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To determine whether oral administration of type Il collagen can suppress collagen induced arthritis (CIA),
bovine type II collagen (BCII) was administered in DBA/1 mice. Each mice (n=9) were fed eight times either
Sug, 10ug, 20ug, 40ug, 80ug of BCII or 1000ug of ovalbumin for control mice for 2 weeks. Seventeen days
after first administration of BCIl, mice were immunized intradermally at the base of the tail with 100ug of
BCI and at footpad with 50ug of BCIl 2 weeks after the first injection. Mice were killed 14 days after
booster immunization to examine the T cell proiiferation response to BCIl in lymph node (LN} and spleen.
CIA was induced 100% in the control mice and peaked at 5 weeks after first immunization. The incidence of
arthritis was decreased (range 125 to 50%) in the mice fed collagen, maximally in the mice fed 20 ug of
BCII (p<0.001). Mean arthritic index was lower in the mice fed 20ug of BCII than the control mice (2.1+0.8
vs 5.1%1.1, p<0.00l). Mean arthritic limbs were also lower in the mice fed 20ug of BCH than the control
mice (20.8% vs 58.3%). T cell proliferative responses to BCII in LN and épleen were lower in tolerized mice
with 20ug of BCIl than the control mice (stimuation index of mesenteric, draining LN, and spleen = 20 vs
44, 2.1 vs 3.0, 1.5 vs 26). Collectively, oral administration of BCII can suppress the CIA in terms of the
incidence, severitly of arthritis and T cell proliferative response. These results suggest that oral
administration of BCII could be an useful strategy for the treatment of rheumatoid arthritis.
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