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1.3 2 BUREIRIE BE ~DIRE O LEHE
HEPRIFTRR O B, @ IBE R R 3 2 R B 2 o3 2 T &, BEIRSF
IZFRHE 2 A PHIE. B K OWEIRIFICHFRE LT WEHHEDIRIE, WMEZPE, &
FEAN LD S RNEIFEDE (quality oflife: QOL) Z&H ., fEFEAN &L DL RVE
MEEITHIEICHD, ]

& BHER

fRHANREE ; DB, 28R, LR, (KERD

BEEOHE ; B RO

WA OHE ; MIAE, BHE. FhRkbEE

= DML 5 A OBREECIE ORI L 5 OAEZE, ZE, Tk PAZEMEBIR
REAVSE ., MIBEIRGL TR DI OIK T, FREERERREE U X 7 DR

i

1.4 (AR BEMEY

(HORBIRIE DTS, BEIRIF ORI, JREE, Fin, UHPRESA IHEDORRE 2 &
ICEVERRD, )

(s & 72 5 DIZEDHE TR O 2% O BEME HbAlc fE 7.0% K Td> %5, HbAlc
5 6.0%Am 72 & UNT 8.0%Ai & A Z2RICEB W Tz he— LD %L &
LTERTRERMEL 2D,

(e HE PRI DO IFE = > b m—/L AARI, B ADL, sdnine, OresRaE
PERERE S, EERMAED Y X 7 EBET S & Lin, AARBIRFTS - AAREE
E¥AAFRZEES [RBEEREOME= ha—VETE] 25812 LT, L
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K1, IGRAEME Gkl £v)

HiZ HbAlc fE fiEs
6.0% AT MAHEDOIEFALZ BRI A S B L T _E Ml (228

IRF MEAE 110mg/dL (\ZXIG3 %) 5 R o O
AL EOBENEEFICB O TIEE & 72 5 5l

7.0% A5 B PHE T8 D 2 D HIEE HbAlc fE
(Z=MERF M fE 130mg/dL AT, & 1% 2 REfE MBS 180mg/dL
KB LZEOXLNT 5 HZ)

8.0% AT I B2 O OB TIHE DO RIL N EE L WS IZB VT
ARIR R AN L E L B AZfE,
8.0%LL EAMENTWAUT, 1RIEDEE A BET L MNENH
%, B/NIUENE HEBL & OBILRITITEREDNRD HiL b,
X 51T, KEBEEZRIEFEMEORM 5 FELUTF & H
EINDEmmEOME= b — L Z HEE LTS,

# 2. 65wl LoEEERBEO M= > F o —/L BEHbALc )

BE O/ - | EEMM P G S 5 3K | EEARIE A3 S 4 5 FRAIH
frEFeIR 8 FI*D 72 RED B AR HbA L fE | 5 H OF FRED B A% HbAlc fE
75 Ik AT 7. 5% A [ TR 6.5%)]
75 ik Lh_E:8.0% A [ N R 7.0%)]

D ial= ) —T1I 70%5'%{%><>< 80%%{%[7:'3& 70%]

BT Y —T | 7.0%A 75>

BT YT | 8.0 8.5% Ami[ T PR 7.5%]

