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A Clinical Study on the Surgical Treatment of the Rheumatic Cardiac
Valve Disease

Jong Won Kim, M.D.* , Hwang Kiw Chung, M.D. *, Sung Kwang Lee, M.D.*
Byung Joon Kim, M.D.*, Young Woo Shin, M.D. **

Rheumatic valvulitis produces at least three distinct pathologic changes, the degree varying
widely among the patients: fusion of the valve leaflets at the commissures; fusion and shortening
of chordae tendinae: and fibrosis of the leaflets with subsequent stiffening, contraction and
calcification. The most extensive changes usually are seen in patients with recurrent attacks of
rheumatic fever.

We studied on outcome of the surgical treatments of rheumatic valvular diseases that have
been experienced for 12 years since 1982 at Pusan National University Hospital.

The diagnoses were made by rheumatic fever history, echocardiographic findings, gross
operative findings and microscopic findings. Total 502 patients were performed surgery for
valvular heart diseases and 440 patients of rheumatic origin have bene analysed.

There were more female than male patients as 1.3:1, and the mean age was 37.8 years old.
96.3% of them affected to the mitral valve, 19.8% to aortic valve, 16.3% affected to the tricuspid
valve. .
Most of them underwent valve replacement, and valve repair was done in 3.9% of patients.
There were 36 hospital deaths(8.2%) mainly from low cardiac output syndrome, and 15 late deaths
equally due to embolism and hemorrhage. Follow up was 90.1% completed(2890 patient- year).

Linealized rates of late complication events are follows : thromboembolism 1.3% per patient
year; anticoagulant related hemorrhage 0.8% per patient year. Overall actuarial survival including
hospital mortality was 92.74/-2.9% in 1 year, 88.0+/-4.5% in 5 year, 82.3+/-7.7% in 10 year.

We conclude that the rheumatic disease is still the most frequent and the most important cause
of heart valve disease. So more intensive study is needed in spite of the abrupt decreasing rate
of rheumatic fever in U.S.A. and other industrial country.

(Korean J Thorac Cardiovasc Surg 1998;31:346-52)
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Table 1. Patient profile

Duration pt study period 1982-1994
Number of patients 374
Sex, male:female(ratio) 1:1.3

37.8£13.5 (12-64)
1 years - 12 years
2890-patients

Age, mean= SD(range)
Follow up duration

Total follow up
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Table 2. Pathologic condition of rheumatic valve diseases

Mitral valve

424(96)

stenosis 89
insufficiency 52
combined 233

Aortic valve 87(19)
stenosis 14
insufficiency 26
combined 47
Tricuspid 72(16)
stenosis 1
insufficiency 3
combined 4

Total 440(100%)

* Total number is different from combined valve lesion.

Table 3. Operations for valve lesions

Valve Replacement 374
Mitral 275
Aortic 18
Double valve 69
Triple valve 1
Valve Reconstruction 100
Mitral 19
Tricuspid 81
Total 440(100%)

* Total number is different from combined valve lesion.
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Table 4. Mortality according to operation method

Total 8.2%

Table 5. Early cause of operative death

Multiorgan failure syndrome 24
Bleeding 5
( Heart rupture ) (3)
Renal failure 3
Arrhythmia 1

Unknown, sudden death
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Table 6. Late complication and death

Embolism 35

Transient ischemic attack 20
True brain infarction 9(3)
Peripheral embolism 1
Valve thmrombosis 5(1)
Hemorrhage 11
Cerebral hemorrhage 4(3)
GI bleeding 3
Abdominal bleeding 1
Hematuria 2

Gingival bleeding, massive 1 + vaginal bleeding 1

Perivalvular leakage 2 + Nasal bleeding 1

Heart failure 7(3)
Endocarditis 1
Cancer 1(1)
Unknown, sudden death 3
Total 60(11)
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Fig. 1.

Comparison of preoperative and
perative NYHA class for survivors of rheumatic cardiac
valve disease
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Fig. 3. Actuarial survival curve after rheumatic cardjac
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