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Mutation of Adenomatous Polyposis Coli Gene in Human Stomaech Cancer

Won-Sang Park, M D, Mun-Gan Rhyu, M.D, Sug-Hyung Lee, M D, Yun-Jun Chung, M.
Gum-Ryong Kim, M D and Choo-Soung Kim, M.D.

Department of Pathology and Microbiolagy, Catholic University Medical College

Recently the adenomatous polyposis colilAPC) gene, a tumor suppressor gene, was wdentified

and the cDNA was cloned from chromosome 5021, Allelic deletion or point mutation of tumor
suppressor genes(TSGs) has been considered as an important mechanism in development of
human tumaor.

Point mutations affecting APC gene are seen in the hereditary syndrome, adenomatous polypo-
sis and spordic colon cancer, However, the mutation of APC gene and other TSGs have not been
described in gastric cancer. In order to identify the mutation of exon 11 of APC gene for gastric
cancer, we amplified DNA extracted from paraffin-embedded tissues by polymerase chain reac-

tion(PCR) and digested the PCE products with restriction enzyvme Esa |

We examined the DNA extracted from paraffin-embedded 44 gastric cancer tissues with
lymph nodes. Eighteeni(41%) among 44 were informative for the study exon 11 of the APC gene,
and we found loss of heteroz ygosity{LOH) for APC in 6/18(33.3%).

These data suggest that the point mutation or the base change of APC gene commonly occurs
in gastric cancer. We conclude that the mutation of APC gene is strongly connected with devel-
opment of human gastric cancer. (Korean J Pathol 1993; 27; 34~ 39)
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Fig. 1. Specific PCR products were located at 133 bp:
Even though DNA was seriously degraded as
many as 500 bp, DNAs from paraffin embed-
ded blocks were successfully amplified with-
out anyv non-specific productsim: pBR3IZEZ
DM A digested with Hae III).

133bp

85bp

48bp

m 1

2 3

Fig. 2. Three kinds of electrophoretic patterns of
PCR products digested by Esa [ enzyme. Un-
digested allele was seen as single 133 bp band
(lane 2Z) while digested allele as 85 bp and 48
bp bandsllane 3). Heterozvgotes showed 3
bandsi133 bp, 85 bp and 48 bp) at lane 1.
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Table 1. Genotype frequency(%) of APC gene exon 11
in lvmph nodes and cancer area of gastric
Cancer patients

EFLP type L/N(%) Cancer
one band 1{2.2)* 5/18
twa bands EE[F:-E?.E]_" 1/18
three bands 1804117 a/18
Total 44 6/18

* Mon-informative case, - informative case
L/N: l¥ymph node

Fig. 3. LOH(loss of heteroz ¥gosity) affecting exon 11
of APC. Loss of the undigested allelelband at
133 bp) or digested allele{83 bp & 45 bp) was
zeen in the tumor DNA relative to the normal
DNA(T: gastric cancer, N: normal lymph
nodes).
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