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Abstract; Objective To investigate the effects of bone marrow derived dendritic cells (BMDCs) on CD4 "
CD25" Treg cells in type Il collagen-induced arthritis (CIA) mice and its mechanism. Methods From 40 male
BALB/c mice,10 were randomly selected to be sacrificed by cervical dislocation method,and murine marrow-
derivedmonocyteswere isolated and collected. Immature dendritic cells (imDCs) and mature dendritic cells
(mDC) were induced by interleukin (I11.-4) , granulocyte-macrophage colony-stimulating factor (GM-CSF) and
lipopolysaccharide (LPS) ,and their cell phenotypes were confirmed with flow cytometry. The expressions of
costimulatory molecules CD80,CD86 and MHC Il were detected by Western blotting. Another 30 mice were
selected and immunized with type Il collagen to establish rheumatoid arthritis (RA) mice models. On day 6

after first immunization, mice were divided into blank control group (n=10),imDC group (#=10) and mDC
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group (n=10) according to random number table method. Phosphate buffer solution (PBS),imDC and mDC
were injected through the caudal vein respectively. On day 7 after immunization,the three groups of mice were
subjected to immunization enhancement. The joint deformation of the three groups of mice was observed on
day 21 after immunization enhancement,and the arthritis index (AI) was determined. The expressions of ser-
um TGF-B and 11.-10 were determined by enzyme-linked immunosorbent assay (ELISA) and Western blot-
ting , while the proportion of Treg cells was determined by flow cytometry. Results After induction by 1L-4+
GM-CSF, the expression rates of CD80,CD86 and MHC- I of were 36. 80% +5. 86%,32. 80% +6. 42% and
56.80% +5.36% respectively, which were imDCs. After induction by IL-4 +GM-CSF + LPS, the expression
rates of CD80,CD86 and MHC-1I were 90.03% +7.38%,89.87% +7.10% and 93.03% +7.76% respective-
ly, which were mDCs. The results showed that DCs was successfully induced into imDCs and mDCs. On day 21
after immunization, Al score of imDC group [ (7. 284 1. 45) points] was significantly higher than that of mDC
group [ (13. 7842, 14) points] and blank control group [ (12. 31+1. 83) points],and the differences were sta-
tistically significant (P<C0. 05). Serum IL-10 and TGF- [ (11.32%2.17) pg/mL and (27.1544.71) pg/mlL]
in imDC group were significantly higher than those in mDC group [ (5.47=+1. 83) pg/mL and (11.6442.67)
pg/mL] and blank control group [ (4. 96+1.79) pg/mL and (12. 06+2. 25) pg/ml],and the differences were
statistically significant (P<C0.05). The proportion of spleen Treg cells in imDC group (4. 62% +1.03%) was
significantly higher than that in mDC group (3. 05% £0. 87%) and blank control group (3. 03% £0.91%),
with statistical significance (P<C0. 05). Conclusion ImDC derived from bone marrow is likely to alleviate the

disease in CIA mice, promote the expression of anti-inflammatory cytokines I11.-10 and TGF-8,and accelerate

the proliferation of Treg cells,leading to immune tolerance.
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