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Abstract

Objective: The aim of this study was to observe the therapeutic effect of T-type calcium channel
(Cav3) blocker on cartilage degeneration in rat model of osteoarthritis, and to explore the mecha-
nism of alleviating the degeneration. Methods: Anterior cruciate ligament transection (ACLT) in-
duced joint degeneration was performed on rats, Cav3 blocker TTA-Q6 was injected into knee joint
twice a week, 100 um each time, ACLT control group and sham operation group were injected with
normal saline, and the corresponding pathological changes of knee joint cartilage were examined 30
and 60 days after modeling. The expression of Collagen II and Collagen X in cartilage was determined
by immunofluorescence staining. Results: The cartilage degeneration of ACLT rats was progressively
aggravated. After treatment with TTA-Q6, the cartilage degeneration of ACLT + TTA-Q6 group was
alleviated, and after treatment, Type 10 collagen synthesis of chondrocytes was decreased and type
2 collagen synthesis was increased. Conclusion: Cav3 channel blockers can alleviate cartilage degen-
eration, which may be achieved by alleviating chondrocyte differentiation.
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Figure 1. The cartilage degeneration of each group was observed with the staining of saffranine O solid green (x100) and
OARSI score
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Figure 2. Immunofluorescence (x100) was used to examine the expression of collagen X in knee joint of rats in each group
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Figure 3. Immunofluorescence (x100) was used to examine the expression of collagen Il in knee joint of rats in each group
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