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Intravenous injection of AACMV.NK4 into SKG mice suppressed the progression of

B-glucan induced arthritis. Bone destructions were also inhibited by NK4 treatment.
Histopathological findings of the foot joints revealed that angiogenesis, inflammatory
cytokines, and RANKL expressions in synovial tissues were significantly inhibited by NK4
treatment. Molecular targeting of HGF by NK4 can therefore be potentially applied as a

novel therapeutic approach for the treatment of RA.
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