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Tab 1

Primers used in LOH analysis

Priming region Polymorphism type

Ampicon size (base pairs)

Primer sequence

APC exon 11 Rsa 1

MCC exon 10 VNTR& 93/79

133/85+48

5 —GGACTACAGGGCATTGCAGAA—3'

5'—GGCTACATCTCCAAAAGTCAA—-3
5 —TACGAATTCAATGCCACA—3

5'—CTGAAGTAGCTCCAAACA—-3

A\ : variable number of tandem repeats
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Study of loss of heterozygosity of tumor suppressor genes of APC/MCC

in gastric cancer

Wang Dongxu. Fang Dianchun, Luo Yuanhui, Lu Rong., Liu Weiwen (Department of Gastroenterology. Southwest

Hospital, Third Military Medical University, Chongqing, 630038)

Abstract Loss of heterozygosity (LOH) of APC/MCC genes was investigated in 45 surgical specimens
of gastric cancer with PCR —RFLP. LOH of APC, MCC and APC/MCC was found to be 21. 7% (5,237,
31.3% (5/16) and 30% (8/30) respectively. LOH of APC/MCC was found in both the intestinal and gastric

types of gastric cancer and was not correlated to histological types, tumor size, depth of invasion, lymph

node metastasis and clinical stage of gastric cancer. These findings suggest that LOH of APC/MCC plays a

role in the carcinogenesis and progress of both intestinal and gastric types of gastric cancer even in its early

stage.
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