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Expressions and significances of DOK3 and PTK7 in different grades of colon adenoma tissues MENG Yun-

chao, ZHANG Qi-fang, PENG Jia-yin, et al. Department of Gastroenterology, Nanxishan Hospital of Guangxi
Zhuang Autonomous Region, Guilin 541002, China
[ Abstract] Objective To analyze the expressions of docking protein 3( DOK3) and protein tyrosine kinase 7

(PTK7) in different grades of colon adenoma tissues, and to explore their roles in the occurrence and development of
colon cancer. Methods The specimens from 22 cases of colon adenoma with low-grade dysplasia(LGD) , 23 cases of
colon adenoma with high-grade dysplasia(HGD) , 22 cases of colon cancer and 20 cases of non-tumor mucosal tissue
adjacent to the tumor who were diagnosed by the Department of Pathology, Nanxishan Hospital of Guangxi Zhuang
Autonomous Region were collected during January 2015 and December 2018. Immunohistochemical staining method

was used to detect the expressions of DOK3 and PTK7 in different types of specimens. Results Both DOK3 and

PTK7 were mainly expressed in the cytoplasm and membrane of glandular epithelium. The high expression rates of
DOK3 in non-tumor mucosal tissues adjacent to the tumor and LGD tissues were significantly higher than those in
HGD tissues and colon cancer tissues( P <0.05). The high expression rate of DOK3 in HGD tissues was also signifi-
cantly higher than that in colon cancer tissues( P <0.05). The high expression rates of PTK7 in colon cancer tissues
and HGD tissues were significantly higher than those in non-tumor mucosal tissues adjacent to the tumor and LGD tis-
sues(P <0.05). The high expression rate of PTK7 in colon cancer tissues was also significantly higher than that in
HGD tissues( P <0.05). Conclusion DOK3 may act as a tumor suppressor, and PTK7 may act as a cancer promot-
er involving in the occurrence and development of colon cancer.
[ Key words] Colon adenoma with low-grade dysplasia(LGD); Colon adenoma with high-grade dysplasia(HGD) ;

Colon cancer; Non-tumor mucosal tissue adjacent to the tumor; Docking protein 3( DOK3);  Protein tyrosine ki-

nase 7( PTK7)
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Research progress of receptor for advanced glycation end products and its ligands in metabolic bone diseases

LIU Xiao-hui, CUI Shun. Department of Rheumatology and Immunology, Union Hospital, Tongji Medical College,
Huazhong University of Science and Technology, Wuhan 430022, China

[ Abstract] Receptor for advanced glycation end products( RAGE) , a member of the immunoglobulin super-
family transmembrane proteins with multiple ligands, is involved in the pathogenesis of a variety of diseases, inclu-
ding Alzheimer’s disease a neurodegenerative disease, diabetes complications, and many diseases related to aging and
inflammation. RAGE also plays a key role in regulating the innate immune response. RAGE and its ligands are not
only important factors in various inflammatory reactions but also express RAGE in bone marrow mesenchymal stem
cells, osteoblasts and osteoclasts. In recent years, the role of RAGE and its ligands in the process of osteoblast and
osteoclast proliferations and differentiations, chondrocyte development and bone remodeling has been gradually recog-
nized. In this paper, we mainly review the effects of RAGE and its ligands on bone metabolism and the mechanisms,
in order to reveal the regulatory mechanisms of chronic inflammation-related bone loss and bone remodeling, and pro-
vide new ideas for the treatment of metabolic bone diseases.

[ Key words] Receptor for advanced glycation end products( RAGE) ;  Osteoblast; Osteoclast; Metabolic

bone diseases
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