic individuals 

who never suffered a clinically observable myocardial 

infarction (9). 

This paper is written as a survey of the accumu

lative evidence in the current medical literature 

for this syndrome and to present the dia.gnostic cri-
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teria of the syndrome with some discussion as to the 

etiology, incidence, course, prognosis, differential 

diagnosis and treatment with special attention to the 

danger of anticoagulent therapy in the presence of the 

post myocardial infarction syndrome. 

II. ETIOLOGY 

The etiology of this syndrome as in the post

commissurotomy syndrome and idiopathic pericarditis 

which this syndrome closely mimics is unknown (4,20, 

21,22,23,24,25,26). The severity of the infarction 

does not seem to be a factor, for the complication 

is observed in both massive and mild infarction. The 

site of the myocardial infarction, likewise, apparent

ly does not exert a significant influence, for the 

syndrome is associated with equal numbers of anterior 

and posterior-wall myocardial infarctions (7). 

Many causes for the syndrome have been postu

lated and will be discussed below. 

1. Auto-immune Mechanism. Dressler believes the 

etiological factor in post myocardial infarction 

syndrome may represent a reaction to myocardial neo

~osis with release of autogenous antigens which causes 

a hypersensitivity reaction in disposed persons (7). 

Attempts at culturing bacterial and viral 
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agents from blood and from pericardial and pleural

aspirated fluid has been unsuccessful nor has it been 

possible to prove the presence of infection by aero-

logic tests (7,8,10). Antibiotic drugs have been 

ineffective. A chance coincidence of idiopathetic 

pericarditis and acute myocardial infarction ie un-

likely since the incidence of the syndrome compli-

eating myocardial infa,rction was the same in one series 

and higher in another series than the incidence of 

idiopathic pericarditie occuring alone in the general 

hospital population in the same length of time . (7,8). 

It has been shown in both anima.ls and man that 

allergy might produce pericarditis, pleurisy and 

pneumoni tie { 27). The production of antibodies as a 

defense against foreign protein is a concept which has 

long been established in medical knowledge and prac

tice. As long as 60 years ago it was shown that 

antibodies can be produced against ones own tissue 

(23,29,30). Autoantibody production has been shown 

to occur against autoantigens produced in the lens, 

brain, thyroid, adrenal, kidney and skin (28). 

During the pa.st few years, evidence has accumulated 

that cardiac tissue can also give rise to the production 

of autoantibodies (28,31,32). Since the claims of 
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Masugi and Oavelti (33) there have been a number of 

reports of the presence of circulating autoantibodies 

in cases of heart disease, with recent evidence of 

anti-heart autoantibodies with specificity toward 

heart tissue (28,29). How this comes about ts not 

clear. It is postulated that there is some cha.nge 

in the antigen pattern of the heart tissue for the 

body to regard it as "not-selftt and produce anti

bodies against it (28). The concept of an autoimmune 

reaction as an etiological cause in disease ts 

accepted on a number of characteristics which must 

necessarily apply to those diseases which are to be 

explained on an "autoimmune" basis {28). The 

characteristics are as follows: (1). Symptoms usually 

appear 2 or 3 weeks following the precipitating event. 

(2). Reactions are suppressed by corticosteroids. 

(3). Pathologic lesions show the typical picture of 

lymphoid granulomatous infiltrations. (4). Evidence 

of immune reactivity to organ-specific antigens can be 

found in patients in the form of antibodies in the 

circulation. ( 5). Diseases similar in man can be 

produced in animals by immunization with appropriate 

orga.n antigens. ( 6). Autoimmune disease can be 

passively transferred by injection of lymphoid cells 
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from an animal suffering from the disease. 

Certain findings in post myocardial infarction 

syndrome fulfill the above criteria although only 

partially. Evidence for ascribing this oomplication 

of myocardial infarction to an atuoimmunopathologic 

mechanism is similar to that brought forward in the 

case of the post commissurotomy syndrome, which it 

resembles. M. Davies and group have demonstrated the 

presence of circulating auto antibodies to heart 

antigens in two cases (28). They have recently demon

strated moderate to high titers of autoantibody in 

the sera of 3 patients who did not develop the 

syndrome after myocardial infarction. Gery's group 

has demonstrated high titers of specific anti-hea,rt 

autoantibodies in 3 cases of post myocardial infarc

tion syndrome and commented on the striking similari

ty in the anti-heart antibodies produced by immunized 

rabbits and by the patients with post myocardial 

infarction syndrome, suggesting this as support for 

flressler' s belief ( 31). They also postulated tha,t 

the pathogenic autoimmune reation may be due to the 

action of cell-bound antibodies. Davies group (28) 

believes there is no direct evidence of a cell-bound 

antibody in diseases of the heart. Davies, et al, 
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believe proof of the presence of circulating autoanti

bodies requires demonstration of their activity against 

the heart of the individual in question. Both 

groups suggest that the circulating auto antibodies 

maybe a consequence rather than a cause of the tissue 

destruction. In support of the above Lessof (30) 

postulated recently that autoantibodies might be ex

pected to occur in two circumstances, one in which they 

play a major role in causing disease, the other 1n 

which they develop as a purely secondary phenomenon 

after a tissue has been injured. So far it is not 

known whether the autoantibodies that have been repor

ted in human diseases fall into the first or the second 

category. 

No characteristic pathological findings have been 

observed as yet in the involved pericardiums as des

cribed in the criteria for an autoimmune mechanism 

although there have been a few reports of eos1noph111a, 

eosinophils in the aspirated pericardial and pleural 

fluid, arthritis, and indolent subcuteneous nodes (6). 

Steroids have caused dramatic improvement of the symp

toms of the syndrome, and in some cases rebound 

phenomena have occurred with w1 thdrawa.l of the steroids 

(7,8,34). In one case repea.ted recurrences of the 
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basic disease, persisted for many months and years 

with repeated wi thdra.wal of steroid therapy making 

it unlikely that the illness was an infectious 

process, for it is known that steroids, while 

suppressing the inflammatory manifestations, facil

itate the growth of micro organisms. No evidence of 

spread of infection was observed in this case (35). 

