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FIG. 4 Model for transcriptional repression by the yeast a2 protein.

(Fig. 4). These in vitro transcription reactions include no exogen-
ously added activator protein, nor does the DNA template con-
tain a binding site for any known transcriptional activator.
Although it is possible that some yeast activator protein fortui-
tously binds to our templates and stimulates transcription, we
believe this possibility to be unlikely because the fragment of
the CYCI promoter used in these experiments is inactive for
transcription in vive'®'®. Rather, we suppose that the basal
transcription we observe results from the assembly of the basic
transcription machinery without the influence of activator. Thus,
we conclude that, unlike some other eukaryotic transcriptional
repressors'* 7, a2 does not repress transcription by interfering
with activator binding or function but, rather, interferes with
the assembly or activities of the general transcription machinery.
Although it is possible that interference with transcriptional acti-
vators also contributes to a2 repression in vivo, our results indi-
cate that it cannot be the sole mechanism. Similarly, because
our transcription reactions did not include a chromatin assembly
step, it seems unlikely that the effects we are observing in vitro
require that the DNA be packaged as chromatin. Chromatin
structure may, however, contribute to full a2 repression in
vivo'*?. We have also addressed whether the a2-directed
repression observed in vitro affects activated transcription.
Transcription activated by a GAL4-VP16 hybrid®' (AVP4) is
repressed by a2 to about the same extent as is basal transcription
(not shown).

Eukaryotic genes typically respond to several, and often many,
transcriptional activator proteins. To repress transcription of
such genes selectively by a mechanism that directly compromises
activator function, a dedicated repressor would in principle be
needed for each activator. This idea might apply, for example,
to the complex regulation of the Drosophila eve gene'®. In con-
trast, the mechanism we propose for a2 (and which has also
been proposed for the product of the eve gene®) provides a
simple way to repress a gene, irrespective of the number and
nature of the activator proteins that control it'®'’. Because a2
represses transcription of many different yeast genes that are
under positive control of a diverse set of activator proteins, it
seems logical that such a mechanism would be observed for this
protein. O
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CORRECTION

Evidence from rare gases for
magma-chamber degassing
of highly evolved
mid-ocean-ridge basalt

David E. Fisher & Michael R. Perfit
Nature 343, 450-452 (1990)

IT has been drawn to our attention that the y-axis of Fig. 2 in
this letter was mislabelled. The correct graph is shown here.
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FIG. 2 “He/®®Ar plotted against *°Ar/>°Ar for normal mid-ocean-ridge
basalts (MORB) (M), evolved basalts (+), oceanic island basalts (OIB)
(&), and altered non-glassy MORB (A). Data for OIB from refs 18, 20;
data for altered MORB from ref. 16. Insert shows in detail the region
below *°Ar/*°Ar = 4,000.

Our arguments and conclusions remain unchanged. O
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