KA LAY o SUIK - 7Y = R#7p &
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TR LN L6 O BAEENE 8.0%, FRRMEARRIT 7220,
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3. wHiliERSC DA
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k2 (MFEERERE) X VEFRBROER
FEAMERSC THA REE KA
ABC 2017% WATREREVE S | DAAEZE, IGT (ZEfERSIM | AGL: K27 U A—2 (0.2
v PEE 126 mg/dL LAF, 2 8¢ | mg) 1 H 3 [
MEZFE 11 | OGTT fH  140-200 | x5 A= - EERE
B SR mg/dL, 3B L ' HbAlc fi
6.5%LLT) D 21-79
ACE 2017 WATRERIIEVE 2 | S0RELL_ BB 4 AGL 7 HAR—2 (50
{LBR e 72 EAR B ARV OISR | mg) 1 A 3[EI+ &%
EEZEE 111 (B E3NA LN TIE7Z2 %G 77k%AR 1 A 3 [E
PR <. BEOMIF i +RE
ACS, BEDOUAEZIT
ACS)
BUE DL TE R OME
IGT
Lo 1L 55 BE L FR D BRI
5
B LIRS, e
£H80% DT Fe T 7 v A
DAISI2008% | S 4FREFIMENE % | IGT (Z2 RS fBEE 100- | AGL 7 H AR —2 (50
v 140mg/dL, 2 B[ OGTT i | mg) 1 H 3 [A]
MEAEZAL®E 1:1 | 155-200mg/dL, HbAlc f& | %% 7&K 1 H 3H
B SR 7.0%LLT) @ 45-70 5%




XHR2 (MFERERERE) LV SHBROERNHE )

FEAiAR

THA

X RE

FEA

Kawamori
20097

MEATHER HEVER
{EBR
FAERER 11
MR ER

30-70 & DB

IGT (%2 i s i b5 Ml <
124mg/dL. 2 F§f OGTT fi:
140200 mg/dL, HbAlc <
6.5%)

PUF 0 2 BRI FAE U A
7% 12PN EFETHHBE:
EH il L (U =
130mmHg & 7= (3HE5EH =
85SmmHg) F 72 1& & MEiR
P

JEERYIE (RalLx7
7 — /U 220 mg/dL LA k|
U Z UtV K150 mg/dL
Pk, 721 HDL 2L X
71—/ L<40mg/dL i
B (BMI > 25 kg /m?)
- BERIA D IGE (2 BLELL
WO BLIE)

AGLAR 7 U AR —2x (0.2
mg) 1 H 31A]
xtg: S+ 4R 1 H3ME

STOP-NIDDM
20028-32)

MEATRER HEVER
{EakER

AR L 111
MR ER

40~70 %D B2
BMI 25~40 kg /m?
IGT

72 I8 WE i B
mg/dL

101-139

AGL: 7 VAR —A 100
mg 7> 5 e K %
T, 1 H3[H

®5: 7ZwAR1H 3

XX 7Y P EIRBRCEFEENTZLODO, WTNOFHMEER BV TH A

DT B ENRHR T,



SCHR 3 (2 BUBEIRPRERE)

Pt R ST THAL v HRE A
Campbell DIARE AN ; SefE] BEHIREAY
1998% VR4 vy T 4T RiEE +
“HEM B AGl; 7 /LR —2A 1 [H
BEF ; 3 4F EEZA L 789 41, fi#HT 733 | 100mgl H 3 [A]
il
PRI (/%) PIE B
AGI; 87/150 7R 1H3ME
X5 1, 98/156 K2
*E2; 71/172 7 HVAR—A 1 [B] 50mgl
Fin ([ A 3@
AGIL;, 62
*E1; 62
K52, 62
TR (A [FEE)
AGI; 35
k5 1; 38
K52, 42
AT EE )RR ER ; T AU I ARIE RHEIE
R YT AT Ak +
CHER %, AGI ; 7 AR —2 1 [H]
B 5 16 1 AEAAL 290 100mgl H 3 [A]
FEMT 229 151 P
PRI (/%) 7'Z%AR 1 H3H
AGI; 28/30 %15 1;27/37 | %152 ;
, XFG 25 22/32 %52 3;22/31 | 7 LA —A 1 [A] 100mgl
Coniff 1995b3%
il ([ A 3 [E (12 @H) 1 [\
AGL; 55 x5 1;54 200mgl H 3 [8] (3-16 #H H)
%P5 2,56 X5 3; 54 K3
PRI (A [PE2) 7 AV —2 1 [A 100mgl
AGL 72 %5 1;60 A3 (12 8E), 1 [FH
®5E2;60 k53560 200mgl H 3[a] 34 H) .,
1 [5] 300mgl H 3 [=] (5-16
HHE)
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XHk3 QQBEMERGEE) Hr)