The above case lends support to the autoimmune mechan

ism as the etiological factor in the post myocardial 

infarction syndrome. In the majority of cases the 

symptoms were delayed in appearance following the 

acute myocardial infarction fulfilling another of the 

criteria for the autoimmune mechanism as an expla

nation for the cause of this syndrome. 

2. Infectious Etiology-Cohen (8) in comparing 

his series of oases of post myocardial infarction syn

drome and Dresslers series thought it a striking feature 

that the majority of cases in both series occurred with

in a relatively short period of t i me. He thought the 

simple explanation of an increasing recognition of 

the syndrome, since attention was called to it by 

Dressler, was inadequate. He also suggested the worthi

ness of exploring a single etiological factor as the 

cause o f the post myocardial infarction syndrome, the 
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postcommissurotomy syndrome or postper1cardotomy 

syndrome, and Idiopa.thic pericardi tis since many 

times the symptoms of the above illnesses are 

identical. If this be true, it is noteworthy that 

it has been observed that the postcommiasurotomy 

syndrome seemed to be a frequent complication for a 

short time, with a high proportion of the operated 

cases exhibiting it, then for a longer time it was 

not seen at all (36). This phenomenon is possibily 

best explained by the sporadic appearance of an in

fectious agent most likely viral. There also has been 

an increasing number of reports in which a virus, 

most often a coxsaokie virus, has been the causative 

agent isolated in Idiopathic perioarditis (8,37). 

It was pointed out by Cohen (8) that there was a 

mild epidemic of viral diseases, mostly due to cox

sackie, in the summer of 1958 in the hospital area 

where the cases of poet myoca,rdial inf a.rction 

syndrome were observed. He concluded the high inci

dence of the syndrome during that period therefore 

was better explained on the basis of a mild epidemic 

virus disease than simply the belief that the high 

incidence was due to an increased awareness of a new 

syndrome. The suggestions of Faure and others (6) 
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that myocardial infarction might provide the bases 

for infection or cause the activation of a latent 

virus supports Cohen's belief, and with trauma of one 

kind or another as the initiating factor, the various 

syndromes with similar manifestations could be brought 

together. To date though, viral studies on Cohen's 

cases (8) with special attention paid to isolation 

of the coxsackie group have failed to reveal any 

pathogenic agent. Thie is true also in all other 

reported cases of post myocardial infarction syndrome. 

It has been pointed out by Carmichael (38) that a 

cha.raoteristic leukocytosis with left shift, a. fre

quent finding in the post myocardial infarction 

syndrome, has not been associated in known viral pul

monary or pericardial infections. 

3. Anticoagulant Therapy-Anticoagulants have 

been suspected as the ca.use of the post myocardial 

infarction syndrome because of the occasional 

hemorrhagic manifestation of this syndrome (7,10,27). 

Goldstein and Wolff (39), reporting on hemopericardium 

complicating myocardial infarction caused by a.nticoagu

lant therapy, stressed the importance of a group of 

symptoms which, if present, should lead one to sus

pect hemorrhagic pericarditis. These symptoms are 
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very similar to those of poet myocardial infarction 

syndrome making it extremely difficult to differentiate 

between the two conditions. However the hemorrhagic 

manifestation of the post myocardial infarction 

syndrome have occurred in patients not receiving anti

coagulant therapy and in cases where, although anti

coagulant therapy was used, the prothrombin time was 

in therapeutic range (27). 

4. Reaction to blood in the pericardium-Because 

of the similarity of the findings of post myocardial 

infarction syndrome and the poet pericardiotomy syn

drome a common cause for the two syndromes could be 

postulated. It is believed by Engle (26) and Tabutznik 

(40) that the pericarditie in the latter syndrome is 

best described as a reaction to blood in the peri

cardial sac. Engle's group (26) believe it represents 

a. delayed hypersensitivity phenomenon to the blood 

in a pericardial sac that has already experienced an 

immediate traumatic pericarditis following wide inci

sion of the pericardium. Later reccurrences are 

brought on by leas specific stimuli. The condition 

in their series of cases appeared after pericardial 

incision, with or without cardiotomy or valvotomy. It 

has been observed in many patients with congenital 

-12-



malformations of the heart who survived intra-peri

oardial surgery as well as in rheumatic patients who 

recovered from mitral valve surgery. The condition 

also was observed following exploration of the peri

ca.rdium r or in-operable congenital cardiac lesions. 

Although other factors may be important in the patho

geneses of this condition, the feature common to all 

these operations was incision of the pericardium. 

It may be true that the pericardial reaction· which 

follows myocardial infarction is initially similar 

to that which results from trauma or incision of the 

pericardium, the infarction producing the irritation 

comparable to that of incision or trauma of the peri

cardium, with leakage of blood into the pericardial 

sac. Tabutznik's group (40) believe the pericarditis 

is due to a sterile inflamatory response of the intra

thoracic serous membranes to the irritative effects 

of blood. 

III. INCIDENCE 

The post myocardial infarction syndrome may be 

one of the more frequent febrile complications of 

recent myocardial infarction. It is roughly estimated 

by Dressler (7) that the syndrome occurs in 3% to 4% 

of the cases of recent myocardial infarction. It is 
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difficult to obtain information as to the incidence 

of the syndrome since the preceding myocardial infarc

tion maybe small with minimal clinical findings or 

completely unrecognized- 11 the silent myocardial infarc

tion". In addition the initial episode occurring 

during hospitalization often remains unrecognized and 

the second recurrence may not oocur until the patient 

has been discharged from the hospital, with the causul 

relationship to the basic condition beling lost. 

Weiser's group (10) believes, in view of the ease with 

which they collected their cases of this syndrome 

after becoming aware of it, that this complica,tion 

may not be uncommon. The Mayo Clinic group (17) 

believe the syndrome is rare but a constant challenge 

to decrease the number of cases of acute idiopathic 

pericarditis. Exact information as to the incidence 

of the complication will not be available until knowl

edge of the condition has become more wide spread and 

the number of reported cases and series in the 

literature have increased. 

