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— Abstract -

Pathology of the Cardiac Valve Disease

C.Y. Lim, M.D.", Y.S. Sohn, M.D.", H.J. Lee, M.D.", K.T. Kim, M.D."
I.S. Lee, M.D.", H.M. Kim, M.D.", L.S. Kim, M.D.”

Surgery is now the usual mode of therapy in patients with severe valvular heart disease.

Until recently, clinicians and pathologists arttibuted nearly all acquied valvular heart disea-
ses to a rheumatic origin, except some obviously resulting from acute infection and syphilis.

Although many clinicians and pathologists descrive that the origin of aortic valvular disease
i1s a nonrheumatic origin,we recognize the major origin of aortic valvular disease in Korea as a
rheumatic origin.

We excised 47 cardiac valves from valvular heart diseased patients and performed anato-
mical and pathological analysis for its origin and underlying pathology.

The purpose of this article is to provide an update for the clinicians of evolving issues
related to the pathology of valvular heart disease.

But myxomatous origin and infective endocarditis valvulitis will not be covered in detail.
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Etiologies of acquired valve disease

Table 1.

Total

Etiologies Infective Myxomatous

Rheumatic

Hemodynamic lesion
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3(4%)

4(5%)

77(91%)

Total

84; 4 prosthetic dysfunction, 1 VSD+AR, 1 Marfan.
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Senile

Myxomatous
0/ +
0/ +

Infective
0/ +

SpongiosaZol GAG # =
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Rheumatic
0/ +

Etiologies assessment of valvular heart disease

Redundancy
Chordal rupture

Defect
Commissural / chordal

Calcification

Thikening
Fusion

Symbols: 0, absent; +, present; 0/ -+, present in some cases.

Gross features

Table 2.
Leaflet



Table 3. Etiologies assessment of valvular heart disease

Histologic features Rheumatic Infective Myxomatous Senile

Preservation of

layered architecture 0 0/ + + +
GAS accumulation in
spongiosa 0 0 + 0
Thinned fibrosa 0 0 + 0
Fibrosis of fibrosa + 0/ + 0 0
Fibrosis of whold layers + 0/ + 0 0
00— +++4)
Neovascularization + 0/ + 0 0
0 — +++)
Inflammatory cells . - . + - -
(Nor MO = +++)
Aschoff bodies 0/ + 0 0 0
Bactenal vegitation 0 + 0 0

Abbreviations and symbols: 0, absent; +, present; 0/ +, present in some cases; GAG, glycosaminoglycan; M,
macrophage; N, neutrophil.
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Table 4. Functional abnormality of excised val

ve.

Pt.
Hemodynamic lesion No. %
M S 27 57
M R 14 29
AS 3 6.4
AR 2 4.3
TR ‘ 1 2
Total ' 47 100
Table 5. Major etiology of excised valve.
. Infective .
Rheumatic .. Myxoid deg. Total
endocarditis
MS 26 1 27
M R 9 3 2 14
AS 3 3
AR 1 1 2
TR 1 1
Total 40 4 3 47
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