%= C-19
FEmREMWEMARRBESE
Rk 23 4 5 A 25 HEBUE

HREEES - 14301

HEiER : EFHE®B)

FRZSHARS 0 2009 ~2010

EEEEE - 21790893

MREEL (FIX) BRI LYUDWMETIIRERWN=I L) D OEEBERDKRE

HZCEEREZ (ZF|EX) The Analysis of Physiological Roles of circulating ghrelin

MERKRE
AR Bz (ARIYASU HIROYUKI)
REKRZF - EFHER - BF
R EES : 50378650

e R OME (Fis0) -

TV UMK TR~ T AD M PGHEREE & IGF- 1 A X B AT~ v R L il L CHBE 2T )
ST, F1-. g - B BEICEIT AIGF- 1O mRNAEG F R RETH - 72, M - Mgk
(BT D IEF R IGF- 1WA KB L, IEF R 2 — &R LT,

BRIZET LM CIE, 7L VWK T~ 7 2RO FEEE AR, BROBE Y — 2 B
59 DB ORBEBRFHZB W T URH LSRR I8 W T AN » 72281k 2 45 LIS 7e

-7,

WFERC R O (9530) -

In this study, we generated a transgenic mouse that expresses human
diphtheria toxin (DT) receptor cDNA in ghrelin-secretion cells (GPDTR-Tg mice).
Administration of DT to this mouse ablates ghrelin-secretion cells in a controlled
manner. Four days after injection of DT into GPDTR-Tg mice, ghrelin-secreting cells
were ablated, and plasma levels of ghrelin were markedly decreased. Daily food intake
of these animals, however, was not affected. Three-week-old GPDTR-Tg mice were
then treated with DT twice a week for five weeks. Although plasma ghrelin levels were
reduced, GPDTR-Tg mice did not display any decreases in serum GH or IGF-1 levels or
any growth retardation. Our results strongly suggest that circulating ghrelin does not
play a crucial role in either feeding behavior or somatic growth.
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