R

THA v

HRE

A

Hanefeld
199139

A THE AT RASR
2L
“HEM
B 24 8

N

vy T4 Ak
%
EERb
il

PRI (/%)

AGI; 24/23 %45 22/25
Fin ([
AGL; 60 %1559
TR (A [FEE))
AGL; 70 %1549

100 31, fi#HT 94

AGI ; T HVR—A 1 [A]
100mgl H 3 [A]
%5, IR 1 H3[E

Hoffmann

199439

AT REFHT R B
EERL
THEMH
1B 24

E; N1

YT 4T Ak
Bl ;

AELAL 96 i, fhT 85
il

PR (&/5)

AGI; 15/13

%1, 18/12

X% 2; 14/13

Eln G [ IR B R ZE])
AGI; 59+7

Xg 1, 57£7

%5 2; 60£6
PRI (A [P iR
fR7£])

AGIL;, 13%+11

%1, 12+11

%% 2; 18*13

BFRE

+

AGIL ; 7 /LR —2Z 1 [A
100mgl H 3 [A]

®E1, 778K 1H 3
RR2, TINRTTIN
3.5mgl H 1725 3 [ElINZ5y
F Tk

11




XHk3 QQBEMERGEE) Hr)

Pt R ST THAL v HRE A
AT R YRR s KA RIS
HBIERL By T T K +
“HEM B AGl; 7 /LR —2A 1 [H
BEF ; 24 HEVEAAL 96 i), AT 94 | 100mgl H 3 [A]
il W1, 77AR 1 H3IE
PRI (Z/ %) W2, A RN 1HE
AGI; 25/6 850mgl H 2 [A]
*E1; 0 20/12
Hoffmann *E2; 17/14
199736 il (R [F-15) H AR AR ZE])
AGIL; 59+9
*51;  60+9
K5 2; 56+8
PRI (A [R5 iR
i 72])
AGIL; 37%27
*E1; 43+£34
k52, 25£17
AT T R s AT TR BET AR
b Yy T AT hk +
_HEM B ; AGL 7 VAR —Z 1 [A
B ; 3 4R HEAE %1k 1946 i, f#EHT | S0mgl A 2-3 [A] (2 3E[H#])

Holman 199937

1624 {1

PERI (2l %)

AGI; 36/84

%142;38/98

i G [F-%) R HER ZE])
AGI; 60+38

X4 6119

PRI (A [P iR
fR72])

AGI; 83+33

%f4; 91+35

BH#A 1151 100mgl H 3 [F]~
HE EIERIC X 2ED
A)

G T TR
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XHk3 QQBEMERGEE) Hr)

Pt R ST THAL v SRE A
A THE AT RASR ; AR B AU
AERIL ; N | By T 07 AR +
Kawamori B B Bl AGIl; X7V h—1[H
20039 “HEM HEVE 2L 445 51, fF#HT 396 | 50mgl H 3 [A]
(ZPEREA | JBBF ; 12 8 i AGI2; A7 VUAR—A 1 [H
(ZDIER) R (Z2/%B) ; 7—F72 L | 0.2mgl B 3 [F
Filfn ; 7—F 7L *%, TIErR
IR, 7T — 27 L
AT T R s AZVT BHEE
EERL Yy T 4T Ak AGL, 7 W VAR — R
=1 B ; 100mgl H 3 [A]
BB ; 16 1 HEAELAL 84 B, fiRMT 64 | X521, 7ZkAR1H3ME
il ®L2: THANLR—Z1[H
PRI (/%) 50mgl H 3 [A]
AGI; 8/15
x5 1, 7/16
Santeusanio x4 2 8/10
1993% il R R Z)
AGIL; 54+11
*E 1 56+12
%5 2; 59£10
M I (A PR v
fR72])
AGI; 61+58
X1, 46+52