J.V. SIGNS A..WD SYMPTOMS 

The post myocardial infarction syndrome is 

characterized by prolonged or recurrent fever, chest 

pain, and clinical and laboratory evidence of peri-
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card1tis, pleurisy, and pneumonitis. These abnormali

ties may occur alone or in combination, and all show 

a marked tendency to recur. A discussion of the 

individual signs and symptoms will follow. 

1. Per1carditis-F1brinoue pericarditis during 

the early course of acute myocardial infarction is 

fairly common, seen in 15% to 32% of patients (7,41, 

42). The pericarditie usually appears on the second 

to fourth day when the evanescent pericardial rub 

denoting its presence is most commonly heard(43). 

Pericarditis in patients with the poet myocardial 

infarction syndrome differs in several important 

respects from that usually associated with infarction. 

The differential will be discussed later when the 

differential diagnosis of the syndrome will be pre

sented. 

The friction rub which is a significant finding 

of this syndrome was found in 80% of the cases, 

developed 3 to 24 days after the infarction and in

stead of being evanescent, it remained audible 7 to 

10 days. Recurrences were common several weeks after 

the initial episode. Among the 32 patients of 

Dressler's series (7), 7 cases displayed the friction 

rub appeared in the second week of illness, 11 in the 
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third week and 12 later than the third week. In two 

patients the rub was heard for the first time as late 

as 10 weeks after the initial episode. In 7 patients 

the friction rub occurred once or several times during 

a prolonged illness. In few instances, relapses 

appeared as late as 2 years after the onset of the 

illness (44). The rub remained audible for a week or 

longer in nine pa.tients, for 17 days in two instances 

and for 3 weeks in one case. 

Pericardial effusion, thought to be very rare 

in myocardial infarction, so rare that it has become 

the subject of isolated case reports, has been seen 

in 60% of patients with post myocardial infarction 

syndrome (1,2,3,9,41,43). Also according to Scott 

(45), massive effusion with pericarditis resulting 

from epicardial infarction is uncommon unless, with 

anticoagulant therapy, bleeding from the infarcted 

area occurs. In several instances the pericardium 

was aspirated; the fluid was at times straw colored, 

and at other times hemorrhagic even in the absence of 

anticoagulant therapy (7,10,27). 

2. Pleuritis-Pleural effusion appearing during 

the course of myocardial infarction is usually attri

buted to either congestive heart failure or pulmonary 
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infarction. It is rare or unknown in uncomplicated 

myocardial infarction (7,41). In Dressler's series 

(7) of patients with post myocardial infarction syndrome, 

pleural effusion was a common finding, appearing in 

70% of the cases. In Cohen's series (8) pleural 

effusion was seen in all his patients. No pleural 

ef f usions were observed in Weiser's series (10) of 

patients with this syndrome. The effusions in the 

above series and in other isolated case reports 

was minimal in some, while in others it was of para.

mount importance necessitating repeated paracentesie 

for relief. Like the perice.rdial effusion, the fluid 

obtained was at times straw colored and at other times 

intensely hemorrhagic (6). In Dressler's series (7) 

the pleural effusion was unilateral in 8 and bilateral 

in 16 patients. 

It 1s interesting to mention that Ellis and 

McKinley (46) and McKinley (47) have reported on 

per1cardit1s and pleurisy in patients developing 

they believe from a hypersensitivity reaction to 

different agents. 

3. Pneumonitis-Pneumonitis develops in approxi

mately 25%-30% of patients with this syndrome occuring 

less frequently than pericarditia a.nd pleurisy (7). 
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Cohen (8) believes pneumonitis is possib1ly an 

uncommon finding here. Onset of the pneumon1tis is 

characterized by dyspnea, basal rales, and cough in 

the absence of congestive heart failure. Occasionally 

hemorrhagic expectoration occurs. X-ra.ys have shown 

evidence of pulmonary infiltration, either linear or 

in patches, mostly located in the bases of the lungs. 

In none of the cases so far reported have the pul

monary changes been associated with thrombophlebitis, 

pulmonary embolism, or congestive heart failure. In one 

case of Dressler's series a rapidly spreading bilateral 

pulmonary infiltrate treated with prednisone was 

followed by rapid improvement while the progress was 

not influenced by antibiotics. Geever (48) has report

ed on 3 cases of hemorrhagic pneumonia after myocardial 

infarction with m1.croeoopio features similar to those 

found in atypical pulmonary inflammatory reactions. 

The one case of Dressler's series that had postmortem 

examination did not show the specific features des

cribed by Geever {7). 

Rich and Gregory (49), Ellie and McKinley (46), 

and Harkary (50) have reported cases of pneumonitis 

with findings of an atypical pulmonary reaction asso

ciated with pericarditis and pleurisy which they be-

-18-
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lieved were caused by an allergic or hypersensitiv

ity reaction to certain unrelated agents. The 

inflammatory complications of acute myocardial 

infarction, including those of a hemorrhagic nature, 

may likewise be allergic in nature. 

4. Hemorrhagic exudate-A tendency to hemorrha

gic inflammation should be included as one of the 

characteristics of poet myocardial infarction syndrome 

(7,10,27,34,51). Intensely hemorrhagic exudate has 

been observed in reported cases of this syndrome in 

the absence of anticoagulant therapy or with the 

prothrombin time within normal limits when antico

agulant drugs were being used (27). Thia fact should 

be emphasized because of the great tendency to 

attribute hemorrhagic complications of myocardial in

farction to the use of anticoagulants. Many cases of 

hemopericardium complicating myocardial infarction 

fit the clinical picture of the post myocardial in

farction syndrome. Much of this confusion is due to 

the close adherence of Goldeteins criteria for hemo

rrhagic pericarditie (27,39). The danger of per1-

cardial bleeding and cardiac tamponade in patients 

with generalized pericarditia who receive anticoagu

lant therapy should not be underestimated. The one 
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death in Dressler's series (7) was caused by 

hemorrhagic cardiac tamponade in a pa.tient receiving 

anticoagulant therapy. Hemorrhagic pneumonitis de

veloping after myocardial infarction is easily diag

nosed as pulmonary infarction. 

