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Advances in mechanobiology of ACL injury and repair

WANG Yequan
(School of Forensic Medicine &. Laboratory Medicine,Jining Medical University,Jining 272067, China)

Abstract: Objective Injury to the anterior cruciate ligament (ACL) causes knee instability,pain.and may re-

sult in progressive degeneration and osteoarthritis. An injured ACL does not heal satisfactorily as compared to oth-

er joint tissues such as medial collateral ligament (MCL) . making it as one of the most challenging and intractable

clinical problem today. Apart from these intrinsic differences, microenvironment in knee joint cavity also regulates

the ligament's healing ability.
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