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Fig. 3 Dot-matrix analysis for internal repeats within the chicken
c-myb coding region. Segments of 25 amino acids were compared
sequentially with each 25-amino-acid-long segment of the protein.
A dot was placed on the matrix at the appropriate position when
the total mutation data matrix score for the comparison was =20.
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Fig. 4 Structural comparison of the myb-coding region of chicken
c¢-myb mRNA (normal) with activated forms of myb mRNAs in
the AMV and E26 viruses and PL and NFS-60 tumour cells. Boxes
represent myb-coding sequences; straight lines represent flanking
viral (AMV and E26) or cellular (PL tumours and NFS-60) se-
quences. The parentheses in PL tumour RNA indicate rearrange-
ments at the 3’ end which have not yet been precisely defined.

of the three tandem repeats in the two v-myb proteins which
may also be relevant for transformation.

In addition to the avian systems which suggest that deletions
are important in the activation of myb, two other systems support
this hypothesis. Analysis of the rearranged mouse c-myb genes
in the Abelson plasmacytoid lymphosarcomas (ABPLs) induced
by a mixture of Abelson murine leukaemia virus and Moloney
murine leukaemia retrovirus (M-MuLV), reveals that the
genomic insertion of the virus occurs in the intron immediately
upstream of the sequences corresponding to nucleotide 450 in
the chicken cDNA clone. This results in a deletion of the
amino-terminal sequences in the aberrant c-myb transcripts
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analogous to that found in AMV (8. Lavu and E.P.R., in prepar-
ation) (Fig. 4).

A second example of activation of murine c¢-myb is seen in
the NSF-60 tumour cell line induced by Cas-Br-M-MuLV?.. In
this myeloid tumour cell line the integration of the provirus has
occurred at the 3’ end of the myb locus, which results in the
synthesis of a truncated mRNA. We have recently mapped the
point of integration of this virus to the point that corresponds
to nucleotide 1,425 in the c-myb sequence presented in Fig. 2.
This suggests that the myb protein produced in these tumour
cells contains a carboxy-terminal deletion similar to that found
in the AMYV and E26 myb proteins.

Our DNA sequence comparison shows that the normal myb
protein contains additional amino acids at the N-terminal
and/or the C-terminal end when compared with any of the
activated forms of this protein. The structural changes that accur
as a result of these deletions probably contribute to the
oncogenic potential of the proteins. The availability of chicken
c-myb ¢cDNA clones will allow us to make various retroviral
constructs directly to test our hypothesis.
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Corrigendum

Major shear zones and autochthonous Dalradian
in the north-east Scottish Caledonides
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THE following reference should have appeared in support of this
letter: Gallagher, J. W. thesis, Univ. Aberdeen (1983).
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