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Significance of golgi o -mannosidase |l ,E-Cadherin,Galectin—3 expression

and their correlation in human gastric carcinoma
YANG Ya—ying.et d
(Department of Pathology , College of Basic Medicine , Chongqing Medical University)

[Abstract]Objective:To investigate the expression of GM II ,E—cadherin,and Galectin—3,and their roles in tumorigenesis and
progression of gastric cancer. Methods: Immunohistochemistry SP method was used to determine expression of GM I , E-cadherin,and
Galectin-3 in gastric carcinoma (n=65) and normal gastric mucosa (n=20). Results:The positive rates of GM Il ,E—cadherin,and
Galectin—3 were respectively 85%(55/65),40%(26/65) ,and 74%(48/65) in gastric cancer ;their were respectively 50%(10/20), 100%
(20/20),and 40% (8/20) in normal gastric mucosa. The expressions of GM II , E-cadherin,and Galectin—3 were significantly different
between tissues from carcinoma and those from normal mucosa (P<<0.05).The expressions of GM II and E—cadherin were significantly
related to poor differentiation, deep invasion and lymph node metastasis. GM Il expression had a negative correlation with E~cadherin
(P<0.05),but no correlation with galectin-3( P>0.05).The expression of galectin—3 was markedly related to the depth of invasion, lymph
node metastasis , but not to tumor differentiation. Conclusion:Up-regulated expression of GM II , Galectin—3 play important roles in the
invasion and metastasis of gastric carcinoma.There is a significant negative correlation between GM Il and E-cadherin, suggesting that GM
II may promote the development of gasiric carcinoma through down~regulating expression of E~cadherin.
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Prediction of the secondary structure and the B cell epitope of the extracellular

domain of FSHR
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[ Abstract ]Objective: To predict the secondary structure and the B cell epitope for the extracellular domain of the follicle stimulating
hormone receptor (FSHR). Methods: The secondary structure and surface properties of the extracellular domain of FSHR, such as
physical and chemical properties, hydrophilicity, accessibility, antigenicity and plasticity, were analyzed by a variety of methods. The
peptide of the epitopes was synthesized and used for coating streptavidin plate. The immunogenicity of the peptides was determined.

Resuylts: Many distinct antigenic epitopes in the extracellular domain of FSHR were identified by computation and online prediction, the
possible location of which is in the regions of 17~34.,42~44,116~122,142~147.,179~193.,239~241.266~270.,279~282.288~307.
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antiboby. Conclusion: The B cell epitope for the extracellular
domain of FSHR is successfully predicted.
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