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Here we present an analysis of the effects of altered RNAP Il
Saccharomyces
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molecular systems level. Decreased RNAP lll activity or
tive regulator, Mafi elicit broad changes in the abundance profiles of enzymes
fundamental metabolism in S. cerevisiae. In a mutant compromised in
there is a repartitioning towards amino acids synthesis de novo at the
throughput. Conversely, cells lacking Maf1 protein have greater potential for gly
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Protein biosynthesis is energetically costly, is tightly regulated and is coupled to stress

ranscription
josynthesis.

activity on the
cerevisiae proteome and metabolism under glucose-tich conditions. We
that RNAP Il is tightly coupled to the glycolytic system at the
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Chemerin acts via CMKLR1 and GPR1 to stimulate migration

and invasion of gastric cancer cells:
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ABSTRACT

The chemokine-like peptide, chemerin,

types. In this study we examined the expression of putative chemerin rece
chemerin on cancer cell migration and invasion.
identified expression of two putative
1) and G-protein coupled receptor

in gastric cancer and the action of
Immunohistochemical studies of gastric tumors
receptors, chemokine-like receptor-1 (CMKLR
1(GPR1), in cancer cells; there was a
although generally at a lower intensity. The
detected in a gastric cancer cell line, AGS;
cultured gastric cancer myofi
morphological transformation of AGS cells cha
and cell scattering, (b) migration i
and invasion in Boyden

(SIDLS) to selectively label
inhibitors of metalloproteinease (TIMP)1 a
When cells were treated with chemerin an
to chemerin was reduced. The data suggest a
invasion of gastric cancer cells via CMKLR1 and G
and TIMP2 expression. Cheme
gastric cancer progression.
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