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The study included 151 patients with knee OA, a general questionnaire survey was conducted, and the knee struc-
tural was photographed by magnetic resonance imaging (MRI). The cartilage volume was measured by OsiriX soft-
ware in 3D-FLASH sequence, and cartilage defect and BML were determined in T2-weighted sequence. Serum IL-
18 and matrix metalloproteinase ( MMP ) -3,
(ELISA). SPSS software was used for statistical analysis. Results

13 levels were measured by enzyme-linked immunosorbent assay
In multivariable analyses, serum IL-18 level
was negatively associated with total cartilage volume (8= -0.24, 95% CI. —0.13 -0.03) and the association
was consistent at divided part of joint (femorotibial joint and the patella femoral joint, all P <0.05). Serum [L-18
level was positively associated with cartilage defect and BML at media femorotibial area (all P <0.01). Serum IL-
18 level was positively associated with MMP-3 (8 =0.31, 95% CI;0. 001 —0. 010) and MMP-13 (B8 =0.86, 95%
CI.0.08 -0.10, all P<0.01). Conclusion Serum IL-18 level is negatively associated with cartilage volume and
positively associated with cartilage defect, BML, MMP-3 and MMP-13, suggesting I1.-18 may play a significant role
in the progression of cartilage degradation in patients with knee OA, the therapy of targeting serum IL-18 may re-
duce the injury of article cartilage in patients with knee OA and delay the progression of disease.
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Experimental study of PD-1/PD-L1 signal

pathway probe targeting osteosarcoma
Huang Haifeng', Zou Huan’, Wang Lian', Yang Xianteng', Zhu Hua’, Li Shanshan®
('Dept of Orthopaedics, *Dept of Anesthesiology , Guizhou Provincial People’s Hospital , Guiyang 550002 ;
*Dept of Rehabilitation , Guizhou Provincial Staff Hospital, Guiyang 550025 ;°Dept of Nuclear Medicine ,
Peking University Cancer Hospital & Institute, Key Laboratory of Carcinogenesis and
Translational Research ,Ministry of Education/Beijing, Key Laboratory for Research and Evaluation of
Radiopharmaceuticals , National Medical Products Administration, Beijing 100142)

Abstract  Objective  To explore a non-invasive assay for screening osteosarcoma patients with positive pro-
grammed death receptor-1 ( PD-1)/programmed death receptor ligand-1 (PD-L1) signaling pathway expression.
Methods The subcutaneous tumor bearing mouse model of human Osteosarcoma cells (0S-732) was established
by the method of tumor formation, and toxicity test was performed to verify the toxicity of PD-LI1 antibody to mouse
organs. '**I-anti-PD-L1 monoclonal antibody molecular probe was further synthesized, and 0S-732 rats were injec-
ted with 18.5 MBq "**I-anti-PD-L1 probe in tail vein to start 0S-732 osteosarcoma Micro Positron Emission Tomo-
graphy/ Computed Tomography ( Micro-PET/CT) imaging. Results 0S-732 osteosarcoma model was successfully
constructed, immunohistochemistry confirmed the presence of PD-L1 expression in 0OS-732 osteosarcoma, and Mi-
cro-PET/CT imaging was successfully performed at different time points (2, 24 and 48 h after probe injection) to
achieve non-invasive real-time observation of PD-L1 in 0S-732 osteosarcoma. Conclusion In this study, the '**I-
anti-PD-L1 monoclonal antibody molecular probe was constructed in vitro, and Micro PET /CT imaging verified that
the probe successfully targeted the PD-LI receptor of 0S-732 Osteosarcoma, and showed clear immune imaging, in-
dicating that it is hopeful to achieve non-invasive screening of Osteosarcoma patients with PD-L1 positive expression
in clinical practice, and this technology might benefit the majority of Osteosarcoma patients.
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