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Detection d point mutations o Axin gene and its expression in diomas
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Department of Pathdogy, Fourth Military Medical University, Xi’ an 710032; %chod of Life Science, Xiamen
University, Xiamen 361000; Department of Medicine, Armed Pdlice 8610 Haospital , Panjin 124010, China
Abdract Objective To detect the point mutationsof Axin gene and its expresson in dioma and explore the
rdationship between Axin gene and the occurrence of human dioma. Methods  The point mutations of exon 8,9,10
of Axin gene were andyzed in 28 cass of dioma by polymerase chan resctionr snge strand aorformetion polynor-
phism(PCR SSCP) andyss, slver saning and DNA ssquendng. Immurohitochemistry was used to detect the Axin
expresson in these cases and rormd bran tissues. Reaults  Three missense point mutations were detected in exon 10
o Axingenein 6 caes(21.4%) , in addtion ,3 dlent mutations were detected in 3 cases; Hght casesdf gioma(28.
6 %) showed postive Axin expresson, and in the rormd bran tissues Axin wasexpressed in neurons but not in gio-
cytes. There wasone sanple expressed Axin among those with point mutations. Condusion  Roint mutationsof Axin
gene may be involved in the occurrence of dioma in human.
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Tab 1 Sequence dterationsin exon 10 of Axinin 28 cases of gioma
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Position in DNA ( Genbank A E006463) Code change Amino acid change( Genbank A E006463-4) Sum of mutant samples
20801 ga GUGAUG V836M 3
20785 ga CGA-CAA R841Q 2
20723 ga GACAAC D862N 1
20831 ag AAA-AAG 826K 1
20736 ag AAA-AAG 857K 1
20733 ga GUG GUU 858V 1
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