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Study on the involvement of collectin CL-K1 in the pathogenesis of 3MC syndrome
and elucidation of its molecular mechanism
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The association between the gene defect of collectin CL-K1 and the pathology
of 3MC syndrome has been found, suggesting that CL-K1 may be involved in growth and development.
The purpose of this study is to elucidate the pathogenesis of 3MC syndrome in order to explore the
possibility of establishing a medical treatment for it. | found that CL-K1 interacts with collectin
CL-L1, suggesting that CL-L1 may also be related to the pathogenesis of 3MC syndrome.
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