5. Chest Pain-Beside fever, chest pain of a 

pleuropericardial character or less often, of an 

anginal type is the most common symptom and the most 

sensitive index of the complicating pleuropericarditis 

(6,7). It often precedes the onset of the fever but 

usually appears at the time the temperature becomes 

elevated. In exceptional oases, the pain ma.y be absent 

throughout the entire course of the illness (10). 

Sometimes missing in the first attack it may appear 

with the second or third flare-up. The pain is des

cribed by different patients as a "pressing, squeezing, 

tightening, searing, sharp, stabbing, or sticking" 

sensation. In milder cases the pain is described as 

a "dull, pulling or drawing sensation". The intens

ity varies widely from a crushing and agonizing pain 

to a dull or raw feeling which patients may fail to 

mention unless questioned or asked to take a deep 

breath. An all important characteristic is that the 

pain is aggravated by deep inspiration, turning in 
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bed, yawning, coughing or in rare instances swallow

ing. The site of the pain may also vary, but is 

usually present in the cheat moat noticeable in the 

substernal area and precordium. Other sites include 

both sides of the neck, jaws, shoulders, arms, the 

supra clavicular areas, the epigaetrium, and the 

hypochondrium. Often the pain caused by deep breath

ing is located exactly in the area where the pericar

dial friction rub is audible. The pain may last a 

few hours or several weeks with varying intensity. 

The substernal location, elicited by or aggravated by 

deep inspiration, appears to be one of the most char

acteristic marks of pericarditie. 

6. Fever-Fever which is usually present in the 

syndrome is variable in degree and duration. The 

average range is l00'-103' F with occasional peaks 

to 103' and 104' F. The fever may last one day or 

up to one month. The fever of the syndrome when 

coinciding with the initial febrile period of the 

myocardial infarction may be ill-defined or may ca1.1se 

a second peak or a plateau type of temperature curve 

which is higher than that of uncomplicated myocardial 

infarction, and cause prolongation of the initial 

febrile period (6,7,10). Between flare-ups of pleuro-
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pericarditis when the process is smoldering, the 

temperature may drop to around 100' F with secondary 

rises with relapses of the pericarditis. In some 

patients the temperature never runs higher than 100' F 

in spite of the presence of generalized pericardit1s. 

Post myocardial infarction syndrome should always be 

considered in the differential when a patient con

valescing from a myocardial infarction begins running 

a temperature (13). 

V. LABORATORY 

1. Laboratory-Laboratory findings are not con

sidered to provide much information of diagnostic im

portance although Dressler believes a persistent 

leukocytosis and an elevated sedimentation rate suggest 

continual activity of . the process even when a drop 

in temperature seems to indicate a return to normal 

(8,8). Leukocytosis of 10,000 to 20,000 per cubic 

millimeter, occasionally elevations to 35,000 per 

cubic millimeter, with a relative neutrocytosis, and 

left shift is present in the vast majority of cases. 

Eosinophilia was observed in one-f ifth of Dreesler's 

cases ( 7). In contrast to the short duration 

leukocytosis in recent uncomplicated myocardial in

farction, the leukocytosis of the complication may 
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persist for weeks. The persistent elevation of the 

sedimentation rate seen almost in all of the oases 

is considered a nonspeoific reaotion to necrosis (8). 

The slight increase in transaminase activity in some 

cases after the initial peak elevation due to myo

cardial infarction is consistent with superficial 

myocardial involvement seen in pericarditis (8). 

Correlation with clinical findings is necessary to 

exclude any extension of the infarction, or develop

ment of a new one (10). In cases of the complica-

tion with a protracted course or with hemorrhagic 

manifestations the hemoglobin may drop, necessitating 

in exceptional cases the transfusion of blood. Further

more, in protracted cases, hypoproteinemia occasionally 

develops. In Jonea!. (13) reported case of the compli

cation there was elevation of the globulin with the 

suggestion that the globulin rise had occurred in the 

alpha 2 and gamma, fraction on the basis of serum 

electrophoretio studies. This group did not believe 

the serumprotein changes were striking enough to be 

considered as diagnostically or etiologically signifi

cant. Cultures of blood and pericardial and pleural 

fluid have not yielded growth in any of the reported 

cases of this syndrome. Search for acid-fast bacilli, 
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tests for lupus erythematosus cells, cold agglutinins, 

heterophile antibodies, agglutinins for typhoid, para

typhoid, and brucella, and tuberculin tests have also 

been negative in all of the reported cases of post 

myocardial infarction syndrome. 

2. Electrocardiogram-Electrocardiogram is of 

only limited value for the diagnosis of per1carditis 

when recent myocardial infarction is present and the 

electrocard1ographic diagnosis of pericarditis may be 

difficult or impossible in this situation (7,17). 

The criteria for the electrocardiographic diagnosis 

of perioarditis which complicates myocardial infarc

tion was first established by Barnes (52) and extended 

by Langendorf (53). Further discussion can be found 

in the reports of McGuire (14), Likoff (17), and 

Hull (54). Barnes (52) pointed out that the 

reciprocal relationships between the RS-T segments 

in the bipolar leads I and III are replaced by an 

uniform elevation or upward rounding of the RS-T 

segments in all the bipolar leads. This may later be 

followed by inversion of the T-waves in all bipolar 

leads. Langendorf (53) stressed the importance that 

both QRS and S-T-T changes in the limb and chest leads 

have to be taken into account and studied in their 

-24-



relation to each other, if uncomplicated diffuse 

pericarditis 1s to be differentiated electrocardio

graphically from myocardial infarction and from myo

cardial infarction complicated by diffuse pericar

ditis. He also stresses the importance of serial 

electrocardiograms during the S-T stage of infarction 

to increase the number of correst diagnoses of peri

carditis complicating a recent myocardial infarction. 

Evans (25) has reported that EKG findings will vary 

from patient to patient and in some patients from time 

to time depending on the amount of involvement; another 

reason necessitating repeated examinations to make the 

correct diagnosis. On many occasions the EKG will be 

atypical or show only part of the typical pattern (54). 

