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“Treatment of Complications of Diabetes Mellitus”

EHBbMPTBEFEE

A
=

g (R

ol
ok b

(REEH)
REE kT (FESR. B

B FNTR, 270 FELN LRI YA [HERE
APHEDER] 2RBRL Y. OF, EHFYEFROF
A EERSKTENIILT, #0PThH, BRER
FHiX, 2ETH 500 FAXBR A LHEFT I TEY T,
FIA0B U EDIOANIC L ADHERBREZBHEShTB F
TL, T, BRBAIZEAEINO—&E/2 L > T
9. SHIEE, NANGEESERLTVWETOT,
BERBBEDEGTFHRENEL B oTnET. LT,
BREMORCBESAHEMLTwES. ZhifEn

B PRIELALTE (L) FHRIE~ 5K
% FBRFEEEHR ATESHE

IO (B-RED, WE R (BT, HRET (BEARRD, FEMRE GRRSER), HE8A

FLTC, BRWEHESHEIIEML T, HEZOWEHK
EXHENREZMBELE Z-TBY I, ThiE, %K
ERMEMBIIL o T A EBEVEY. oL, B
BEEMS CRIHBERARPMAR LRI T8 R Y
HEOTWEHLL2EEITLT, BRI LIGEE
EHREVOLEESTENEY. RS ADY VHET X
MZBOWTWZWTEHREZ T W ER-TEY .
FNTIE, BRAIIHPINEEBEYWLLET.



590

FBEFSMIE H112% £10% FI0EIR

1) FriBRES 1 NRHI BT 2 HREARDOBIR

FBRFEERE-NREHE (M HEEEHR)
Il HE-kl ZFER- 8K RA
BA B E-ETF
EFHRA2F-FU B EH
e Bf-5 RT-/BETH
HE #HE

St me

The Present State of the Diabetic Clinic in the First Department of
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At the symposium on treatment of diabetic complications 1998 we reported;

I. The present state of diabetic patients,

II. Diabetic retinopathy from the physicians’ viewpoint,
. Macroangiopathy and

IV. Clinical experiences of the new diabetic therapies.

I. We examined approximately 435 patients in our diabetic clinic between November
and the middle of December 1997. There were no significant differences in age, BMI,
mean blood pressure, glycemic control, or lipids between men and women. With respect
to treatment, 23.6% of the patients were treated by dietetic therapy alone, 37.8%
were administered with SU drug and, in addition, about 50% were treated by oral
antihyperglycemic agents including a glucosidase inhibitor ( « GI) and troglitazone. In-
sulin was administrated to 26.2% of the patients (conventional therapy, 69.2%, mul-
tiple injection, 20.6%, continuous infusion, 9.9%) .

II. Twenty-three patients (8 males, 15 females) with NIDDM in whom the onset of
simple retinopathy could be specified, were divided into 2 groups; Group S, with
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Niigata University School of Medicine,
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simple retinopathy without progression and Group P, with progression to prepro-
liferative or proliferative retinopathy. The following items were retrospectively com-
pared: 1. duration of simple retinopathy (prior to study), 2. HbAlc, 3. blood pres-
sure (systolic blood pressure (SBP), diastolic blood pressure (DBP) and mean blood
pressure (MBP)), and 4. serum total cholesterol (TC). The results showed significant
differences in the period of suffering from simple retinopathy (p<0.005), HbAlc (p
<0.05) and TC (p<0.005) between the two groups. The assosiation of the retinopathy
with the short period would mean that HbA 1¢ and TC were poorly controlled in these
patients.

. We paid attention to 1) silent myocardial ischemia in diabetic patients and 2)
significance of cerebral blood flow scintigraphy in diabetic patients. Concerning the
results, 1) there was no significant difference regarding the presence or absence of an-
gina pain or incidence of abnormal findings of scintigraphy or coronary angiography.
It was difficult to predict the presence of silent myocardial ischemia from the presence
or absence of diabetic neuropathy. 2) Cerebral blood flow scintigraphy was performed
in 37 diabetic patients, 25 patients were allocated to a group having uneven distribu-
tion of RI which never detected normally and an ununiform drop of peripheral blood
flow (Micro group) and 12 cases without these findings to another group (Non-micro
group). In the Microgroup, HbA 1c was significantly higher and the incidence of dia-
betic nephropathy was also higher.

