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Onset and Pathogenesis in Rheumatoid Arthritis
and its Treatment

Tadamasa HANYU

Department of Orthopedic Surgery, Niigata
University School of Medicine

To study joint destruction and osteoporosis in patients with rheumatoid arthritis
(RA), we investigated bone loss using histomorphometric analysis. We also examined
the property of colony forming unit-fibroblastic (CFU—F) isolated from tibial bone
marrow in rats with collagen-induced arthritis (CIA) and iliac bone marrow in huma
n. Our findings showed decreases of parameters of bone formation and of the number
of alkaline phosphatase-positive CFU—F during onset of arthritis. We speculated that
reduced bone formation was the predominant mechanism of bone loss in the pathogene-
sis of RA. We also demonstrated that the lymphocytes in the joints of CIA comprised
resident T cells that are extrathymically generated in situ. In vivo treatment with vari-
ous monoclonal antibody, these 78T cells and CD 8 aa ™ cells were associated with sup-
pression of the disease, especially after its onset. On the other hand, in patients with
RA, CD57"T cells levels were elevated, especially high in joints and its adjacent bone
marrow. CD57HT cells contained higher proportions of CD 478 cells and y48 T cells
than CD57™T cells. We suggested that CD57HT cells with NK cell marker probably
were a counterpart of extrathymic T cells in human and had unique immuno-suppressive
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functions. In rats with CIA, great increase in number of granulocytes were also ob-

served before the onset of arthritis. From these results, we are performing the evalua-

tion of these treatment which makes it possible to decrease the granulocytes or to in-

crease the CD57T cells using previous analysis system of bone formation.

Key words: rheumatoid arthritis, histomorphometry, bone formation, extrathymic

T cells, granulocytes
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