In some oases, but not in all, when perioardial 

effusion is associated with the pericarditis the 

amplitudes of all waves and complexes in extremity 

leads are diminished, but such diminution is most 

likely to occur in preoordial leads (54). In a 

considerable number of effusions, even large ones, 

amplitudes are not abnormally small. In Dreesler's 

series (7) changes of the electrocardiogram compatible 

with pericarditis was observed in one-half of the 

patients in whom adequate electrooardiographia studies 
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were available. 3 out of the 10 cases reported by 

Cohen showed electrocardiographic evidence of peri

carditis complicating the myocardial infarction. The 

best electrocardiograms can do is strongly suggest 

the presence of perica.rditis but only rarely, if ever, 

are they in themselves diagnostic. 

3. Roentgenography-Roentgenography contributes 

significantly to the diagnosis of the post myocardial 

infarction syndrome. X-ray evidence of pericardial 

effusion, pleural effusion, and pneumonitis has been 

noted in combination or singly in almost all the 

reported cases of the syndrome in which adequate studies 

were made {7,8). According to Dressler (7) serial 

X-ray studies in addition to thorough clinical 

observation, are of greatest importance in the recogni

tion of the post myocardial infarction syndrome. 

Pericardial effusion is often not recognized, because 

patients with recent myocardial infarction are not 

usually subjected to X-ray study; If they are, a 

moderate amount of effusion is interpreted as enlarge

ment of the heart unless serial studies are done (7, 

14,55). The necessity of aerial X-ray studies was 

stressed by all authors. The most valuable X-ray 

evidence of pericardial effusion is a rapidly enla,rg-
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ing, poorly pulsating cardiac silhouette followed by 

rapid shrinkage of the cardiac shadow. Another valu

able clue is the loss of the retrosternal clear space 

in the absence of former evidence of enlargement of 

the out flow tract of the right ventricle in congeni

tal or rheumatic heart disease. At times, radiologic

ally speaking, distinction from cardiac dilatation 

due to myocardial infarction is very difficult (14). 

In both conditions, unfortunately, the chest film may 

be entirely normal or the typical X-ray changes in 

heart configuration will not be observed. However, 

even in the above instances roentgengraphic study may 

still be helpful. A localized pulmonary infiltrate 

is sometimes associated with post myocardial infarction 

syndrome, whereas widesprea.d pulmonary congestion and 

edema is moat indicative of cardiac failure following 

myocardial infarction. The ca.rdiopericardial sil

houette may rapidly enlarge soon after the onset of 

either condition, but it occurs more frequently and 

to a greater degree in the post myocardial infarc-

tion syndrome. Fluoroscopically, impa.irment of pulsa

tion is more generalized in the complication tha.n the 

localized pulsation impairment or even paradoxical 

pulsation seen in cardiac dilatation following 
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myocardial infarction (14,55). Angiocardiography 

could be very helpful in difficult differential prob

lems (14,55). Dye filled chambers of the heart well 

within the shadow of the cardiac silhouette is very 

suggestive of pericardial effusion. For further 

discussion see report of Steinberg (55). 

VI. DIAGNOSIS 

Diagnosis of post myocardial infarction can be 

made only if the condition is borne in mind. Recog

nition is not difficult if one is aware of its occur

rence and the patient presents with the full-blown 

clinical picture. In its less claeeica.l form, when 

only the incomplete syndrome appears, it should be 

suspected, especially if there are recurrences. It 

may also be suspected when, after a.cute myocardial 

infarction, the fever does not return to normal at the 

end of the first week and no other ca.use can be es

tablished, or when a rise in temperature occurs after 

the ini tia.l febrile period accompanied by pain of the 

pleuropericardial type. The diagnosis ca.n be confirmed 

when there a.re additional signs such as a pericardial 

friction rub especially when it is of unusually long 

duration, electrocardiographic and roentgenographio 

evidence of pericarditis, signs of pleural or pul-
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monary involvement, and a tendency to recurrences. 

The diagnosis becomes difficult when fever is the only 

manifestation or when pneumoni tis or pleura.l effusion 

is the dominant feature. The diagnosis may be readily 

missed if the manifestations of the myocardial in

farction are so mild or atypical as to remain unrec

ognized, and therefore not obviously related to an 

attack of pleuropericarditis and fever, which appears 

several weeks later. 

Recognition of the syndrome is important in re

gard to anticoagulant therapy ( 7). Antiooa.gulant 

therapy, which 1s used when extension of myocardial 

infarction or pulmonary infarction is diagnosed, is 

dangerous and contraindicated, unless the patient is 

under careful observation, in the presence of general

ized pericarditis (34). 

VII. DIFFERENTIAL DIAGNOSIS 

As mentioned above the manifestations of the 

complication can be readily misinterpreted or missed 

altogether, although, usually the poet myocardial 

infarction syndrome constitutes an entity sufficiently 

distinct that confusion with other disorders need not 

arise. The main or most common illnesses that can be 

confused with the post myooardia,l infarction syndrome 
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are the following: 

1. Recurrent Myocardial Infarction 
2. Pericarditis Epietenocardia 
3. Pulmonary Embolism 
4. Congestive Heart Failure 
5. Pulmonary Infarction 
6. Hemorrhagic Complications of Anticoagulant 

Therapy 
7. Dissecting Aortic Aneurysm 
8. Idiopathic Pericarditis 

The temporal relationship to myocardialinfarction is 

of course the chief feature for orientation. 

1. Recurrent Myocardial Infarction-Recurrent 

chest pain and fever following acute myocardial infarc

tion are often mistaken for extension or recurrence of 

the infarction. The following points are important 

when considering this differential. 

A. When previous EKG' s clearly indicates 

massive myocardial infarction prolonged 

or recurrent chest pain is rarely caused 

by extension of the infarction, but more 

commonly caused by pericarditis. 

B. Chest pain aggravated by breathing and 

change in position is very suggestive of 

Pericarditis associated with the syndrome 

and not of myocardial infarction. 

c. Anginal pain is very rarely observed in 

the post myocardial infarction syndrome. 
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D. A negative electrocardiogram for evidence 

of extension or recurrence of myocardial 

infarction helps to rule it out. 

E. In the absence of heart failure pleur i

tis is not a complication of myocardial 

infarction (43). 

F. Absence of radiographic evidence of 

involvement at the left lung base helps 

to rule out aoute myoca,rd1al infarction 

( 43). 