V. 1) «GI was used to improve postprandial hyperglycemia in 33 patients with

NIDDM for 16.1 months on average and HbA 1c¢ was improved from 7.96+1.16% to
7.28+£0.91% after « Gl. It was more effective when being used concomitantly with a
SU agent although the effect tended to decrease relativelv in the cases of long term
use.
2) Troglitazone was used as an agent for improving insulin resistance in 29 diabetic
patients with NIDDM. In 2.9 months on the average HbA 1c¢ was improved from 8.9
9+1.05% to 8.34+0.87% after the drug. Improvement was observed in 90% of the pa-
tients which showed BMI of 24.2 or above and, thus, it was demonstrated that the
drug is more effective if BMI and fasting IRI are high.

Key words:
NIDDM, Diabetic retinopathy, Macroangiopathy, o GI, troglitazone,
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#F1 Profiles of diabetic patients
FELOENHAPOCI2AE 28 TOMIC SRERB R
FBLAABBOTOT 4 = VERT.

%105 “PHI0EI0R

F£2 19MF1IA~12AZZHOEEBINICBITEHbA L
PR OEIAPSIZAZ 2 BT TOMIC YR ERBIRE
FZ L7 HbA lc EZRT.

&1k B It R HbA lc
A 435 216 219 Diet H#HD & 6.39£0,95
8 () | 59.94+£13.89 | 60.58+13 | 50.26+14.97 SU # W 7.31+1.14
BMI | 23.33+10.21| 23.03+3.29 | 23.66+4.01 SU #+ « GI 7.74+0.93
I‘{gfgﬁgp) 92324986 | 92.0£9.0 93.0+10.0 Trgghfg;me 8.67£1.61
a GI il 6.77+0.8
(Tr;gé% 197.04383 | 188.8+36.6 | 206.637.15 Troglitazone %3 8.03+£1.26
in G 7.69+1.76
(i) | 13324113 | 133.28=79.61 | 128.6+7159 Insulin ¥fS4
g 1 EEEs 6.74+1.08
Ifrgiy/gf) 60.5+17.1 | 57.07£15.99 | 62.93+17.45 2 [EEs 7.56+1.34
LDL—c | j11geas . 3 [ A 781147
: 8433 .63£33. 17132,
(o7l 18+332 | 105.63+33.81 | 118.17+32.1 ST 8274008
A N 258 A S T76A PP BA P 73A Csll 7.85+1.05
oM 7.36+0.32
BHE Normo 240 A Micro 130 A Macro 65A
N VA OB BB 136 A
ARz L 299 A CEEZRRO o7, BEECH LTI, 2L

B 91% (18 8.4% 28 31%
3@ 10.7% MSi 20.6% CSH 9.9%
€O 19.4%)
SUMBHE  8.4%
«GIfm 0.6%
1188 23.6%

13148 26.2%

Troglitazone

e B 72.5%
e Gt 8.5%
B 862% aG 18988 37.8%  Troglitazone
33% 6.6% #tA 13.2%
Bk 48.4% insulint#f 5.8%
SUMIGHE 48.4%
Insulin €48 3.2%

M1 EROBERATEIOSE

219 &) 2RI, NRZBHOBKT — 5, AHED
WK, BRANBELRELL.

R 4BEZOTO T4 —E, FLICRT. LW
WAL AFa—VE (T—Cho) PRIEMETH - /275,
4§, BMI, FHIME, HbAlc, T—Cho, FHEH
(TG), HDL IV AFu—)l, LDL ILAFa— b,

59.3 %, BMEIAS17.5 %, AIHEFEAIAT6.4 %, IETHAIAS
16.8 %, BREWEL Tik, R L455.2%, RHEES
29.9 %, EHEEN14.9%. HEECELTIE, LY
n, TUHRY, FOENMEEEEOBERER, B
RIMMEZ: & BRwRERE, &, 0eoTHHTIHEHN
1231.3%. HEEELFDLVWEMIZ68.7%TH o172
(T 1). 2EFAOERNOEE X, REREDLDES
i, 23.6%. SU HEHIL37T8%, Fhil a G,
troglitazone %Mz % & #150% ASARIEH Tdh - /2.

