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MR (FLFS GRS IR A AL ) ACEL B ARB) S,
2015 AACE/ACE F8m AN i S A E AR 130/80 mmHg;
B bR ] & 418 8 A R ZJPA B RO, % —2E
H e AR AL TR (0 120/80 mmHyg) ;— MR 4%
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T 3 FH A 22 9 5 AE i 13 28 B2 2K 3 5 KT i =2 5 AT A
REA M IR PR B4 HbALe 76 HER At 3 A~ A, %
JEICH , Wk IR WEMR K i (thiazolidinedione , TZD)
I HFZEFEK-1 (glucagon-like peptide 1,GLP-1)3Z K55 |
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BMI) =30 kg/m* AERE, 25~30 ke/m? Jg BT ; 4559 WA F 75
E[VRE U] s ARLI ARG 5 IO P i 2 R A B RE AR S A ,
FRIER AL B E BT 455 | D& 48 45 LB 22 595 (1 )™
TR P I X AE P A 54030 5 8 TR e i o A I e oy o e 5 /0
5%~10% , kG AR I E— 20340 & I E AL AR I &
FEEY BMI=35 kg/m? [19 T2DM % Wi & E TR, MADA
FRIUEIAA T2DM B R T i 2~8 kg Al I RIR 2, G
HAEF IR I B B W TR BMI Y15 517 # —2 {HADA
TR v I R 2 e T AT PR 1) BMI U0 548, oK SR AT SR A
I SAE R PEAR A 7 IE Sk 2301 B35 A7

BMI {5 555 ) i, v Jz e 4 B P A /KT, 26 R B2 Wi
R R AR (RAE LR H H BMI A HR R A

BMI MG A ILHERREE . 2014 4F AACE $2 1L IE 2 W
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“LARE SR I R R s, 454 BMI AL A SE 3T A
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J7 7 AR A T R S, %G T TR G A R G TR Y
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18.5~23 kg/m? AT Rl Ay, L M0 B A0 3 0 i HLG
WAERE N B bR 2 E 3%~5%.
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