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[WE] B REFRIEREZEACI VATREESHXATR(CIA)ARNBEXRIERNT - FHE 60 R 10 B
Wistar M X RIZBIBFREZDAFECIS. D RFIBEAMTHE HEA EXER(NEB)A, 50102, BR=AAN, H
£5AXRAE Cll - BFRESEFIAFTESEANE CIA KRER, 2 AR B4A FHERAYEST,A77.30 d BARAR KB ER
EREXTBEALTBREBENRELE, XA HE 2B ANERRXTBBEALRIEZEL, ELISATER KX 5 5z 7 B B 45 4k B 40 i
(MLNLs ) A IL-2.IL-4.IL-17 FldE A K EAF - B (TGF-B VK FE, AN BEARE N HEET B 17(Th17)BAHHET AE
(Treg JRABLLRI, HER S AALE, REAKRERXATBEARMMETIEA  SOEMIZE B E M £ /L, MLNLs #F IL-2.
IL-4 K FRAEFEK(9 P<0.05), TGF- B .IL-17 KFEREFS (Y P<0.05),Th17.Treg RELLBIBR B F= (13 P<0.05); S1REVALL
B, RAMEFE Cll 5. R BEANEAXRBREDBREAANEMERE FTEDERERD ,MLNLs #F IL-2.IL-4.TGF- B K¥F
PR TS (49 P<0.05),IL-17 /K B3 RFE1E(P<0.05), Treg HRABLLBITHE 0. Th17, ZRAREL HIFE (39 P<0.05), Heh#fde C Il REF
EABRE—EHNENXR(Y P<005), it FHILCIATERECAARARETBREALNREMXET, HIERAYHI TR E
RITIET MLNLs 48 E F/KFF0 Th17. Treg 4R b 51 55 I A9
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[ Abstract ] Objective To investigate the efficacy of agkistrodon type Il collagen(C Il ) in treatment of rats with collagen—
induced arthritis(CIA) and related mechanism. Methods Sixty Wistar male rats of 10 weeks old were randomly divided into six
groups with 10 rats in each group:‘normal control group, model control group, celecoxib treatment control group, and high-,
medium- and low—dose C ll_treatment groups. The CIA model was induced by injection with bovine C Il emulsified in CFA at 2
weeks before corresponding drug treatment. The rats were sacrificed after 30 days of treatment, the synovial tissue of the knee
joint of the left posterior.foot and mesenteric lymph node samples were collected. The histopathological changes of synovium
were observed by HE staining. The expression levels of IL-2, IL-4, IL-17 and transforming growth factor — B(TGF-B) in rat
mesenteric lymph node'lymphocytes(MLNLs) were detected and the ratio of helper T cell 17(Th17) and regulatory T cell(Treg)
was calculated. Results Compared with the normal control group, the synovial tissue cells volume and inflammatory cell ag-
gregation“and.neovascularization in the model group were significantly enhanced, the expression levels of IL-2 and IL-4 in
MLNLs were significantly decreased(all P<<0.05), the levels of TGF- B and IL-17 were significantly increased (all P<0.05), and
the ratio of Th17/Treg was markedly increased(all P<<0.05). Compared with the model group, the inflammatory cell aggregation
and'neovascularization in the synovial tissue of celecoxib treatment group and three C Il treatment groups rats were significantly
reduced, the expression levels of IL-2, IL-4 and TGF- B in MLNLs were significantly increased(all P<0.05), the levels of IL-17
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were significantly decreased(all P<<0.05), the ratio of Th17/Treg was decreased(all P<0.05) in a dose-effect manner(all P<0.05).

Conclusion

The agkistrodon C Il can alleviate the pathological changes of synovial tissue in CIA rats, which is associated

with the regulating the expression levels of cytokines and Th17/Treg ratio in MLNLs.

[ Key words ] Agkistrodon type Il collagen Collagen—induced arthritis Rats Immunomodulation Cytokines
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HESAF R 0.9% FALBNES R . 2 FJERHBESE T
KGTAWIRIT ol dl bR dl A% A%
10 ml/kg 23 W45 F 20.10.5 pg/ml B98¢ C 1AW,
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10 ml/kg 45 TAE DM 0.9% AN, 1 K/d, ESL4
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Percoll TAEW),4 °C.1 200 r &[> 20 min, Y5 40
0 E 2 B B R 1x10° AS/L, ] FITC FRid BBk
f CD4 HLiK \PE AR AL K B CD25 HLIAPRIC Treg,
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Hait#m (¥ P<0.05); 5 Edl b, mil el
Th17 40 LG A5 B 58 FAARG , Treg 4H LG 491 B 8 TH i85, 25 5%
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