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N Engl J Med 2002;346:393-403.




TOPICS (

201058108 M5 [
SRAEANMRILIFFTRE [




S AYAIIAIF -



FT7IIVOUEDEREEEENT

ZfET4E

<Ay

s AVR)VEREDHEZNLT

RZzHET D

s ARG IMEEERITGEN =8, BT

[FIEMEDER (LA 7E 0N




FPIVOUBERIZEDIVRVIETERE DS
AR E R
QQQ Q = IYAH (+)
Q Q TNF—a 17
Q | LIzry
Q Q FFA ™

ATER A R /N B B R 5 T (R ‘
KE S R D T A — R R e o Sy AV DAV Y

0 0 () SRR BE

OO O . BEEYAH(++)

OO O 0 TNF—a %
o o O L7F> IEE
FFA IEH




FTP7IINOUOEDFERALDIER

BI{ERAELT, BFIE, &, m;ELDH, MFCPKD LFHLEMNRIZEHOLND.

o KDEBZRIMERILAHY, DAEEE, DAEQBREHEICIEFERLEL.

BEYRPEF(FIEIRDATREEDH ALK MRS S VIRIA PO K EIFERALLE

LY BNP® I 5E

FTTEHIENKETHD

(1

EENMENMLOT VD TREEEZHEE

SEIDXETIXERZECITS>BEEEES




FTIUSEIZEHIE FUR

WERIRD—RFh




: Diabetes Reduction Assessment with Ramipril and
Rosiglitazone Medication (DREAM) study
B B : Thiazolidinedione (TZD&l) T# brosiglitazoneh’, ¥ERBD —RFBHIZEZITHSH
EIM7?
XF8R 52694 M, 30F LLEDIGT, IFG, IGT/ IFGD A

7% rosiglitazone 8 mg/day$% 5 £ (2365 N) ETS5t/REE (2634 N) Z3F[HERES
Primary Endopoint: #ERFED RIE, F1=(FFET

HE8 - Rosiglitazone Placebo
Primary endopoint | 306/ 2365 686/ 2634 Hazard ratio 0.40 (P<0.001)
(11.6%) (26.0%)
Becoming 1330/ 2365 798/ 2634 1.71(p<0.0001)
normoglycemia (50.5%) (30.3%)

Z D th : rosiglitazoneFE TO.5%DINME AN, TS5EARETIX0.1%
rosiglitazone®f TIL3FE T2.2kg DR EIENN

f#@ s : Rosiglitazone 8mg/dayix 5 (&, 2R BERFEDRIE FIHE, EERADHEIZED

Lancet. 368:1096-105, 2006
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A Diabetes Qutcome Progression Trial
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