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FHSIMIKRCHR . Fik: X380 HACMAT 0 IERS A B B Im IR . 5 BEGTREEAT DB RE BT 5T
O3 AT FCG PRARAE . O ME KRR AR B, IF X Hoh 7 175 B e BRI EE , R4l gl
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Morphological and ultrastructural study in heart
transplantation recipients with arrhythmogenic

cardiomyopathy
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Objective: To investigate the histopathological and ultrastructural features of arrhythmogenic cardiomyopathy
(ACM). Methods: The clinical and pathological data of 38 ACM patients with heart transplantation were

retrospectively studied, the clinical characters, gross observation and histopathological findings were analysed.
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The correlation between the histological type, myocardial ultrastructure changes and clinical electrocardiogram
performance in seven cases were identified using transmission electron microscopy. Results: Classical right-
dominant subtype (57.9%) was the most common, followed by biventricular forms (31.6%), then left-dominant
subtypes with predominant LV involvement (10.5%). The histological changes of classical right-dominant
subtypes were mainly fatty replacement, and that of the left dominant subtypes were mainly fibroadipose
replacement (P<0.05). Transmission electron microscope found that sarcomere supercontraction, overstretch
or myofibril fracture were ubiquity, and abnormality intercalated discs were observed in 85.7% (6/7), immature
myocardial cell or organelles could were observed in 71.4%. Patients of classical right-dominant subtypes
were younger than that of the other two groups (P=0.02). Arrhythmia types were associated with anatomical
classification (P=0.01). The incidence of ventricular arrhythmias: biventricular (88.9%) > RV-dominant
(42.3%) > RV-dominant (0%). Histologic changes of left ventricular associated with heart weight increased
(P<0.01). The left ventrical ejection fraction (LVEF) did not show a relationship with anatomical type or
hishistopathological type(P>0.05). Conclusion: Histological and ultrastructural examination on ACS could

help the etiological diagnosis, and also provide the morphological basis for further genetic studies.
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Figure 1 Histology and ultrastructure of ACM
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(HE); (D)WUIHAiA2I(TEM); (B)FERFEL, FEAELRI B SE(TEM); (F)AOHECULANM, USRER4E% A K (TEM).

(A)Gross morphology, adipose or fibroadipose replacementmore than two-thirds of thecardiac wall; (B)Adiposeinfiltration and replacement

cardiac cells(HE); (C)Fibroadiposeinfiltration and replacement cardiac cells(HE); (D)Sarcomere uneven contraction(TEM); (E)

Intercalated disc straight and gapbroadening(TEM); (F)Immature myocardial cell, myofibril dysplasia(TEM).
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Table 1 Clinicopathologic relationship of ACM
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gz g 25 L5t # &8 X (P=0.24,
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3851 B B 29 B A AEAS [ R BE 1) A = AR
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REAEE 9 8 5 12 10 7 8 9
Pt 7 2 4 5 4 5 8 1

e R A EE O ERIRIOUE B R PR s AR SR B A s N B e as Y] A

*Comparison among theLV-dominant group, theRV-dominant group and thebiventricular group;"Comparison between the non-

involving LV group andthe involving LV group.
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Table 2 Pathological characters with left ventricular ejection fraction
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