2. Pericardit1s Epistenocardia-Pericarditis 

epistenocardia is an insignificant finding involving 

the pericardium whioh accompanies recent myocardial 

infarction ( 41). Many authors agree that this peri

cardi tis is transient and incidental (1,2,3,6,11,14, 

41,42) usually localized but occasionally diffuse. 

The occurrence of this m~nor complication following 

acute myocardial infarction is between 15-32% with 

its sole clinical manifestation being a fleeting 

per1cardial friction rub (1,2,3,41,42). In Stewart's 

series (42) of 60 cases of coronary thrombosis with 

myocardial infarction examined at necropsy pericar

dial involvement was found in 48 (80%). Of these a 

transient friction rub was heard in 8 (13%). 
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Pericardial effusion is considered by all to be 

a rare occurrence in myocardial infarction and is the 

subject for isolated reports in the literature (1,2, 

6,7,11,14,41,42). Levy (56) has never observed peri

cardial effusion in detectable amount when associated 

with the pericarditis of myocardial infarction. The 

main differential points are the following: 

A. The per1cardial friction rub is usually 

heard in pericarditis eplstenocardia be

tween the 2nd and 4th days of the illness 

less frequently hours after the myocardial 

infarct and very rarely may not occur 

until 5-10 days after the infarction. 

B. Pericardial friction rub of this minor 

complication is characteristically fleeting 

lasting a few hours to a few days, rarely 

may it persist for 1 week. 

C. Pericardial effusion is extremely rare 

in pericardit1s epistenocardia and not 

associated with pleuritis and pneumon1t1s. 

D. Finally the perlcarditis of this more 

minor manifestation of myocardial infarc

tion does not recur. 

3. Pulmonary Embolism-When there is chest pain of 
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a pleuropericardial type present with pleural effusion 

and pneumonitis and especially when there is hemoptysie 

or hemorrhagic pleural fluid it is difficult to exclude 

the diagnosis of pulmonary infarction. The following 

may be helpful in the differential: 

A. Evidenoe of pericarditie and or peri

cardial effusion is not usually a feature 

of pulmonary infarction but is common in 

the post myocardial infarction syndrome. 

B. Absence of the characteristic X-ray signs 

of pulmonary infarction help to reject it 

although it is recognized that emboli to this 

organ need not give any signs or symptoms. 

c. Absence of hemorrhagic sputum and signs 

of peripheral phlebothrombosis are argu

ments against the diagnosis of pulmonary 

infarction. 

D. Little or no pleural effusion is present 

in pulmonary infarction. 

E. The peculiar temperature curve of the 

post-myocardial infarction syndrome with 

protracted periods of low gra.de fever 

between high peaks of temperatures asso

ciated with flare up of pain is against the 
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diagnosis of pulmonary infarction. 

F. Finally the total clinical picture and a 

uniformly favorable out come would appear 

to provide adequate grounds for rejecting 

the diagnosis of pulmonary infarction. 

4. Congestive Heart Failure~The finding of an 

enlarged heart with pleural and pneumonia involvement 

may on occasion lead to the erroneous diagnosis of 

congestive heart failure and dilatation of the heart 

unless serial X-rays of the chest are taken to show 

a rapidly shrinking heart (14,54). 

5. Pulmonary Infection-At times, with the pre

sence of pleuropericardial pain and pneumonitie, it 

may be difficult to exclude a pulmonary infection (8). 

The absence of sputum, the failure to isolate organism, 

the lack of improvement with antibiotic therapy, and 

the favorable clinical course with or without the use 

of steroids help to rule out the possibility of a 

pulmonary infection. 

6. Hemorrhagic Complications of Anticoagulant 

Therapy-The differentiation of the syndrome from hemor

rhagic pericarditis due to anticoagulant therapy may 

at times be extremely difficult, especially when the 

hemorrhagic manifestations of the syndrome are present. 
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Close adherence to Goldstein and Wolf's criteria for 

hemorrhagic pericarditis will only compound the 

difficulty (39). The absence of dangerously high 

levels of the prothrombin time with no evidence of 

hemorrhage in other organs should help rule out this 

complication of anticoagulant therapy. 

7. Dissecting Aortic Aneurysm-Since a dissec

ting aortic aneurysm can mimic closely the symptoms 

of the post myocardial infarction syndrome it should be 

mentioned in the differential diagnosis (43). The 

characteristic signs and symptoms of the dissecting 

aortic aneurysm should not make the differentiation 

difficult and the pleural effusion when it occurs in 

this illness is usually unilateral, hemorrhagic, and 

occupies the left hemithorax. 

8. Idiopathic Pericarditis-The signs and symptoms 

of post myocardial infarction syndrome are identical 

to those of idiopathic pericarditis and a common 

etiological factor may be operating in both (4,15, 

20,21,55). The temporal relationsh ip to the preceding 

myocardial infarction is the big differential point. 

Other causes of pericarditis should also be eliminated 

before the dia.gnosis of the post myocardial infarction 

syndrome is made (14). 
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VIII. COURSE 

The clinical course of the poet myocardial infarc

tion syndrome is variable and one symptom may dominate 

the clinical picture, but the central theme of eero

sitis is apparent in all cases. It is on occasion 

difficult to determine the onset of the complication 

but in most oases, especially when the majority of the 

characteristics are present, early development of the 

complication is easily determined. A pericardial 

friotion rub, fever, and pleuropericardial pain are 

the usual characteristic signs noted in the first week 

of illness. The initial febrile period usually lasts 

longer than in uncomplicated myocardial infarction 

and the temperature is usually higher and often 

marked by a second peak of fever when the complication 

is present. Whenpneumonitis is present it is also seen 

in the first week of the illness. Pericardial or 

pleural effusion, however, is infrequently noted before 

the beginning of the 3rd week and in occasional in

stances not noted until the 10th or 115th week of 

illness. Individual episodes of chest pain and fever 

usually last for a week or two; uncommonly, from three 

to six weeks. 