4 R iERE, 240 262 % TENAEE LTI,
2 [ElESH—FS { 31%, Multiple Subcutaneous In-
sulin Injection (MSII)iZ 20.6 %, Continuous Sub-
cutaneous Insulin Infusion (CSH)IZ9.9% T& o
7z (B 1). £85I HbAlc OBRETIK, &F
BEOAIL639095%L T - VEIFTHY,

ANEZJVERFER (SU #)) BT 731 £1.14% T
Hotz, 3 O—-VRRHITIE, « 7 Vvad ¥ —¥H
E#Hl (aGI), troglitazone DHHEEFHITL Tw
7%, aY bO— VR EZRIFEGVRAZG. A Y
A EBHIERE LTI 7.69 £ 1.76%, FERIZ1 E
VESHE 6.74 £ 1.08 % & RIFZAEHNERESHE T IcoN
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3 BRBEE O BRI 2 R E T & IERI23%
S BZBHEIM (P<0.005), HbA 1¢ (P<0.05), TC (P<0.05) i2B\T P #LILLAEIIKP-72. L L SBP, DRBP,

MBP, TG, HDL L TRWEICAEBEELEOEh oz,

L dgtil HbA lec S—BP D—BP M—BP T—cho
A M/F | 4 (Y) (M) * (%) * * (mmHg) (mmHg) (mmHg) | (mg/dl) *
S#| 15 |7/8 53,955 79.9+249 7.5%1.6 131.3%=11.0 78.8+6.3 96.3+7.3 200.9+48.1
P® 8 11/7 56.6+7.9 51.8+20.8 8.6%1.0 132.9+15.6 75.3+8.9 94.3+10.8 247.4x41.5
% P<0.005 * *P<0.05
(%) (mg/dl)
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o
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10 5 . o
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. o o o
6 0 q o o}
150 5
o] o] e}
4 ‘ 100
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RELM M "M (M)

H2a BHEPEE HbAlce & OB
il AR E O RRAME (M) 2R L, Mt
2 HbAlc (%) #77%. Oid S %, @13 P B4
AT, HbA 1¢6.8 % CHFA ~OHE 1 FIED
bAs, SOEFIGERM S LT ORMEIM A
BICEC, BB L L TORBEMIED T
B, MET Y hO— L BIFCH L HEERT 2
EHEBECRBBILELOND, TOEMERC L
HbA 1¢7.8 %LATFOIMUMED > b o — L CRTHMA
AL ARSI L 2 B B e o 72

Tay b= VIEARBRE 2 BEMEES., T/, MSII
HHEL D CSI BHOIEH T bu—VIdRITTH-
72 (& 2).

I ARD 6 & - ERFMREE

B8 4, [ A VEFRERAE (L% IDDM)
afg & L7, DCCTY) (Diabetes Control and
Complications Trial) 1 » A1) v IFKFERIMER K
(Li# NIDDM) #%xf% & L7 Kumamoto Study?’
BREREIN, EH5I0B0TH, Mifbf X2 YEEIC
BB MDY PO— Wz E ), MAADESHED
REE, EEFBELELY B EFHLIIR-7. S0

2b BRI L MmED L AT O — L EO AR

i BRI O BRI (M) 2530, Wt
IZMmiE2 L AFa - (mg/dD) £R7T. O S

¥, OEP HiRd. MbomEalA7ro—

300 mg/dl ELED 2601, & 70— EHREBRFEEZEL
TiEWhahof:, BRUEFECHEL T2 EH
BOEILVATO-VHERETSHY, MFEIL AT
0= 190 mg/dl NI br— A 3R T
DREPNL AN, BAREERE SRR TH L T
LRI SN D,

LFHIBT 2 S FEMOERT — 5 23T, BBEEOHE
HFo#Et2{7-72. NIDDM EFI T2, MEBEICR
59, TOMOEHENHB L #RICMEI Y bo— L
BEETHLY, BRHFOBFHMIEETSHS. L
L, NIDDM (&> TRMEHMIE, Bo&h &3
ZEFTERY, #2T, HHEE, BRIz LY
5 &) BIRTHBEEES I3 Lo THMABEBRE DR
fEE R LIHEFICE VT, 205 FHOBEELE) -
ET, BMAEBEEOHERFICOWTHRE L.
WEREHAE LFHRIIEBITS NIDDM BETEH
R IC L ), BMAEBAED BB HET &
7:BEWE (B8 %, HlsE) THMBERERED X
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HbAtc (%)
H2c HbAlc &ML A7 o — W EOBEHH-
- EMEEBEEORBEE (M) R L, M
ML A7 a— 0 (mg/dl) #7R¥. Ok S
¥,k P BLRT. MEE R=0.72 LiRHE
PR, MEICHRMEOS L Z EBRB SN,

IREEELRBLTNS S Bisk (B4, K8
%) CEMMEBLDEICET L P B8R (B4,
ZHET &) AT OBEEIZ DWW T retrospective
B, MET L.

