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Abstract: Objective To investigate the effect of melittin on the immune regulation of arthritis rat model induced by collagen.
Methods The arthritis rat model was successfully established and randomly divided into model group, melittin group and
methotrexate group with six rats in each group. In addition, rats without modeling were selected as control group. After 14 d, the
melittin were ip injected once every other day and methotrexate were ip given once a week for 21 d. The model group was given the
same amount of normal saline, and the degree of joint swelling was observed and calculated. After drug administration, the serum
was collected from rats, and the serum levels of IgG, IgG1, IgG2a, IFN -y, and IL-4 were detected by ELISA. The spleen was
isolated from rats and lymphocytes were extracted. The proportion of Thl and Th2 cells was detected by flow cytometry. Results
In the melittin group, there was redness in the joint skin, and the swelling of the joint was obviously alleviated. Compared with
model group, melittin significantly inhibited joint swelling score (P < 0.05), reduced the concentrations of IgG, IgG2a, and IFN-y in
serum (P < 0.05), increased concentrations of IgG1 and IL-4 (P < 0.05), down-regulated the ratio of Thl cells and the ratio of Th1/

Y5 HHA: 2018-06-18

EEWME: HEHARFES (812719500 ; TRIITTRHEE TF R AT 78 5 H (JCYJ20170307162827158.JCYJ20160429183052202) s R HII T
PATH AR H (201506091.201606050) ; BRI T F th X A 1 H (2015021.2015043.2015047.2017016)

HE—EL PO (1989 —) WA 70 A=, 3 e B U L 7F 92 7 1 g R G 28 L P 245
OB, W B T AR A B RO L F 9 I Dy P 2 B R A

*RIEMEE: B, B BT M R RIR S . E-mail : helunkun@163.com  Tel: 15013807112



[ Drug Evaluation Research 55 42%&5 34 201953 H . 445 -

Th2 (P < 0.05), and up-regulated the ratio of Th2 cells (P < 0.05). Conclusion Melittin can inhibit the inflammation in the collagen-

induced arthritis by regulating Th1/Th2 balance.

Key words: Melittin; Th1; Th2; collagen induced arthritis; rats; immunity
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