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Hybridization assay of normal cell and tumor cell DNA digested with various kinds of restriction enzyme, probed with the

c-myc gene.

Amplification of ¢-myc gene was detected in HT29 lanes (lanes 3, 6, 8, 13)
HL60 showed high level amplification of c-myc gene (lanes 12, 17).

Fig. 3. Autoradiograph on Northern hybridization related
to the c-myc gene.
Lanes |- PhiX 174 size Marker 2
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Elevated expression of ¢-myc is not found.
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= Abstract =

A comparative Study between HT 29 Colon Cancer Cell and
Other Cells in c-myc Expression

Ok Suk Bae, MD; Sung Dae Park, MD; Joong Shin Kang, MD
Department of Surgery, Keimyung University,
School of Medicine, Taegu, Korea.

G. D. Birnie, PhD

The Beatson Institute for Cancer Research, Garscube Estate,
Switchback Road, Bearsden, Glasgow G61 IBD, UK

Activation of c-myc gene was evaluated by southern and Northern hybridization in HT29 colon cancer
cells.

The ampilification of c-myc which appears as a 2.4 Kb band in Southern blots appeared as elevated levels
ranging from 2 to 4 folds in HT 29 cells, but elevated expression of c-myc in Northern blot was not found.

The amplification of c-myc is rare event in colorectal tumors.

Minor amplification of c-myc is not considered as an etiology of the colonic cancer at the present time
but further study is needed in this regard.
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