












































CONCLUSIONS 

* Sensitivity of HUTT testing (baseline plus low dose 

isoproterenol) seems to be relatively low, especially 

for baseline testing . 

* Sensitivity will increase with high dose isoproterenol 

with corresponding decrease in specificity. 

* HUTT is time consuming, average time required in 

this protocol is 90 minutes. 

* Good history and physical examination in young 

patients is equally sensitive in diagnosing 

neurocardiogenic syncope 

* HUTT positive patients responded well to B blockers. 

* HUTT negativity identifies low risk subset of patients 

for recurrence of syncope. 
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NATURAL HISTORY STUDY OF 

DILATED CARDIOMYOPATHY 

INTRODUCTION 

The Oxford Dictionary defines the term natural 

history as "a community that would develop if human 

influences were removed completely and permanently". 

According to Julien Hoffman "The Natural 

History of any disease is a description of what 

happens to people with the disease who do not 

receive treatment for it". Thus at present ·Natural 

History' is a misnormer.ldiopathic dilated 

cardiomyopathy is a primary myocardial disease of 

unknown cause characterised by left ventricular or 

biventricular dilatation and impaired myocardial 

contractility1 . Depending on the diagnostic criteria 

used, the reported annual incidence varies between 

5 and 8 cases per 100,000 population 2•5 • However 

the true incidence is probably underestimated by 
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those figures, since many asymytomatic cases 

remain unrecognized. Males have a 2.5 fold 

increase in risk, as compared with females, that is 

unexplained by socioeconomic factors, alcohol 

intake or other variables. 

The true natural history of idiopathic dilated 

cardiomyopathy is difficult to determine, since 

asymptomatic cardiomegaly may be present for 

months or years. Although the rate of progression 

from asymytomatic left ventricular dysfunction to 

overt symptomatic heart failure is unknown, 

symptomatic patients generally have a poor 

prognosis. Survival rate from tertiary referral 

centres are similar, with mortality rate of 25 to 30 

percent at 1 year and aproximately 50 percent at 

5 years (range 35 to 62 percent) 1 •8 •9 The poor 

survival reported in these early retrospective 

studies may reflect a referral bias, since patients 

with more advanced disease or treatment failure 

may have been more likely than others to be 

2 



referred. More recent observations sugest 

substantially better survival, with an average five 

year mortality of 20 percent. This change in 

mortality probably reflects the earlier detection of 

disease, a shift to population based studies, and 

better treatment 8 ·9 ·13•15 · 

The outcome for infants and children is highly 

variable. Initial studies reported two year survival rates 

below 50 percent. Death is most frequently caused by 

progressive heart failure and sudden death is 

rare. 12,13,14,15. 
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AIM OF THE STUDY 

To evaluate the survival and factors related to 

survival in dilated cardiomyopathy. 
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MATERIALS AND METHODS 

This retrospective study comprises dilated 

cardiomyopathy patients who were referred to this 

institution during the years 1992 to 1997. All the patients 

were intimated through letters .Only 75 out of total 85 

patients responded. These 75 patients form the basis 

of the study. There were 421males and 33 females. 

All case records were screened in detail. The 

surviving patients underwent detailed clinical evaluation 

and repeat echocardiography. 
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RESULTS 

There were 42 males (56 %) and 33 females 

(44%).0ut of the 75 patients there were 33 (44 %) 

survivors. Coronary angiography was done only in 

cases where coronary artery disease was suspected 

clinically or to exclude ALCAPA. CAG was done in 15 

patients (20%). History of preceding viral illness was 

obtained in 9 cases (12%). and of viral titres were 

elevated (all Coxsackie B) only in 3 cases (4%) Out of 

these 9 patients, 6 Survived (66.66%) which included 

a 28 years old man with severe LV dysfunction(EF 25%) 

at first presentation and after 2 years the LV function 

fully normalised. Other five cases improved 

symptomatically with varying degrees of improvement 

in LV function. 

Cardiac catheterisation was done in 10 patients 

(13.3%) . There are five cases(6.5%) of atrial fibrillation 

out of which only one survived. All others died within 

two years. There was one case of atrial flutter. Frequent 
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ventricular premature contractions were noted in eight 

cases (1 0. 7%) and 87 % of them died within two years. 

There was one case of supraventricular tachcardia. 

LBBB was noted in 15 patients (20%) out of which 

10 died (66.67%) within 3 years. There were four(5%) 

cases of RBBB of which two died (50%) within two 

years. 
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Table 1.Yearwise mortality 

Year Total Surviving Mortality 
No. patients at at at at at at at 

of patients 6 months· 1 year 2years 3 years 4 years 5 years 6 years 

1992 6 1 5 5 5 5 5 5 5 

(83.3%) 

1993 5 2 1 1 1 1 2 3 3 

(20%) (40%) (60%) 
-

·" 

1994 8 2 2 4 6 6 6 6 6 
(50%) (75%) 

1995 17 7 2 5 10 10 10 10 10 

(59%) 

1996 12 3 4 7 9 9 9 9 9 
I (75%) 
' 

1997 27 18 4 8 9 9 9 9 9 

(33%) 
- -------------------
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Table 2.Agewise distribution of patients 

0-1 1-10 11-20 21-30 31-40 41-50 51-60 61-70 71-80 
years years years years years years years years years 

Total 7 10 3 7 14 19 11 3 1 

8 year 
morality 6 8 2 3 9 8 3 2 -

85.7% 80% 66.6% 43% 64% 42% 27% '66% 
'--~~--------···--

Table 3.Mortality based on ejection fraction 

B~etow 25% 25-35 Above 35% Not known 

Total 12 18 31 14 

Mortality 11 13 10 8 

91.7% 72.2% 32% 57% 

! 
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Table 4.Mortality based on NYHA class 

