%= C-19
FrmREMDEMTRRBSE
Wik 23 45 H 9 HEHALE

HREEES : 24303

WEiER - EBHE (0)

FRZSHART - 2008~2010

SRREES - 20591066

HAREES (F1X) MNEIEIEEBE SMP30 DFERBICH (T 5%E

HZiEREE (EX) Role of Senescence Marker Protein-30 in Glucose Homeostasis

MERKRE
&) BI= (HASEGAWA GOJI)
RBMHAILEMKE - EFHRH - £HR
HREES : 00295643

WFFERC R OMEL (Fn30) -

A VAN IS OHIE L~V TOREEFEIC L 5 B 7L a— R A o AU o bEE R
SMP30 / v 77U b~ U ZRZH BN LB RERE S DJRA & & 2 biv/z, SMP30 O 7
INES I 5 B B MR ORERERE S (f > A U U 3ikEsE) DOJRR & 722 2 fRetEs R Sz,

WFFERCR OB (353)

The impairment of early phase of insulin secretion due to dysfunction of the distal
portion of insulin secretion pathway underlies glucose intolerance in SMP30 knockout mice.
Decreased SMP30 may contribute to the worsening of glucose tolerance that occurs in normal

aging.
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Impaired glucose tolerance in WT and SMP30/GNL KO mice
after 8 weeks of SD or HFD feeding

ipGTT Insulinlevels at baseline and at 30 min post-glucose
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*P < 0.05 vs, the other 3 groups, 1P < 0,06 vs SD-fed WT and SMP30/GNL KO mice,
#P < 0.05 vs, 50-fed and HFD-fed WT mice, #P < 0.05 vs HFD-fed WT mice. N = 7
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Intraperitoneal insulin tolerance test after 8 weeks of
SD or HFD feeding

*P < 0,05 vs HFD-fed WT and SMP30/GNL KO
mice, **P < 0.05 vs the other 3 groups. N= 7
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Insulin secretion and ATP contentin islets isolated from WT
and SMP30/GNL KO mice on SD feeding: 14-15 weeks of age
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Immunohistochemical staining of BrdU in pancreas sections

A:WTonSD, B: WTon HF, € : SMP30/GNL KO on SD, D : SMP30/GNL KO on HF

Uk (1) ~ (6B) OF—2%R&5T5 L,
A A Y o HERE DERIE L L T O EE
L DRI 7N a— 2R A v R 5k
BEEASMP30 / v 7 T U b~ RZHLND
WS REE T D JRUK & & 2 S 7z, SMP30
A R ARBUEIPE O E B MR o B
PERERICIZBE G- L w,

SMP30 DB 3N I 5 I B Miha DR RE
BEE (2D WiEE) OFIEE 725 ]
REMEDS R STz,

(6) VC RIGMETFCIXSMP30 / » 7/ 77 b~
T 2 O MAE VO BT BT T LTz,
B < 7 2|2 L VC RZ SMP30 /w7 7
U R~ U ATITAME 30, 60, 120 23 Tk
EIXAEICEETH Y, FA RV EITH
BIKETH -T2, VCRZIEA VA Y VA2
PRI E L KT S 2o Tz, HBEZ KED 156
53 73— ZRNEA AT WAL VO A TR
VCRZEBIZ/ T U R~ AT, 60
YR TIE VC REZDHMETF LTz, Zva—
ZHIFL ATP GRIZIVC RZ ) v 7T 7 =D
ADIHHPMET LTz,

UEXY AR 5 WEERIZ W T VE
OVERSIIMERN S b2 RUTE
RERICIET D 2 EARENTZ, SMP30 /
T R AT VC RZETVE LT,
VC DA R o WEREIZ BT D EI O
FCEHTH S,



5.

S E e

(WFFeEA . WHIEo 4R e O DT 24 1
ES 7Y

(RGO (RE 3 11)

)

®

Hasegawa G, Yamasaki M, Kadono M,
Tanaka M, Asano M, Senmaru T, Kondo Y,
Fukui M, Obayashi H, Maruyama N,
Nakamura N, Ishigami A. Senescence
Marker Protein-30/Gluconolactonase
deletion worsens glucose tolerance through
impairment of acute insulin secretion.
Endocrinologyl 51(2) : 529-536, 2010 4
ol

Park H, Ishigami A, Shima T, Mizuno M,
Maruyama N, Yamaguchi K, Mitsuyoshi H,
Minami M, Yasui K, Itoh Y, Yoshikawa T,
Fukui M, Hasegawa G, Nkamura N, Ohta M,
Obayashi H, Okanoue T. Hepatic
senescence marker protein-30 is involved in
the progression of nonalcoholic fatty diease.
J Gastroenterol 45(4) : 426-434, 2010 4%
ol

Hasegawa G. Decreased Senescence Marker
Protein-30 could be a factor that contributes
to the worsening of glucose tolerance in
normal aging. Islets 2 (4): 258-260, 2010
HHdH

(=& Gefh)

@

Senmaru T, Hasegawa G, Ishigami A, Kondo
Y, Tanaka M, Yamazaki M, Fukui M,
Nakamura N. Senescence Marker Protein-30
deficient mice exhibit impaired acute insulin
secretion due to dysfunction of the distal
portion of secretion pathway. 8"
international diabetes federation western
pacific region congress. 2010 October
17-20 ; Busan, Korea.

Senmaru T, Hasegawa G, Ishigami A, Kondo
Y, Tanaka M, Yamazaki M, Fukui M,
Nakamura N. Senescence Marker Protein-30
deficient mice exhibit impaired insulin
secretion due to dysfunction of the distal
portion of secretion pathway. 70" annual
meeting and scientific sessions of American
Diabetes Association. 2010 June 25-29 ;
Orland, USA.

FAES, ERJIREI—., BN, ITHE
. HPRRE, (LIRER, fEIFE,

h &F B % . Senescence Marker
protein-30 (SMP30) DJs/ LW 1 > A
U W IEE 5, 5 53 [B] B ARERIA
SEAERCETES. 2010 £ 5 A 27-29
H o .

Hasegawa G, Ishigami A, Kondo Y, Tanaka
M, Senmaru T, Yamasaki M, Fukui M,

Nakamura N. Senescence Marker Protein-30
deletion worsens glucose tolerance through
impairment of acute insulin secretion. 14"
international congress of endocrinology.
2010 March 26-30 ; Kyoto, Japan

® ThESE, BRI, AehiE A Tk
s, IIRFEAR . BRI, IR
B, PATER. EEEERE S
MP 3 0 ORI T D5%E. H 82
5] B AN IR TR 2. 2009 4 4
23-25 A ; H

® Hasegawa G, Ishigami A, Kondo Y, Kadono
M, Asano M, Tanaka M, Hosoda H,
Yamasaki M, Fukui M, Nakamura N. Role of
senescence marker protein-30 in glucose
homeostasis. 68" annual meeting and
scientific sessions of American Diabetes
Association. 2008 June 6-10 ; San Francisco,
USA.

6. HFIERHRAK

(1) WFgefRE

/) Wl=  (HASEGAWA GOJI)

W SEEF R - [EFEWEEFR - HEHR
W& B« 00295643

(2) Wrge oy
LR BEA (ISHIGAMI AKIHITO)
WK « 3 - HEESR
WFgeE 5« 50270658



