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K, BEFEIE R EOFSEMSERLERABELTVLIbDLERELL.

We have studied histopathological changes of the heart in 110 cases of gene-
ralized amyloidosis. »

One hundred and four cases of them (94.55%) showed amyloid degeneration.
Amyloid degeneration was much severér in primary and secondary amyloidosis
than those associated with multiple myeloma.

A careful and extensive microscopic examination of the endocardium, myo-
cardium, epicardium, valve and conduction system revealed that amyloid degene-
ration had begun in close association with blood vessels.

We assume that amyloid formation cannot be specifically ascribed to a certain
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cell type. Many cells, including endothelial cells which line blood vessels and

endocardium, cardiac muscle cells of myocardium and conduction system, and

fibroblasts may take part in amyloid production.
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Table 1. Incidence of cardiac amyloidosis according to N EAET L A b s
the types of systemic amyloidosis Lo (Fig. 2).
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Fig. 2. Congo red stain: polarizedx 25

Fig. 1. Congo red stain: polarized x25
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Table 2. Relation between the grade of myocardial amyloidosis and
types of systemic amyloidosis

RERE - + H #
WO B % B % B % B %

FRMET I v A FEE 1 2.08| 3 6.25 | 27 56.25 | 17 | 35.42
MTMET S A FIE 2 6.67 | 6 20.0 | 12 40.0 | 10 33.33
BHEYE0T27 I vg NE 1 7.14| 5 35.71| 7 50.0 1 7.14
RERBEDO7 3 v FiE 2 11.76 | 0 0.0 5 29.41| 10 58.82
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Fig. 5. Congo red stain: polarizedx 100
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Fig. 6. Congo red stain: porarized x10
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Fig. 11. Congo red stain:

Fig.12. HE: x10
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Fig. 14. Congo red stain: x25
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