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ABSTRACT Objective: To observation the treatment of rabbit osteoarthritis by vivo interleukin-1 receptor antagonist (IL-1Ra) and
transforming growth factor-81 (TGF-B81). Methods: A total of 16 three to four- month -old New Zealand white rabbits were divided
randomly into four experimental groups. Group one (normal group) received only opened the left articular cavity. Those in another three
groups(IL-1Ra group,TGF-B1 group and control group) received anterior cruciate ligament transection (ACLT).Four weeks later, IL-1Ra
group, TGF-B1 group were given vivo interleukin-1 receptor antagonist and transforming growth factor-81 twice one week and anotheor
groups did nonthing.All animals were scarificed eight weeks later after surgery.The samples were stained for tissue slice. Results: In
general visual study IL-1Ragroup, TGF-81 group and control group the articula cartilage close to normal. Control group cartilage is
stramineous and can find amotic. Observation by microscope: in IL-1Ragroup, TGF-81 group and control group cartilage cell
proliferation obviously and arrange orderly, the control group cartilage cell decreased and choas and can find fibroplasia.Conclusion: By
vivo interleukin-1 receptor antagonist (IL-1Ra) transforming growth factor-81 (TGEFB1) can effectively inhibit degeneration of articular
cartilage cell increase articular cartilage cell regeneration avilably.This will release clinical symptoms so to delay the process of
osteoarthritis.
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1 8 n=12 xt s

Table 1 The score of histological evaluation of animals at 8 weeks after opeartion n=12 xt s

Group Cell morphology Mitrix staining Suface regulation Intergration of cartilage
TGF-B 1
0.81% 0.32 1.21+ 0.47 0.75+ 0.34 0.35+ 0.51
TGF-B 1Group
IL-1Ra
0.95+ 0.54 1.35+ 0.50 0.97+ 0.51 0.47+ 0.50
IL-1Ra Group
3.35+ 0.78 4.36% 0.64 1.36% 0.64 0.78+ 0.62
Control Group
TGF1 IL-1Ra P <0.05

Note TGF-B1group and IL-1Ra group are respectively compared with control group.P<<0.05

» & L ;s WfHEZ (Control Group)
IL-1Ra #l (IL-1Ra Group)
1 x100 2 - x100
Figure 1 The tissue slices under light microscope in each group Toluidine Figure 2 The tissue slices under light microscope in each group HE
blue staining x 100 staining X 100
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senescence of HUVECs
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