1. BpnRIEEE & L CoRRlM (MEtREc) 2.
HbAlc 3. IHME (S—BP) #EMME (D~
BP) ¥¥HimE (M—BP) 4. iEILVAFO— N
(TC) H#:HEEs (TG) HDL 2L 25 u— ) (HDL)
D4ER. MEEOHRPSEIL 198 EOFEHSEIC
L7zhtoTHE L7

BR OSH PHIBVWTHMEBEEOHHE (P
<0.005), HbAlc (P<0.05), TC (P<0.005) @ 3
HECHEMICEEEFRON, FOMOFEACEL
THEEELRDLho7 (). T/, ABEERE
D7 EMEEEEOHE, HbAlce, TC OHBICHL
TLERNOBAELRT (B 2a, b, c).

I Macroangiopathy (2T

A) BRABE S D EBERESDFRELOMR

By WRmOBLECRET LIELIEEBERYET,
Z OWF IERREAREEEORS AR IR TS,
LUNh % CHEEROFEIC L D EEEE LS ELY R
BRI LD 2 p8E Lz,

WREFE URBRFOERREE T Ergometer

BWLHY v FTENYE:, LB F-FAVBREY

AT SN BEEIZOWT (1) HABEROFE

T4 EREEB X CEEEEEROBRERR
EEF6LG, MIEEFINET, TR FNEEE, BE, B8
BEEOSBFE MBI (90.2% vs 86.4 %), BiE (345 %
vs 35.0 %), F#EREE (30.7% vs 35.0%) THEZRXED
Lol TIRET, £, BMI, F¥IME, HbA lc,
TC, TG, HDL 2L 2¥u—) (HDL), LDL 2V A ¥
o—) (LDL) KELTHEEZEED Ok d o7z,

fE B SRR
HEFE (M/F) 61 (37/24) | 22 (14/8) n.s.
i 60.7+8.2 | 60.5+10.1 ns.
BMI (kg/m?) 23927 | 232435 n.s.
MBP (mmHg)!’ 94.7+88 | 94.3+100 n.s.
Hb—Alc (%)) 6.6+1.6 66+1.0 ns.
TC (mg/dD) ) 204:£37 201£31  ns.
LDL (mg/d) 1) 198.6+34.3 | 12414293 n.s.
HDL (mg/dD)!) 486143 | 432+158 n.s.
i (%)2) 345 35.0 n.s.
FEEE (%) 3 30.7 35.0 n.s.
O o)) (W16/5/6/16) (/3/2/1/3) ns.

1) Ak FRER—EFOTFY

2) microalbuminuria ¥ 7-REHEME () ME

3) BESRIEL LR LW EFHMERREZETLLO
4) UH FRERSIZBITAEBEIC X B HE

S, EHREOFE, TOMOBRKFTRL, HB®KEL
7o, (2) EEEFREZICOWT, LY F—FViEE
THBROFEREOREEDS 2 B4, BEFTRO
FZOWTE BB L.

BR (1) E=Eflel1s, EBEEFI24T, Theh
WEAE, BE, ARREOSIEE, BEE (90.2%
vs 86.4%), BE (345% vs 35.0%), MEmEE
(30.7% vs 35.0%) CHEEERIAOON 2o/,
HHT, £, BMI, ¥HM/E, HbAle, TC, TG,
HDL b AFu-)V (HDL), LDL 2 VAFO—
(LDL) L THEEREO Ok h o7 (F 4).

(2) EBEERFOFRT, BERTITIRERICHL
THEIEH (631188 v vs 53.5+10.9 y) Th-
72, (P<0.05) X, $AZEHTIZ HbAlc EIEL
(6.8+0.9% vs 6.2+1.2%), HDL {EA%&v (38
9 meg/dl vs 53+22 mg/dl) BE%EDH7: (F+ 5).



