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WFFER R OMEEE (F30) : To assess the role of activin E, a member of the transforming growth
factor— 3 superfamily in glucose/energy metabolism, we investigated the transcriptional
regulation of activin E in the liver cells and the phenotype of transgenic mice
over—expressing activin E. Activin E plays a pathophysiological role in glucose/energy
metabolism. The results should help identify the target for the prevention and therapy
of metabolic syndrome.
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Fig. 1.

(A) The genomic sequence located upstream
of the start codon of activin BE subunit
gene. The first base of the translated ATG
was arbitrarily annotated as +1. Two C/EBP
sites (C/EBP-1 and C/EBP-2) are underlined.
(B) Luciferase
containing various lengths of sequences

reporter plasmids
upstream of the start codon of activin E
After
serum starvation for 16 h, the cells were
incubated with or without 100 nM insulin
for 24 h and subjected to the reporter assay.
Luciferase activity was expressed relative
to that of the longest DNA construct (no
insulin treatment). Mutations of the
C/EBP-1 and C/EBP-2 sites are indicated by
open and closed boxes, respectively. Data

were transfected to HepG2 cells.

represent means =+ SE of three experiments.
*A significant difference at P < 0.05
between without () and with (+) insulin.
mt, mutation
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Fig. 2.

Expression of the activin BE subunit gene
was measured by quantitative real—-time PCR

and expressed as a ratio to SI18 RNA, with
the level in control livers in fed states
set to 1. Values are means = SE. n =4 in
each groups. Bars with different letters
indicate a significant difference at P <
0.05. DIO, diet induced obesity mice.
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