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R(B)3; comparable to T(2;3)31616,607), moderately (for exam­
ple, R(B)13), or weakly (for example, R(B)4, R(B)S), and they 
were used to construct Cbx 1 !R( +) strains for analysis. In all of the 
R( + )/OR heterozygotes we studied, each of the Ubx genes 
produced half of the Ubx RNA in both wing and haltere discs 
(data not shown). As described above, the +Ubx gene produces 
approximately 20% of the Ubx RNA in Cbx1 I+ wing discs, and 
transvection-suppressing rearrangements reduce the total level of 
Ubx RNA in wing discs (Fig. 2). Surprisingly, the proportion of 
Ubx RNA derived from the + chromosome did not change 
significantly in any of the R( + )!Cbx1 heterozygous wing discs 
(Fig. 3). This indicates that the rearrangements reduce Ubx 
expression from both homologues but do not eliminate trans­
activation specifically. 

Our results show that the Cbx 1 mutation activates Ubx expres­
sion in the wing disc on both homologues, confirming the predic­
tion that regulatory elements can function in trans ( summarized in 
Fig. 4). Wing disc expression induced by Cbx1 was sensitive to z 
function and to chromosome asynapsis, observations that are 
consistent with previous proposals based on either phenotypic 
or molecular assays2•17•18• However, we found an unexpected 
difference between the mechanisms through which the z0 muta­
tion and chromosome rearrangements affect expression. 
Although chromosome rearrangements and z0 have essentially 
indistinguishable phenotypic consequences, namely, suppression 
of the Cbx phenotype, only z 0 specifically disrupts trans-activation. 
Unexpectedly, chromosome rearrangements reduced expression 
from both homologues. These results suggest that, in normal wild­
type flies, chromosome synapsis enhances expression of the Ubx 
genes on both homologues, implying that association between 
homologous chromosomes has a general enhancing effect on 
transcription. We presume that the systems in Drosophila in 
which transvection has been observed 1- 9 are those in which gene 
expression levels can be measured with particular sensitivity. 
Transvection may therefore provide a useful means of studying 
the interactions between homologous chromosomes that can 
subtly influence gene expression. Our finding that interactions 
between homologous chromosomes seem to enhance expression 
levels from both chromosomes has many possible implications. In 
particular, we note that gross chromosome rearrangements, such 
as translocations, could give rise to global reductions in gene 
expression on the affected chromosomes. They could therefore 
contribute to disease states associated with haplo-insufficiency 
and cancer, and could modulate fitness during speciation. O 
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ERRATA 

Non-chondritic platinum-group 
element ratios in the Earth's mantle 

L. Pattou, J.P. Lorand & M. Gros 

Nature 379, 712-715 (1996) 

THE date of submission of this Letter for publication was given 
incorrectly as 16 March 1994; this date should have been 
25 September 1995. 0 

A neural basis for lexical retrieval 

Hanna Damasio, Thomas J. Grabowski, Daniel Tranel, 
Richard D. Hichwa & Antonio R. Damasio 

Nature 380, 499-505 (1996) 

AN ambiguity was introduced during editing into the opening 
sentence of the heading of this Article. This should read "Two 
parallel studies, one conducted in neurological patients with brain 
lesions, the other using positron emission tomography in normal 
individuals, indicate that the normal process of retrieving words 
that denote concrete entities depends in part on multiple regions 
of the left cerebral hemisphere, located outside the classic 
language areas." D 

A mechanism for regulation of the 
adhesion-associated 
protein tyrosine kinase pp125FAK 

Alan Richardson & Thomas Parsons 

Nature 380, 538-540 (1996) 

FIGURE 1, panel i, which was accidentally omitted from this Letter 
during the page-make-up process, is presented below. This figure 
shows the number of cells spread on fibronectin after 20 min. O 
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