WERAE BHE DGR 595

®£5 EEREAOHEKTR
EBERFOS T, HEBTHIERERICEL TEREICER
(63.1 8.8y vs 535 £ 109 y) Tho7x (P<0.05). 2
BTk HbA lc fE2THC (68 +£09% vs 6.2+ 1.2%),
HDL fEAYEY: (38+ 9 me/dl vs 5322 mg/dl) MM %
BiloYad

LW TFREFR | AEMRLL | BEENRREDHY
R (M/F) 6 (3/3) |16 (11/5) n.s.
EWs 53.5+10.9 | 63.1+8.8 p<0.05
BMI (kg/m?) 22.843.1 | 23.4+3.73 n.s.
MBP (mmHg)!) | 93.2413.6 | 94.8+8.9 n.s.
Hb—Alc (%)) 6.2%+1.2 6.840.9 n.s.
TC (mg/d) ) 220421 192432 n.s.
LDL (mg/dD) !’ 127422 122433 n.s.
HDL (mg/d1) 1) 5322 38+ 9 n.s.
T (%)2) 33 31
ERE (%)% 3 31
R oo/ ) )| (2/O/0/1) | (5/3/2/4/2)

1) Lo FRERT—ER OFH

2) microalbuminuria ¥ 7IXREAEH (£) BlL

3) BEHEIL LR LThR FEMERRYET 200
4) LA TR EIZBIT AIRREI L B HE

B) BFERBECHSUIHOKS>FTF771—T
Dget

BeY BEBREREORME Y v FIIBWTEE TIEER
B HNRV RI OFRYESA - KR MOARY— 72 K
BTz b I A%, IhbiL, small vessel
disease DG EDLNEL.

SHFE LT D small vessel disease DML AT,
Mgy FO—VRRRFEHREL L EAET L0 2R
L7

MREFE BRBEFINZIIS LREME S »F
(18] —IMP - 9¥mTc—ECD - ¥2Tc—HMPAO) %47\,
BETRIOONLR Y RI OFREESH - KEEOR
- MEET2ET 58 (Micro B) 25l 2hb
DFREAELRVE (GE Micro B) 12824, &
Bolbwmwkite Lz, /2, 61 L LT, FE Micro
BEOBEF FEF 2 L LT, Micro BOHAREE % 2R
L7 (BR 1, 2). B2, M¥E0) A AR mE
SUYFFTT 4R, MERTHEICOWTRE
L7z,

La
£ ONNE A BTRP

EH1 I Micro BOMEBORMTES >+ 777 4 —
555% O Lok THER % T B 204E .

EEIBI—-IMP Bt v F 020518 (early
image)

FHREEOMBIFHIET LRBIRETMH
OO MBS 1 LB A%

TEB : BHERO 4 B % (delayed image)
AHEEO MFKIBHLIIBES AR T,
HHAREIREROBIEGREELEZ2 S5 h
L. Lo Lo ERAL o Mk 546 3 B a9 3%,

%2 1) Micro + 3 Micro WHHET, BEOFH -
BRBRRE - BMI - BREMTH | £HOEHME
RO LDL OFHBIIABEEEDL -7 (R 6).
2) Micro BB WT, HbAlce PEEIZE L
(8.94+200% vs 7.8 +1.03%) (P<0.05), #ERMME
BRENSHIER (48.0% vs 25.0%) (ZE0H7-. &
BAEDEHRIIAER (, BE - EHRERIE Micro
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1P CBE IMAGE

BEH 2 Micro BROMRBFIORBIMEK: »F757 14—
43R D BV CHER ISR LLE,
FE B IMP BRI v F D 204018 (early
image)
T : EHEBIOD 4 KM 1E (delayed image)
BRI ERELT, BES®mICmisgT, 4
HHFEL RS,

B oIviEOBHEERIZIE Micro BOH I EREC
B (F6). T/, BWNME S »FE2HITL,
Micro BT, EIBM L 4T o7 6 Bl 4 FIClum o
KT % 72%, acetazolamide B %1772 5 Fld 2 1
T MM FES T, WERTHECETHFELR
7- (BK 3, 4). & Micro BT, 5B CEIANZ
17wy, 3PITMMET AR,

NV BHOBRRBERETCORKT — 2
RO, AR, R, RO
TEEE, AR YREFH LY, EOBRFEEITD

+!6 WHEICH AR ROLE
Micro - 3 Micro MH#EH T, BEOFER - $IRmRREHLEH -
BMI - BARMATH] 1 £ B OFHME K Ol LDL—z L
AT MEOEHBICEEES RO L Do /2. Micro B
BT HbAle WHEEICRE L (P<0.05), #RBETE
DEBFLEE (480% vs 25.0%) Tho72