NYHA Total 3 months 6 months 1year 2years 3 years 4 years 5 years 6years 

class mortality mortality mortality mortality mortality mortality mortality mortality 

4 14 8 11 12 12 12 12 12 12 

57.1% (78%) 85.7% 

3 22 4 6 12 14 14 15 15 15 

(18%) 27.3% 54.6% 68.2% 

2 39 1 2 8 14 14 14 14 15 

(2.5%) (5%) 20.5% 36% 38.5% 
I '. - ---- ----------·---~----

9(a) 



' .. ./ 

DISCUSSION 

In the present study .out of 75 patients there were 

33(44%) survivors. Table 1 shows that from 1992 to 

1997 there was an increase in the number of cases of 

DCM. This may be due to the increased awareness 

and early detection and the referral of DCM cases. 

This may be due to the wide spread availability of 

investigative facilities including Echocardiography. 

Survival of patients was better in 1997 compared to 

previous years. This also may be explained by early 

detection of DCM cases in recent years. This is further 

shown in table 4, where a good correlation with NYHA 

class and survival was noted. The mortality in NYHA 

class IV mortality was 85% , class Ill 54% and class II 

20.5% at the end of one year. During the same period 

64% NYHA class II patients were alive at five years. 
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Another important observation was the higher 

mortality in the lower age group. Infants had a 6 months 

mortality of 85% . These patients are sick and majority 

were in NYHA class IV. 

Postviral Cardiomyopathy patients had better 

survival -66.6%, out of the 9 patients, at a mean of 

five years± two years follow up. More over these patients 

were initially in class IV and subsequently they improved 

symptomatically and by way of their LV function. One 

28 year old male patient in class IV with severe LV 

dysfunction became normal after two years. 

Cardiomyopathy patients with Atrial fibrilliation had a 

higher mortality. Incidents of Atrial fibrilliation is low in 

this series (6.5%) compared to previous studies 1, 13. 

Previous studies showed incidents of atrial frbrilliation 

of above 20% . The mortality in this group was 80% 

which is consistant with previous studies. LBBB and 

ectopics were also associated with significantly higher 

mortality as in previous studies 1 , 13. 
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Ejection fraction had a good correlation with 

survival. EF below 25 percent had a 91.7% mortality 

by one year. EF above 35% had 32% mortality during 

the same period of one year. 

All patients were received digoxin, diuretics and 

ACE inhibitors. Survival is comparable with previous 

studies. 
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CONCLUSION 

Among dilated cardiomyopathy, postviral 

cardiomyopathy had better survival. 

Higher ejection fraction and lower NYHA class 

correlated with better survival. 

Infants had higher mortality compared to the older 

age group patients. 

Atrial fibrillation, VPCs and conduction blocks were 

associated with higher mortality. 

1 3 



REFERENCES 

1. Fuster V. Gersh BJ. Giulcani ER. Tajik AJ eta!. 

The Natural history study of dilated 

cardiomyopathy. AJC 1981 : 47:525 

2. Report of the WHO task force on the definition 

and classification of cardiomyopathies BHJ 

1980:44:672. 

3. Gillum RF.Idiopathic dilated cardiomyopathy ini the 

United States AHJ 1986:111:752. 

4. Williams BG. Oslen EGJ. Prevalence of over dilated 

cardiomyopathy in two regions of England. BHJ 

1985:54:153. 

5. Roberts WE.Siege·l RJ.MC Mams BM.Idiopathic 

dilated cardiomyopathy. Analysis of 152 necropsy 

patients AJC 1987:60:1340. 

14 



6. Johnson BA, Palaios 1. Dilated Cardiomyopathies 

7. Komjda M.Jans JP. Reeves F.etal. Factors 

predicting mortality in idiopathic dilated 

cardiomyopathy.E.H.T 1990:11:824. 

8. Diaz BA, Obasoshan A. Oakley CM. Prediction of 

outcome in dilated cardiomyopathy. 

BHJ:1987:5858:393 

9. Stevensen LW.Perloft JK. The dilated 

cardiomypathies.clinical aspects. Cardiel Clinic 

1988:6:187. 

10. Di Lenard a A.Lardieri G. Mestroni Letal Dilated 

Cardiomyopathy. Changing survival in the last 20 

years. Cirulation 1990:82:387. 

1 5 



11. Monolio T.A.Banghman K.I.Baughman K.l 

Rodeheffer R.et al. Prevalence and etiology 

ofidiopathic lilated cardiomyopathy. Summary of 

a National Heart. Lung and Blood Institute 

Workshop AJC 1992:69:1458. 

12. Taliercio CT. Seward JB. Driscoll OJ. Fisher LD. 

Tajik AJ. Idiopathic dilated cardiomyopathy i the 

young. Clinical profile and natural history. TACC 

1985:6:1176. 

13. Akagi .T.Benson LN.Ugpt fo9t NE.Chink.Wilson G. 

Freedom RM.Natural hj_stc>·r:y of dilated 
'-,, ., .. - :'' 

cardiomyopathy in children. AHJ :1991:121:1502. 

14. Lewis AB. Chobot M.Outcome of infants and 

children with dilated cardiomyopathy AJC 

1991 :68:365 

15. Fruidman RA. Moak JP Garson A clinical course 

()f. idiopathic dilated cardiomyopathy in children 

JACC 1991:18:152. 

1 6 


