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BEMRH Y, R —MoOEMEY VSETY & 1gG4
MEZRTZENHED. T/, IRED IgG4 B
& lymphoma 25584 L 72 & v 9 3IREFHID
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| IgG4-related disease is a systemic disorder which forms a hard mass in various sites such as |
i the pancreas, lacrymal gland, salivary gland, liver, lung, retroperitoneum and so on. Although i
| they have been resected with surgery so far, it is thought to be a reactive and inflammatory |
i disease that usually resolves itself through steroid therapy. The more widely this concept is i
i accepted by physicians, the more cases have been diagnosed on pathologic routine recently. Here |
| we summarize 15 lesions from 13 patients, which have been diagnosed histologically with IgG4- i
i related diseases in our hospital. i
| Fifteen lesions include 5 lacrymal glands (3 bilateral), 5 salivary glands (3 submandibular), !
i 2 pancreas, liver, gallbladder and skin. Most of them showed massive sclerosis and lymphoplas- i
| macytic infiltration. Also, serum IgG4 levels were higher than normal in all 9 patients tested. !
i Immunohistochemically, all revealed a lot of IgG4-positive plasma cells that meets a criteria (>100 i
i /HPF and/or IgG4+/IgG+ ratio>50%). }
i It’ s important to make a precise diagnosis to prevent over treatment. However we also need i
| not be blind, as high serum levels of IgG4 can happen with some types of cancer, Wegener !
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granulomatosis, sarcoidosis or a kind of malignant lymphoma.
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