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Expression of glucose transporter 9 and urate transporter 1 in chondrocytes in vitro
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Abstract: Objective To investigate the expressions of glucose transporter 9 (GLUT9) and urate transporter 1 (URATI)
in chondrocytes and to explore whether uric acid transport exists in chondrocyte. Methods The cartilage tissues from 5
patients with traumatic femoral neck fracture (excluding gouty arthritis and pathological fracture) collected from November
2017 to April 2018 were selected as subjects. The expression levels of GLUT9 and URATI1 in cartilage tissue were
determined by Western blot and immunohistochemistry, and type II collagen was used as a positive control. Results
Western blot results showed that type I collagen was positive in all 5 samples. Type I collagen was the characteristic
protein of chondrocyte. Positive staining of type II collagen confirmed that chondrocyte was contained in the samples. Five
specimens presented positive bands at 59 kDa and 70 kDa, corresponding to rabbit anti-human GLUT9 and rabbit anti-
human URATI1. Immunohistochemistry results showed that characteristic cartilage fossa was visible in chondrocyte samples.
The cytoplasm of the chondrocytes stained with type Il collagen antibody showed brown color. By the staining of URATI
and GLUT9 antibody, the cell membrane of chondrocytes appeared uniform brown staining,and brown staining distribution
was also found in the cytoplasm of chondrocytes. Conclusions High expressions of GLUT9 and URAT1 in cartilage tissue
may be involved in uric acid transport. Whether GLUT9 and URAT1 participate in the occurrence and development of gouty
arthritis needs further study.
Key words: Chondrocytes; Gglucose transporter 9; Uric acid transporter 1; Western blot; Immunohistochemistry; Uric

acid transport; Gouty arthritis
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