BIRkE S 080781 5-2
MERRBES
(ENLEHREMEFTREMBEMERREMET —IR—X - EERETE)

MET—< T L s g o T N 25
(FI%) As FEEEERBEHS T FIVHAE - BIAREL & ERERE - EROLES FHEREHR

HET—< Research for |ife style and stress signal: Identification of common molecular
(FR3Z) Az | mechanisms underlying atherosclerosis and obesity

ffﬁ haht cc | ) Aau 2)  a94F R B 2008 ~ 2010 &

E2H

e E¥F cB B i i — WMEFEE v 2010 &

=4

= O-v=Fcz Oike Yuichi R4 REARKZE

MERKRE cp| S St e e O T S I T B . 4

o A - B RRAKREZEXRZREMFZHES - B

BE  EeEa(600 F~800 FREEICEEHTLIEELY)

BEVEBFAENREISECEADLLBER. HRFECBIRBILHEERBICRRINSIETEERH DS LITEIC
HEBETHEBREE L TIEREMED “BUHERE" OFEMNIESINATVS, ERICEITEHIHALGERARLR
PHBICHS T AMNREBEOEILICH T 2ERHEEBO—D L LTHEMRY A2 FAEET S EAHL
nNTWd, BFEDOHARICKY . ZOIREREBOBELZLECERICKLSCERBEOREN. HBRNICCT
Aoz SHELANLD “IBHRE" . FAHMGHEBEYET) V. BEROBESRESETEBMIZEL.
AR, MBRAOCBIRELCEREICKREINIETEERHIVEEDRAL L >TSS I EABEBAINT
ED. TOFHMGYFEBIIBAINTULEGL, KRRICKY . ERRNOHELALGR FLRIZHT IRE
ELTAngpt12 REMNFEINDI L., TORBOERICTK Y FHME Angpt|2 73 & U Angpt |2 FEE
HRIENEE SN BEICHES NBEFEBORELSISHEELLIEHEDA VR VERMEOHERRE.
EBARELERIRE CHIMENRBEERETZRESEDLI I EZHLMIT LIz, #IT Angptl2 5 FILDME
FIZkY, ChoDmEENECLGEIZELHLOMI LT, 512, £FTEMRICH LT, £ ki ANGPTL2
BEQDEZZ) U, i-LGEHEREOFLNY ICHDIAREEN TSNz, (FEH) £RIZCHE TR
BRAMLULREFIZLKDHBICHETEIHNREOEILIZH T SERKLEEE L TOWIEICK > THRET HBH
fE. AARY v oo ro—L, BRBEE, IERNEREREES. BRELCEREOREOS FHED—
DELTANgtI2 OO FILDEEMRES KU, Angptl2 o5 FILEIEASRARBIKICE SA8eE 2B oM
2L 7=,

F—J—F Fa £EEER

AR s A

ERME1LIE

181 R

(ULTFREALGBNTLCIEELY)

BIRBAE - 1A

MEREES Aa

MEHEEES Ac —hES




RERXE (COMRERRL-ME - IEICOWVWTERALTTFSELY

WX IERE Synoviocyte-derived Angiopoietin—like protein 2 contributes to synovial chronic
" GB inflammation in rheumatoid arthritis.
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A world-wide increase in obesity due to lifestyle changes in developed and developing countries, such as
inactivity and overnutrition, is an exploding medical and social problem. Obesity increases the risk of related
metabolic diseases, including type 2 diabetes, hypertension, hyperlipidemia, and cardiovascular disease,
which interfere with healthy aging. A major metabolic manifestation of obesity in the early phase is systemic
insulin resistance. Recently, the concept has emerged that persistent low-grade activation of proinflammatory
pathways in obese adipose tissue directly promotes systemic insulin resistance,suggesting that identification
of molecular mechanisms underlying adipose tissue inflammation could provide clues for development of
effective preventive and therapeutic approaches to obesity-related insulin resistance. Our recent findings
suggested that suppression of Angptl2 signaling could represent novel and effective therapeutic strategies
against obesity and related metabolic diseases, such as cardiovascular disease. In advance of clinical
applications, further studies are necessary to define the transcriptional regulatory mechanisms regulating
Angptl2, identify its cognate receptor and characterize its downstream signaling.