The primary significant feature of the syndrome is 
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its great tendency to recurrence. The number of 

recurrences range from 2 or 3 episodes up to 4 or 7 

bouts and there is one reported case of 8 eeperate 

attacks. Between flare ups the temperature may 

return to normal but persistent leukocytosis and an 

elevated sedimentation rate should indicate to the 

careful observer that a stage of smoldering activity 

exists. The duration of the complication depends on 

the number of recurrences. The total duration varies 

from 7 to 10 days, to as many weeks with occasional 

cases persisting for 6 to 9 to 10 months and reported 

rare cases lasting up to 24 months and 28 months 

respectively (7). Steroid therapy, with relapses 

following withdrawal of the medication, seems to be 

the cause of most of the very prolonged oases (34, 

35). However, the one reported case lasting 28 months 

did not receive steroid therapy until the last episode 

occurred (44). Antibiotics did not alter the clinical 

course in any of the cases where they were used. 

IX. TREATMENT 

Treatmentof the post myocardial infarction 

syndrome depends on the severity of its manifestation 

( 34). Since the condition is eelf-limi ted, it ma.y 

not require any treatment, especially when fever and 
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pain are slight or absent (7,8,10). Large exudates 

are sometimes spontaneously absorbed a.t a rapid rate 

even in the absence of therapy. Most important, then, 

is early recognition of the oompl ica_tion to counter

act the anxiety of the patient and relatives who may 

believe either another myocardial infarction has 

occurred or a pulmonary infarction has developed. 

Relief of pain is needed in most instances of the 

syndrome in which discomfort in the shoulders and chest 

is a prominent symptom, varying in intensity from a 

dull ache to a crushing pain. The use of aspirin and 

codeine may be all that is needed in a few instances. 

In the ma,jori ty of cases, though, administration of 

demerol or morphine is necessary. When chest pain 

persists and remains severe use of the corticosteroids 

is indicated. Although salicylates are considered 

only as analgesics for chest pain in this syndrome 

Jones (13) found in his case that large doses of 

salicylates are of therapeutic value in the over all 

management of the complication and suggests their 

clinical trial when steroids are contraindicated. 

Corticosteroids have a very gratifying and dra

matic effect and seem to be almost specific for the 

condition, relieving symptoms in 24 hours (7,8,9,10, 
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12,34). Because of the beneficial, dramatic effect 

of the steroids the temptation to use them as soon 

as the diagnosis of the syndrome is made is very 

great. However, in many instances repeated relapses 

have occurred with the withdrawal of the steroids 

necessitating the resumption of hormonal therapy and 

with the resultant prolongation of the illness (34, 

35). In one patient flare-ups of the syndrome were 

observed after one and two years, respectively, of 

continued steroid therapy following withdrawal of the 

drug (35). In other instances withdrawal of steroids 

was followed by nausea, fall in arterial pressure, 

and cessation of urine secretion. In one case with

drawal of steroid therapy was followed by manifes

tations of adrenal insufficiency (34). Therefore, it 

is recommended that steroid therapy be used in only 

those cases where the course of illness is unduly 

prolonged, or the illness is severe due either to 

intractable pain and high temperature that cannot be 

relieved by any other means, or there is an extensive, 

rapidly spreading pneumonitis (7). In the above in

stances steroid therapy brings about a prompt and 

satisfying resolution of the symptoms. When steroids 

are indica.ted and prednisone is used the initial 
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daily dosa.ge varies from 40-60mg. depending on the 

severity of the complication. The dose is slowly 

reduced to zero within a period of four weeks. 

Reduction and withdrawal of the steroids, in the 

majority of cases, results in recurrence of the syn

drome. This usually necessitates the resumption of 

hormonal therapy, starting with a daily dose of 20 or 

15 mg. After a week or two the steroids may be with

drawn in ma.ny instances without ill effect. However, 

in about 20 per cent of those patients receiving hor

monal therapy repeated relapses occur, whenever the 

steroids are withdrawn, necessitating continuation of 

the therapy. 

Pa.racentesis of pleural effusion is indicated 

when the effusion is large enough to cause difficulties 

in breathing. In the majority of oases, however, 

effusions in the pleural cavities are of small or 

moderate size, a.nd capable of complete absorption 

within a period of one or two weeks. 

When pericardial effusion is large causing 

circulatory embarassment and there is no tendency 

toward spontaneous absorption of the exudate, aspira

tion by paraentesis is advisable. Withdrawal of even 

a few millileters is sometimes followed by rapid 
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absorption of the exudate. Also the finding of bloody 

fluid 1n the pericard1al sac serves as a warning in 

those instanoes where anticoagulant therapy 1e 

contemplated. 

Anti-coagulant Therapy in the presence of 

generalized pericarditis is dangerous and contrain

dicated unless the patient is hospitalized in an 

institution 1n which all safeguards for early recogni

tio_n and treatment of cardiac tamponade are pre sent ( 34). 

w·hen the above requirements are fulfilled, administra

tion of anticoagulants may be continued using special 

care to avoid dangerously low levels of prothrombin. 

Frequent checks must be made of the urine for the 

microscopic appearance of blood, and of the blood 

for sudden reduction of the hemoglobin value. The 

one fa.tal case in Dressler' s series ( 7) was due to 

cardiac tamponade in a patient with pericarditis 

receiving anticoagulant therapy. Cohen (8) agrees 

that withdrawal of anticoagulants is indicated in the 

presence of pericarditis in most, if not in all, 

insta.nces. He suggests, however, tha.t the fact that 

they did not encounter any difficulties when they 

persisted in the use of anticoagulants, might be an 

important consideration in cases where the necessity 
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for their use might be over-whelming. 

It is suggested the patient ma.y be allowed out 

of bed after recovery from the syndrome in a.bout one 

week or ten days, provided tha.t the basic myocardial 

damage does not contradict this(?}. 

X. PROGNOSIS 

The prognosis in a. patient with the poet myo

cardial infa.rction syndrome seems to differ little 

from that of the underlying infarction except for 

pericardial hemorrhage which is a danger if antico

agulants are not withheld when pericarditis appears 

(7). In Dressler's series (7) the outcome was favor

able in all the patients except the one patient erron

eously treated with anticoagulants. The syndrome is 

important to recognize because of this essential 

benignity and good prognosis, although the illness 

if oftened recurrent and sometimes of long duration. 

