REPEASE 2005; 120 81-90.

B RR R HAR A D R AV AR ES
—— EKICEERENEL OB EHR LI —

NoE LR

Wowo e

R RIE R I AR B bR LR
PR SRR E R EE R PR

(ZfF PR 16 49 H 29 H)

HISTOPATHOLOGICAL EXAMINATION OF THYMIC GLAND
—— WITH SPECIAL REFERENCE TO MYASTHENIA GRAVIS —

Kazumasa KoMINE! and Yu KoHNO?
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2Division of Neurology, Department of Internal Medicine, The Jiker University School of Medicine

For a correlative study of myasthenia gravis(MG) and the thymus, we made histological
observations of surgical specimens of the thymus obtained from 1980 through 2002 at The Jikei

University Hospital.

The specimens were categorized in cases of MG as thymitis, 33 cases,

and thymoma, 29 cases, and in non-MG cases as thymitis, 2 cases, and thymoma, 29 cases. Our
findings were as follows: 1) the incidence of thymitis was higher in younger patients; 2) in
cases of thymoma, the B2 histologic type was present in nearly all cases of MG and thymitis ;
and 3) in 50% of thymoma cases, thymitis was present regardless of the presence of MG.
These findings suggest the importance of thymitis in the pathogenesis of MG.

(Tokyo Jikeikai Medical Journal 2005 ; 120 : 81-90)
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Table 1. Correlation between histological typing
of thymoma and B-cell infiltration in
thymic parenchyma

non-MG

istological typing

inflammation
@ inflammation (—) | 1 5 0 5
@ inflammation (+) 0 9 1 1
unknown 0 2 1 1
@/0+®@ (%) 0 | 100 |64.28| 100 |16.66

MG

istological typing

inflammation

@ inflammation (—) 1 0 4 1 4

@ inflammation (+) | 0 0 3 8 5

unknown 0 0 1 0
@/0+®@ (%) 0 0 |42.86|88.89|55.56
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Fig. 13. Clinical stage of thymoma (Masaoka system)
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