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Abstract; Objective To investigate the expressions of naked cuticle drosophila 1( NKD1 ) and leucine-rich repeat-contai-
ning G-protein coupled receptor 5 (LGRS) protein of Wnt signaling pathway in aberrant crypt foci ( ACF) of colorectal a-
typical hyperplasia, tubular adenomas and adenomas cancerization and their correlations. Methods Forty samples of ACF
of atypical hyperplasia found by magnifying endoscope narrow-band imaging (NBI) technique and confirmed by pathology
with HE staining in colonoscopy examination from January 2015 to June 2016 were collected, and 40 samples of tubular
adenomas combined with atypical hyperplasia,35 samples of adenomas cancerization and 38 samples of colorectal normal
mucosa were selected as contrast. Immunohistochemical EnVision method was used to detect the expressions of NKD1and
LGRS protein in colorectal samples of four pathological types,and their associations in the process of colorectal adenoma
canceration were analyzed. Results The positive expression rates of NKD1 decreased progressively with the increase of
malignant degree of colorectal tissues [ normal mucosa(97.4% ) —atypical hyperplasia ACF (80.0% ) — tubular adeno-
mas combined with atypical hyperplasia (55.0% ) —adenomas cancerization(14.3% ) ,P <0.01 ]. The positive expres-
sion rates of LGRS protein increased progressively with the increase of malignant degree of colorectal tissues [ normal muco-
sa(5.3% )—atypical hyperplasia ACF(60.0% ) — tubular adenomas combined with atypical hyperplasia(70.0% ) —ade-
nomas cancerization(94.3% ) ,P <0.01]. In the development process of ACF of atypical hyperplasia—-tubular adenomas

—adenomas cancerization, NKD1 was negatively correlated with LGRS (r, = —=0.678,P <0.05). Conclusion The de-
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crease of NKD1 expression and the increase of LGRS expression in Wnt signaling pathway might play an important role in

occurrence and development of colorectal precancerous lesions, perhaps this could provide important targets for early disco-

very, effective screening and treatment of colon cancer.
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