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Tumour necrosis factor a augments the inhibitory effects of

CTLA-4-Ig on osteoclast generation from human monocytes via
induction of CD80 expression

(Tumour necrosis factor a % CD80 ¥ Hii%E 2/ L T, CTLA4-Ig

DR E ML LN R 2 ¥ R4 %)
Clinical and Experimental Immunology,196:392-402,2019.
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