Micro # |3 Micro ¥
HEFE (M/F) 25 (12/13) | 12 (1/11)
Fils (%) 62.9+8.,43 62.2+£11.8 n.s.
B () 13.0+6.94 12.3£56.36 n.s.
BMI 23.3+3.38 21,5164 n.s.
SEHIME (mmHg)# 1| 93.8:£8.98 94.0+764 n.s.
HbA lc (%) #1 8.9+2.00 7.8£1.03 p<0B
LDL—C (mg/dD#1 131+43.5 122+19.8 n.s.
WERIBIEREH 2 48.00% 25.00%
PRI AR 3 3 80.00% 75.00%
LB R B A 16.00% 8.30%
L 32% 16.70%
HERER (HFv) 48.00% 58.30%

# 1 KRR L EROTFYE
# 2 . AER T Microalbuminuria ELE
# 3 BRBEOHEIZLS

BEH 3 Micro BORIANBEFAOMKMIL S ~

FTST4—

46 DI THER W R L T4,

BmPe—ECD BIFE Y ¥ F T, W - THEFR

HHENLCEYME 97 mmHg OBORIMTE > ~
FFT 74—, Ao TENERCEYLE 74
mmHg &ETL72RORILKS v 57574 —.
REATRF, MRS IEATIREE - BER - KR THEL
EFLTWwE,

ZLTh, BERESERE D, EFAICS LT, EB
WEDBEEIIT) Z &9, LETHD, BOMBERETE
PEEICER LTS, IR, Atk 2 BRRMRE, fi A
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BH 4 Acetazolamide BHBFOMMITY »F7F57 1 —
67HE D 5 M THE IR REFHE O 4,
BB B IMP BN Y & F ORERR0518
BEEICmMEETLTBY, 574 b RE%.
TE : FHEM O Acetazolamide BAFRED205-8
R L B L CIL Mo o n 5,

YAY U, HbAlc, HEZERXEFIIL T, M,
MESRES N, BEE LT, SU #AH.0T, B,
BEFRBEENTWEEZTH 4 FHIIE, YBcHAL
TWABERIX, 18bviv. SU FlieEHM#EHRL T
Wo & B L, HbAlce 258¥INT 5 2 RE
FOBEPLIELIEALN, 12 JERNOEED
FE% C ENB, EE, SU HEHEPT, Ty bo—
VARBFNZ, 1) oGl 2) A ¥R EGHgERO
PERBEFTOIRTWS, F2C, SEEETOMHEH
DFERERET#E TS,

BE 1) «GI:NIDDM ER33%E (BH%18%, &£

111

10+

HbA1c(%) 9; I

7 i
Il
8
5
4 T
L0l *

3 oGl BE5H%0 HbAlc OEE

NIDDM #EfI33% (BH18%, KHE15%) T, « Gl
HhiA#E16%, SU ML OB ERETBIL BT,
161 ¥ BAEA. HbAle &, PIRRAT 7.94 = 1.16
%, PR 7.26 + 0.91 % & EE 7.

®T oGl O HbAlc 128§ 5 EH

AR HbAlc—#§IH HbAlc
MR AR (%/M)

o GI Hk © 0.04640.08
a GI+SU #l 0.093+0.2
16M RiusAR B 0.091+0.19
16M LA LR ARE 0.034+0.06

#15%) T, oGl BEERIEE, SU # & ofFFHEE
1781283V T, FHWIREIE 16.1 ~ BT, HbA lc¢ i,
PARET 7.94 £ 1.16 %425, PIARTE 7.26 £ 0.91 % &2k
HrRwrz (B 3). £/, RA1~7HA®® HbAlc %
MET L& ZA, o Gl BMIAHE T2 0.045%, SU #
L OPEHTI, 0.093 % & SU #l & o HBEEDFHH,
L) B2 MBETHRE B, 42, 167 AU L,
ThabhbEMERF T, RERRHRREE S RS Em
Rilwis (&' 7).

2) troglitazone: NIDDM #E#1294% (B#114%,
184 ) T, troglitazone MG 3 %, SU #M&
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Hi #*

4 troglitazone &5 A% D HbAlc DEE)
NIDDM #E#29% (BH11%, K#18%) T,
troglitazone HMIGH 3%, SU #l & o fF RS
ZIZBWT, ¥H29 v AfEH. HbAlc i, MR
AT 8.99 & 1.05 %5, PR 8.34 = 0.87 % & L E
(oA