XI. SUMMARY 

This has been a survey of the literature of an 

unusual complication of myocardial infarction character

ized by perioarditis with or without effusion, fever, 

pleuroperioardial pain, pleuritis and sometimes pneumo

nitis occurring at varying intervals after the infarc

tion and with a striking tendency to recurrences. It 
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is also suggested that the syndrome may require exten

sion toinclude those patients which present with 

idiopathic pericarditis and history of myocardial 

fibrosis on an arteriosclerotic basis. 

The etiological factors in the syndrome were 

discussed in some length with special emphasis on an 

autoimmune mechanism as the most probable explanation 

for the syndrome. The complication fulfills most of 

the criteria necessary to place it in the group of 

illnesses postulated to result from an autoimmune 

reaction. Further work needs to be done to provide 

additional proof of such an etiology. No studies have 

been made to observe the activity of the heart auto

antibodies on the heart of an individual involved. 

Also it has been suggested that the circula.ting 

autoant1bodies found in a patient with this disease 

may be the consequence rather than the ca.use of the 

tissue destruction. Lack of positive bacteriological 

studies seems to dispute the infectious process as 

the etiological factor in this complication. The common 

observation of this syndrome in patients not receiving 

anticoagulant therapy and in others where the pro

thrombin time was within therapuetic ranges when 

anticoagulant drugs were used is strong evidence 

-43-



against the hemorrhagic complication of anticoagulant 

therapy being the etiological factor. The possibility 

that this syndrome may be a reaction to blood in the 

pericardial sac can not be excluded at this time. Also 

mention was made of the similarity of this syndrome 

to the postcardiotomy syndrome and idiopathic per1-

ca.rdi tis with the suggestion that they all may have a 

common etiological bases. 

The incidence is believed to be between 3 and4% 

but additional and bigger series must be reported on 

before a statistical validpereentage can be reliabily 

reported. 

The signs and symptoms were discussed in detail 

with some emphasis placed on the hemorrhagic features 

seen in many of the reported cases with the proper 

conclusion to give them a prominent place in the 

characteristic manifestations of the syndrome. 

Of the laboratory and special studies it is felt 

that serial X-rays of the chest are the most valuable 

aids in diagnosis. EKG's while helpful for the dif

ferential diagnosis are of limited value in diagnosis 

of pericarditis following myocardial infarction. The 

various determinations including white blood cell 

counts, sedimentation rate, and serum transaminase 
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values are of limited use except to indicate smolder

ing activity. 

Discussion of the differential diagnosis quite 

clearly pointed out the differences between this major 

complication of myocardial infarction and pericardi

tis epistenocardia. Other important illnesses that 

may be mistaken for this syndrome with possible 

catastrophic consequences in regard to therapy include 

recurrent myocardial infarction, and pulmonary em

bolism. The lack of EKG evidence of recurrent infarc

tion, and the characteristic pleuroperica.rdial pain 

help to eliminate the former. The lack of radiographic 

evidence of pulmonary embolism, plus the lack of 

evidence of hemorrhagic expectoration a.nd peripheral 

plebothrombosis argues against the presence of the 

latter. Finally the total clinical picture, the 

tendency to recurrences and an iniformly favorable 

outcome would appear to provide adequate grounds for 

rejecting the diagnosis of the two conditions. 

The course of the disease is variable with the 

characteristic symptoms appearing usually in the first 

week of illness. The striking tendency to recurrences 

is seen in most oases with the number of episodes 

ra,nging between 2 and 7 with in-between periods of' 
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apparent good health or smoldering activity. The 

individual episodes last usually one or two weeks. 

The total duration of the illness varies between 7 

days and 28 months and is entirely dependent on 

the number of recurrences. 

Steroids are specific for the management of 

the illnesses causing dramatic relief in 24 hours. 

But, because of the many complications of steroid ther

apy and the common observation of relapses following 

their withdrawal, prolonging the duration of illness, 

their use should be reserved for severe, protracted 

cases, when pain cannot be controlled by other means 

or when there is rapidly spreading pneumonitis. 

Symptomatic treatment for relief of pain is all that 

is needed in most cases. Paraoentesis of pleural and 

perioardial exudates is indicated when necessary. 

Anticoagulant therapy is contraindicated in all oases 

of generalized pericarditis unless there are safe

guards for early recognition and treatment of cardiac 

tamponade. 

Prognosis is very favorable in this illness which 

is considered a benign condition unless anticoagulants 

are used when there is an associated general peri

carditie. 
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XII. CONCLUSIONS 

1. f he post myocardial infarction syndrome is a new 

recognizable major complication of recent myocardial 

infarction occurring at varying intervals after the 

acute infarction, with a striking tendency to 

recurrences. 

2. The complication consists of one or a combination 

of the following; pericarditis, pleuropericardial 

pain, pleuritis, pneumonitis, and fever. 

3. Hemorrhagic manifestations are another common 

characteristic of the syndrome. 

4. The etiology is unknown but the complication may 

represent a hypersensitivity reaction to autoantigens 

that result from necrosis of the myocardium. 

5. The exact incidence is not known but in the largest 

series it was believed to complicate 3% to 4% ofthe 

cases of acute myocardial infarction. 

6. The main illnesses to be considered in the differ

ential diagnosis are pericarditis epistenocardia, 

recurrent myocardial infarction and pulmonary 

infarction. 

7. The clinical course is variable and the conditions 

most oharacteristic feature is its striking tendency 
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to recur; as many as 8 episodes have been observed. 

8. The total duration is dependent on the number of 

recurrences and a case has been reported which per

sisted for 28 months. 

9. Steroid therapy is the specific medication for the 

management of the condition but it is reserved for 

only severe, protracted cases, when pain cannot be 

controlled by other means or when there is rapidly 

spreading pneumon1t1s. 

10. Most ca,ses can be handled easily with symptomatic 

treatment. 

11. Anticoagulant therapy, except for selected oases, 

1s contraindicated when generalized pericard1tis is 

present. 

12. The prognosis is excellent in all but the cases 

where anticoagulant therapy is used in the presence 

of generalized pericard1t1s. 
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