R 2, 46+36

CDSR (3CHk 3) TRk 42 & 72 > T 7z Delgado 2002 [ZAE#R O FEHE AN 72\ N 728D

k4% . Braun 1996, Calle-Pascual 1996, Chan 1998, Dedov 1995, Drent 2002, Fischer

1998, Haftnher 1997, Hotta 1993, Johnston 1998, Kawamori 2003. Kovacevic 1997,

Meneilly 2000, Scott 1999, Zheng 1995 X HE{E 2 AL oD 5153 AR BHEE 72 72 O A 2hitk:

SEAMBE I LERA:  (Kawamori 2003 1222 ME R 12 O A4 )
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ﬁll]lj‘%ﬁ >~ )_l%%llll‘%‘
AR AGI k5 U2
T AR — A
STOP-NIDDM 2002 6/714 3/715 2.00[0.50, 7.98 ]
DAISI 2008 1/60 3/58 0.32[0.03, 3.01 ]
ACE 2017 216/3272 219/3250 0.98[0.82,1.17 ]
ATV HR—A
Kawamori 2009 6/897 0/881 12.77[ 0.72, 226.31 ]
ABC 2017 11/424 6/435 1.88[0.70, 5.04 ]
PRt 2
T HIVIR— A
STOP-NIDDM 2002 221/682 285/686 0.78 [ 0.68, 0.90 ]
DAISI 2008 13/60 14/58 0.90[0.46, 1.74 ]
ACE 2017 436/3272 513/3250 0.84[0.75,0.95 ]
A7 UR—A
Kawamori 2009 50/897 106/881 0.46 [ 0.34, 0.64 ]
T HIVIR— A
STOP-NIDDM 2002 3/714 2/715 1.50 [ 0.25, 8.96 ]
DAISI 2008 0/60 2/58 0.19[0.01,3.94 ]
ACE 2017 145/3272 163/3250 0.88[0.71,1.10 ]
RV R—A
Kawamori 2009 1/897 0/881 2.95[0.12,72.23 ]
ABC 2017 1/424 0/435 3.08[0.13,75.34 ]
| EESEMEOREE ]
T HIVIR— A
STOP-NIDDM 2002 1/682 12/686 0.08 [ 0.01, 0.64 ]
DAISI 2008 0/60 3/58 0.14[0.01,2.62 ]
ATV R—A
ABC 2017 10/424 9/435 1.14[0.47,2.78 ]
T AR — A
STOP-NIDDM 2002 | 2/682 | 4/686 0.50[0.09, 2.74 ]
RV R—A
ABC 2017 | 1/424 | 3/435 0.340.04,3.27 ]

—
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AR AGI RIES A7k

R
STOP-NIDDM 2002 0/682 2/686 0.20[0.01,4.18 ]
ACE 2017 65/3272 73/3250 0.88[0.64,1.23]
R U R—A
ABC 2017 4/424 8/435 0.51[0.16, 1.69 ]
U
AGI Placebo Mean
N Mean(SD) N Mean(SD) Difference
[%] [%] [95% CI]
STOP-NIDDM 2002 | 616 | 0.13(0.64) | 622 | 0.19(0.73) -0.06
[-0.14, 0.02 ]
DAISI 2008 | 55 0(0.52) 55 0.08 (0.65) -0.08
[ -0.30, 0.14 ]
ACE 2017 | 2721 0.038 2764 | 0.13 (0.86) -0.09
(0.873) [ -0.14, -0.05 ]
R U R—A
ABC 2017 | 264 0.1 (2.86) 267 0 (0.5) 0.10
[ -0.25,0.45 ]

I 7Y b= IBRBRITITEENT-b 0D, [MMHLOFHMEBRICBWTH R
TAHZERHERR T,
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2 I R Jps FB A