OBRFEBZICBCT, FHRREME 29 5 AT,
HbA lc i, PIFRAT8.99 + 1.05 %4 &, PR 8.34
+087 %L ELAD (K 4). HbAlc 51 %5
FETFLAb 0%, EHNE, 1 %RBTHLIETL
rborBENE, BELLEbORMERL, LT,
%% BMI JICHRE L22E 25, BMI 4.2 ML ET
290% LA IcEABEOTEY, BMI A BwiEy, &
WThbrEELLNE (R 5). MELBL, EHEEA
YAY Y OEBEASE, HbAlc AEICETHEN%
RL, A YA VIEABFBRLLEZL NS (F
6). HXEE R IRI JLICRET LA, IR] 5
IU/ml #i#, 546 101U/ml %Ki, 10IU/ml L
Fizbidn k) R IR] AABVIE EEDESEVE
mARS (E 7). £7-, B, FREREORER

100%-
10% ERUE
28.5%
42%
50% EEYE
50% 43%
BRIL 50%
40%
28.5%
8%
22%% 220lt24.2%E 2420F  BMI

5 BMI »bH &7 troglitazone OFFE
HbAle 1 %L EET LA b 0E EHKE, 1%
KB T BESE, BMAPRLL, LLTHE
LAEXEE BMI BLZHE, BMI 24.2 BLETi290
%L E YRS, BMI EWVWIEIEERTH S
AR AN

THIRBIL R > T A0, BHO0EFTIE, 15 EIE
REROdorz.

# £

I SHEO#HBEE, HETTL, PHRIENADH12A
FE2RFTOMIC, SHRBERBAELZZ L4354
(BHE216%, XH209%) *HBIIT-72bDTH D,
MIEmE LT, AOFHEDRILIZBETSH S HbA lc
6.5 %L TOEENEDH L STHEH. 41 ¥ A VHHET,
EHEEAETIIONTI Y PO—WERRE o724
CBL T, BFERM L EHEBHOBRR L, EroR
FAEEEGLTWAEEZ LS, ELVBREHFL VS
Hnh, E, HEBEBE VI ERESVRIE N,
ERBICMTEF 5 - )y 7BHY) LB F—LE
BOULBELINTEY, FOETRAEREL VD B%
RBILBWTL, SHREBICET T, FRBEORH
VETHHEERD.

I SWEFOEBROBERTE L CHERELEIMEL 2
L0, BREMOD e mET Y bu—-1 8T TH
5. AT IDDM EFIZ L%, BERPOTE
@ NIDDM EFOKEICEL £5 2842w, 22T,
Kumamoto Study (X, NIDDM & DCCT & [
BoORERIT, BILA VA UEEICLD, gy
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Fasting IRI
(IU/ml)

15+

10+

) #®

6 troglitazone BB A2 IR] OZH
troglitazone HHAEH Tk RV A%, BB A
VI OEE®HBE, HbAle MEAICE T HEZ R
L7z

Mo—REL, BEEOBHEERENFEIET %
RL7c. AN, BHAREEOMBEBHLRETEH
HEFIIR THERFOBRF T2, BRI, 6T,
BRMOEEFBERT & LTKENI LIMEV2
WS, FREEOBRHMOEN CHoTHIMET Y Fo—
VOB E > TEBEORERED, ZHELTVWLZ L%
ZiHE BERLE MDY bo-LOEEEDITS
A5, WAEMIKREW, BESLLT, 1) gy o
LVOHEMEL, COBRBOSHECTITEN RO, T
Zthb Point of no return®’ W EDKELDD, *
7o, FOWEHFESRELZZ L. 2) A XA VEEIC
LEBERIRVOLPENEZOLND, 1) LTS
HBoWET L, £HERIZBIT S Prospective Study 45¢-
ETHD. 2) ML TRER LI, BIMEL BEL
Mg > b O Vi BEEOHMEY TH 5,
L2L, B+ EiEv25E0, Mz bo-Lo
TERZRENGES, BROICEEEIEETLZ L L H
5. DCCT Th®|mEshi )iz, 1 A ohfbE
EOMINEBEAED 1 K2 BALHH O N - —#tk
THY, IEREORPNIICALE, 1R Vb
FELAMEIES bRV, SREHIBWTH, 3l
ABHIZA 20 Vs Bk AT L72Blidd 575, &

(%)
100~
16% EFAn
(14) 20%
)
50%
BEN® 24)
50% 509%
50— (3@) (5g>
25%
ag)
BT
34% 309 25%
24%)
(34) (1)
Sk S~10K% 108, k
Fasting IRI

(TU/m1)

7 ZefERs IRI 25 R7: troglitazone DR
HbAle 1 %M EETLALO*BHEE, 1%
RMET 2B E, BlbepRel, L LTHE
LA AZEM[E IR] BICKE. IRI 51U/ml
Fif, 545 101U/ml #if, 10 IU/ml L Eich
T3 &, EEE IR ASEWE EBRSEVEE
(Lo VAN

