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Genetic Charaecteristies of Metastatic Coloreectal Cancer

0Ok Suk Bae, M.,

Departments of General Surgery, Institute for medical Science
Schoof of Medicine Kei mwung University Tacgu, 700-310

Colorectal cancers are characterised by an ability to invade surrounding tissue and form dis-
tant metastasis. To study metastatic behaviour of colorectal cancer at molecular genetic level,
author has investigated P53 exonb, K-ras codon 12 mutation and nm23H1 gene. Tumor were ob-
tained from either colorectal surgical tissues or biopsies from liver metastasis. Analytical
methodologies included PCR-S5CP, PCR amplification with specifically degined primers and
Southern blot. It was found that 25% (2 of 8) of the metastatic tumors have K-ras codon 12 mu-
tation, as well as 20% (2 of 10) of them exibited suspicious loss of heterozygosity of nm23 gene,
whereas no mutational changes were detected in P53 exon 5.

This result suggest P53 exon 5 gene may not have direct relation with colorectal cancer me-
tastasis. Further studies are needed to elucidate metastatic behaviour of the colorectal cancer.
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Fig. 1. 3creening of metastatic liver tissue for mutant K-ras 12 codon. | 28 of genomic DNA prepared from
colon normal mucosa tissues (N) and metastatic liver tissues (T) was amplified using specifically de-

signed primers.

PCR product was electrophoresed on a 3% Nusieve agarose gel (BL
The amplified product (20 ) was digested with Hpa I restriction endonuclease and electrophoresed

ona 4% meta-Phor gel (A )

P: Control (PCR product) M: 100 Size Marker

Arrow: mutation
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Fig. 2. PCR-55CP analysis of point mutation in exon 5 of P53 gene. Genomic DNA from colonic normal muco-

za tiszues (M) and colorectal cancer tissues (T) was subjected to PCR-S5CP analysiz. No mutational
change in cancer tissues.

A and B are two independent experiments with same samples.
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Fig. 3. Southern blot analysiz of DNA from colorectal cancer tizsues (T) metastatic liver tissues (M) and

their corresponding normal mucosa (N)L The 2, 3 kilobase allele of the nm23HI] gene was found to be
reduced in hiver metastatic tissues,

A and B are independent experiments
Arrow: position of allelic deletion.
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