AR AGI RIES U R

7 J1/vAR—A 1 [6] 100 mg
Holman 1999 | 5/136 | 4120 | 1.10[0.29, 4.22]
AT VAR—=Z ; JGRARR L
27U b—/ v 1 [E] 50mg ; *FERER7 L
AGI Placebo Mean Difference
N Mean(SD) N | Mean(SD) [95% CI]
[%] [%]
7 ANVAR—A 118 50mg 1 H 3 [H]
Santeusanio 1993 | 18 | -0.6(0.7) | 22 | 03(0.9) | -0.92[-1.4,-0.44]
7 A1y —A 18] 100mg 1 H 3 [H]
Coniff 1995b | 57 -0.5(1) 62 0.4(1) -0.81
[-1.17,-0.45]
Hanefeld 1991 | 47 -0.7(1.3) 47 | -0.1(1.4) -0.57
[-1.12,-0.02]
Hoffmann 1994 | 28 -1(0.5) 30 | 0.2(0.4) -1.14
[-1.36,-0.92]
Hoffmann 1997 | 31 -1.1(0.8) 32 | 03(03) | -1.4[-1.69,-1.11]
Holman 1999 | 83 0.2(1.8) 107 | 0.4(1.6) | -0.19[-0.67, 0.29]
Santeusanio 1993 | 22 -0.7(1) 22 | 0.3(0.9) | -1.06[-1.6,-0.52]
[ teowebidese 0 00000000000 0]
AGI Placebo Mean Difference
N Mean(SD) N | Mean(SD) [95% CI]
[%] [%]
7 ANVAR—Z 118 50mg 1 H 3 [H]
Santeusanio 1993 | 18 | -14(2.9) | 22 | -0.5(3.3) | -0.87[-2.78, 1.04]
7 VAR —A 18] 100mg 1 H 3 [H]
Coniff 1995b | 52 2.2 (4.0) 57 | 12(4.1) -3.38
[-4.88, -1.88]
Hanefeld 1991 | 47 -3.7(2.3) 47 | -0.8(2.6) | -2.9[-3.89,-1.91]
Hoffmann 1994 | 28 -1.8(0.7) 30 0(1) -1.83
[-2.28, -1.38]
Hoffman 1997 | 31 2.4 (0.7) 32 0(0.4) -2.37
[-2.66, -2.08]
Santeusanio 1993 | 22 | -29(@4.11) | 22 |-0.54(3.3) -2.38
[-4.58,-0.18]
/Y b=/ 1[E50mg, 1 H 3[E; ctRaHlbraga L
RZUAR—A 1[002mg, 1 H 3\ ; xf5ilbre L
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5. [AIHEEXTE

[ B 2oh SR 4 P

BETY RRA N (DIAESE « FEBSEHELAREZE - FEBSEMERNZE )
MNYP— K 1.3

FISFEBE & 1 HAMh(2019 4 EERR)

. FAE SRAM . o EE: ; RIEEHEFR (mg)
N Y . FHEL
BI% | () [0 e vy | TE AR () cm ) A s ()
0.2 10.9 1 0.2meg~0.3 0.2 0.3
R Y A2 e e
0.3 15 1 H3IHA [32.7] [45.0]
25 8.5 1 50 . 25 50 75
7Y = | 50 15.2 . e
1 A3 2551 | [45.6] | [57.9]
75 19.3
. 50 10.3 1[A] 100mg 50 100
T HILIR— A
100 18.3 1 A3 [30.9] | [54.9]
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6. LM
HFN TR 2 BT R S e o 7=,
PSR, U, FRINROND, MICEERNEEZELDLIZ ENb D,