BT v b o — UIEEILE S BIEE O EFIIED
LNdol. BIRIEX, BERBRFOKRMESHAE
DEBEFTHLZ LR, WHIFTTHRL, MAMES
BEICOMEET A2 LI3T TS OMEOD 545,
HbAlc & TC OBIZENHMAED SNE I LMD,
TC BEEMEIY FO—LARRTHDL 2 RME O
THALUREIS A, BIRIECEBE CEE~OEE
22w Tik, ERLTEML HbAlc 20 s34/ E
B MERCBOYIRITZLEF S 200 LAG W,
I A) BRFEBRECEEEELBENLSS VD 0l
BRFEEMEEEIZL B L STy AHE H
FvdS, B LH D MBICMLTERShTWwA,
SHE O T, OEEROFET, HEREOSH
HEICEEEZIROONT, RBKF—9 CHLHEEZR
BH LMotz L L, 4%, TEME - IR
AREECTHEL R TOILELSHLEEZOLND.
PeLFEREIR % R0 T b HEFRIRRE D40% 5 < I B O
T rFCREMEELNS FEIRERFRTB%IE I
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HEIRRE RO BN OMEIEL L, MEOHEEI
A=A H5b. TORERE L THRBAEZEICIBV T,
macroangiopathy @ # 7% & % microangiopathy
12& % small vessel disease OS5 VEZ LN,
EB, SEORE TEERFOSRT, BB TIEIERE
BICHLT HbAlc ENEVEMERDR. 72, &
FA R VEREL VI BESEIL, S0 RY
VIEPPEASEAITI®) L2y BERAE, TEIREES R
ETHLEZLNTNS,

B) BRBBE BT ARMKY ¥ F7 T 74 —TD
WEHCE L Tid, SRS »F % 1T LE O
{T RI OFHEGHLEEEETEALNZVEY
PR LN. ZO “Micro B Tl bo—
VPR BRTRRFAEEEOSHELEL, TORERT
W, EERMECH R E TR, BRMBE micro-
angiopathy & LTHBED DN H LD TE Rt
RNz, b, RERTHRELFET 2 HFED 12
& LT, acetazolamide B HEY 2 X % i m
SPECT BRENHANY PH6ITHBY, FH, &AM
GRS > F IS TMERCEORT 2 BO /2 EFIE, B
ERTFHEORTIRBEN, MEEREDY X7 75
WEEZ LN, HELZEBBRELETLE L I, 4%,
BRFEF BT LRMEEEDEROBEELY TR TE

BHEBERLRELEZLS.

N «GIl i3, NIDDM OR#EO—2TH 2 EHEAIMN
¥k, R OHL, BMINEFBEIELI LT, &I
TAHEHE LTHEEN. SHOYPOFRE LR,
«GI BMER LD S, SU Rl offAREIZBNT,
SU FIORBEATETH - 2 8ED), SU #- & 5B
WMRORIGE B HMED HbAlc OHFEL L b2,
2R IRI DT, M C—peptide DA% LD,
AR VREUSYE L VI BED L, HE
FROLEENS V. £, SU FOZREX L8 Al
DERIADLD, o« Gl HHHARELZERTRELEZ D,

troglitazone i, NIDDM OFfFEL LT, 1 ¥ A
VIRPUEAS A YR YW e L B RFELREE LT
ELRALRTETEYY, 204 v 2 ViREE RIE
THERE LTHREEN: FFLAVTOL YR ¥
Ve OB A0S, I, S5, BIMG
BiFsA4 2 AEAEEL, KEEETOBEORY
Ak, KETREL, FRLSOBBEEEL SE, o
FHETIERARBETALEZ N TWA, SHEOBEH
R, HEZ26h T3, BMI24R E, ZEEE
IRI 5 1U/ml L EOEFRTHEEIE I LIRS

iz, A R ARG SRR & 2R IRTD &
hkH b HOMA #52) T# L, troglitazone OF
WP E R L 2o S h 20T, & TOEMICIRST
XE ST, SHREMETHEC LB LTVELWEEZS,
a G, troglitazone (Z& ) NIDDM D#&EOEAERD
MEAIEA o722 EidELEV WA, R, REZ 5
EELTERALZ TRWIT &,

COMERI BB, BKS v F757 14—
THTGETE /2, BEHREL NS AT REBNBE & R
OWHHWIER 7 v 7IEH LT T,
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