NUE ey = P~z
ﬁﬁ‘:l‘ = b/\ % ‘l_l\%‘
R AGI PIES U277 H
T AV — R
DAISI 2008 6/61 8/60 0.74[0.27,2.00 ]
ACE 2017 345/3263 304/3241 1.13[0.97,1.30 ]
h7 Y HR—A
Kawamori 2009 | 5/897 |  2/881 | 2.46[048,12.62]
2 BUBE PRI B
R AGI B U2
7 J1 VAR — A 1 [B] 50mg
Campbell 1998 |  160/259 | 98263 | 2.72[1.91,3.88]
7 F VIR —A 1 [F] 100mg
Campbell 1998 155/255 98/263 2.61[1.83,3.72]
Holman 1999 56/136 20/120 3.5[1.94, 6.31]
A7V AR—A 1[F0.2mgl H 3 A
Kawamori 2003 | 83/174 | 32/89 | 1.62[0.96,2.75]
27U h—/1 18] 50mg
Kawamori 2003 | 98/174 | 32/80 | 2.3]1.36,3.89]
R A SRV AT IVBH R\ AT

227U h—/L1[F50mgl H3[E vs AZVUR—2A 1[A0.2mgl H 3 [A
Kawamori 2003 | 98/174 | 83/174 | 1.41[0.93,2.16]

18



7.  FOMOFANIE

18 St
T I LR — A BRI 0D £ 7% 308 I BE 0D 238 3% 1
R Y R— 2 WE DR 993 O B 1% 368 A O B 1
MtFERE R E (231 5 2 BUBEIRIE OFIEMH] (0.2mg Bk D7)
7Y b= FE PRI DR 1% 168 HLUBE D e 5% 2

X1 BEFHRE - EEREIC L > ThbHalbEa s br— A B3 G oGS, TR
5 < SEEEVEICIN 2 TR D IMAERE T L I3 R Y UBIAIZER L TWbH A Tt
SRMbE= o e — AR E LRV GAIZIRD

X2 AL - HERIEAIT > CO D BETHORIRDBE LN WGA, UTEFHIEL -
EEEIEICIZ TALR= VT LT A BT A RREFE L 1TA R Y HHE%
FHL TV EETHORDIRPELNRVGEIZRD

BeH A a— QBIFERE. A, &O&kh)

T AR — A 18] 100mg % 1 A 3 [Al45A Al
18] 50mg L0 &G-2FtE L, ARMELHER L7 5 % 118 100mg
~HETHZELTES

R R—A 18] 0.2mg % 1 A 3 [B145A EAl
BRAT G325 AT Rl 2 o ICBIZE L2 b 1 [ &% 0.3mg
FCHETHILENTX S,

27U F—b 18] 50mg # 1 H 3 [Alf A e R

NPT RGEIL Rl Z 7B L3 6 1 FlE 4 75mg
FCTHETHZILENTED,

BHEA Y 2 —)v (PEFREEE . A, Bo&s)
RT Y HR—A 1[810.2mg % 1 H 3 [EERE I
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8. EILIEALATT
B3k
1. 2HEEIET T HILAR—ZASRT Y R—2R

2. DEA XY MR T ANV R—ASR T Y AR —R

3. 2PUBERINFE AR L T HNR— AR T Y R— R
4. HbAlc i - T IR — A
5. RAZIKE s T IR — A
6. etk s TANR—ASHRTYVHR—A=I7Y h—)b
SR
123 2ANEIRINEE D T TV AR— A

MR RE B FBE T HNR—RA=RT Y R— =R
4. 2 RUFE PRI B D T IR — A

Mt RE 22 FR T ANR—RASRT Y R—2R
5. 2 RIBE PRI e s T HIVIR— A
ZKA

7Y F—1H75mg<7 A)HE—A1H 150mg<H 7 UR—A1H 0.6mg

RZUA—=21H09mg< 7Y h—/L1H 150mg<7 H/LE—2 1 H 300mg

= e N
9. 7 —=27 U —XBIHEE
40 EATH . 81 LA EDOBE I GBI DI | KT +—32T U —DfGsh L
5, Fio, M, PER., BILWE~OBL. NREA~OEE 1 BERF~O
BG-ORBME - AN L CEEEE L TunZen,

20



10. £&8

2 FUPEIRITI RS9 2 RILE A~ MIHIZEE L TET AR —ADIITGRD
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