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2002 4E DAFRIC BT B 2 FUHEIRIF O F W Fek & Mk
Ty bE—MIZOWT, 16141 LEntRE LUTHTL
720 25% DEEZEOAPEEFEICL BRI LT
7223, 75% DBEZIIROFD 2 i34 ¥ R VERE
ICEDBES TV AE I EDHL I SN, FEEE
OERMPOBEEM RSN, $/2, FEYREPR
£ OE HbAicld 7.02% TH o 72. KE®D The
Third National Health and Nutrition Examination
Survey (NHANES III) 1999-2000 4 |2 8 1} % F 33
HbA1C1E 7.8%%, B L1998 EIZT7 V7 TEiEI 1
7 Wi A T O HbAlc 1 8.6%% (2 Lk § % &,
AEFOMPET Y bOo— VIZLHBNICRIFLEZON
A, La L, HbAIC$65% KRifiDMmpEa > hoa—)
BAEITEED 34% OAT, 8% L toar bo—)i
TREAEI EE 1L 20% (2 A H AL, FEM R ERROMEEFIC
O EYFROYEOLEEDSRB S N S0,
2 TR R R CHRYEEIC L A MbE o >~ b o — )i
DWTKBEERAELTo 72, AWIZEE, bIENISBT
B 2 EUME R O SRR L A MM~ b o — VIR
DHERE & FAEE T BE L BRI IEIRE 0 AR & IRF
2L ETEETHA.

MR EREHE

ERRES R A BT 5 34 KRk BT, 2003 4
1 B25 7 AEICHESMICFEE %1 T CoDICY I2E
FEn-EyEEbO 2 BERBEE YIS L L.
WERFROSBW B & URISHEIE B AR RES T AR
wiE SN AN ENEERT— % % CD-R AT
47 % BAVT JDDM IZ&E S iR @it > 5 —
ICEFE L7 BHEERDLDOF— FINERIC, BEEA
B, BIbK4, 07, BEEEFEENEHRRENH
BCRRE L7z, AR o b a—vi, BEFEHEIC
LB [EHEWEICET 5 MHEEH Y B X OTERKRI%
BT A RERIES VI E DWW TER & 1, JDDM fii

BEEAIC Lo TARSNL. 2B, BIRSMIow
<, IDDM GBEEEAIC Lo TARSNFAEEL
VTR L) DETRE2E:

HbAic &gk i< 3\ T HPLC I L D HES 1,
BEEE CoDIC® (Z AP &7z, 7P, MRREEENRIE
i, BMERRIC 3V C B AR IR AR R B E R O
THALICEI T 2 BB RO ICED CRELIZ L DT

57219,

REt 2

BR IR 7 — # 13, Microsoft® Access & Microsoft®
Excel # v T, 2, mEshz- ket
&, #EtozHo Y 7 Fy 7, SPSST 11.0] & M
Tirbhiz. A ZFiEE, —TREBSBOTE &
512 Tukey-Kramer % B\ 72 £ EBHERIC & D fEEHF
BRI 24T o 72,

i R

20034E 1 A5 7 ARIZ CoDICP I3 /- 2
EERRC, ROMPERETHIS 503 A > 2 85
THEEZIT TV EBRERIZ 155563 EMNTH o7
(Table1). &HWEEF, 36% O BFHHREC MYER
THIEA, 33% AEEOFEH, 11% »s@EOF & A~
AW UBHIOGREB LU 20% 51 v A B R
2 & BREEZ . SEMOFIYERIT 625 KT,
RO HEH THRFE T 21T T 5 BRI EOREH
WYX BEREBERETHOTPICRERTH o (F
(3,15549) =4.993, p<<0.01). FIBIFIAMITH 124FT
HAHY, ROFBHCHEELZZITWEEETRLE
{, BOKIBEHIC X 2 BEFEERE CTHARBICRIAITS
D, BOFE A A VBN L BHRRLES VA
) VEHIOARIZ L BEBBEETILICHAEBICRYTS
- 7= (F(3,15069) =280.562, p<<0.001). 35 BMI iZ#9
24.4kg/m?THh 575, BOFIEHN L 50 HFEL

Tablel Profiles of Japanese type 2 diabetic patients treated with anti-diabetic drugs

Treatment Patient number Age Gender (male/female) Disease duration BMI

() (Years) (n) (Years) (kg/m?)

OHA monotherapy 5,652 629+115 3516/2,137 98+381 24.1+36
OHA combination therapy 5072 62.1£107 3,165/1,907 11.7£80 249439
OHA plus insulin combination 1,777 627+117 920/857 146+9.1 25.0£4.1
Insulin monotherapy 3,062 625+12.3 1,761/1,291 147497 23.7+35
Total 15,553 625+114 9,361/6,192 119487 244+38

Significance (p) *<0.01 *<0.001 *<0.001 *<0.001

BMI, body mass index ; OHA, oral hypoglycemic agent

Data is mean=SD. Analyses were conducted by one-way ANOVA®. Age, disease duration, and BMI differ

between treatment groups.

Analyzed by Pearson’s x°*. Gender differs between treatment groups.

— 920 —



2 BUBEFRAC V) B YRR & fif 2 > b o — b

BOKE A A VKN AHEFBRERETHEEL
B, A A VEHOM L HEEEETHEICK
fETH - 7> (F(312837) =72.221, p<0.001).

Fig. 112, &HEEYREPBEICBIT LT b
O — VIRIIZ DWW T HbAicfEIC & D iRET L c#E R %
R, BSREN - &ER A HbAwic BSREAM I AT
X7z 14,099 FEHF OF HbAc £ 7.3% TH - 7-.
LT OmEIE 14,099 EBFI O HbAicEIC L hfTb i
72, HbAIC 65% FKifina ¥ b o — VR L U RHEE
DBEZITEEF O 29% T, 49% S FHEE, F LT
22% DA AEIH T o 72, ROFBAITHBEL ZIT
TWLARETIE a2y b —VEB L OCREEN
40% TH 575, BROFBEFNIC L 28 FHEETIE 24%
WA L7, OB E 4 v A BN X B BE R
Tk, T HbAIc 12 7.7% & o iBEE IR L T
Py ba—VERIAERTH Y, 16% OEENE
B L UBREE, 35% SAAEETH 7. 1R
CEIFID A L BIERETIE, 23% OBREVEL LU
BAHIE, 32% ASATFEIETH o7, HbAcEIZBIT
B EYREDOBE Y ST A2 — TR E ST
ExfTol:. FOME EWHEEMO HbAICEICH
B EY D7 (F(314095) =243734, p<0001). &
512 Tukey-Kramer # W/ £ EHEIZ UL, £
DRI BLA & B OFIER R, ROREA & EOH &
A A VEEN & A6 RRERER, BORIEA L
{4 v A EKIEEEEE, ROXER RO E 1
YA EENC X APERERERER, BIUROANE

ey A) YVEAABERZEHTEEE D o 12
(p<0.001). #EOFIE 1 > 2) VEFIGEREEREE £
2 VEEEBEEOBREMCTEEERZE 2o 12
(p=0.082).

WIZ, ARSI A oo (5 B SRR B BRAT L 7 i
oy o= VIREERBICORT. BOFIEAICE 56
BT (Fig.2), A7+ ZVRFXEMEH» R
EHETHLI L EHRE LAY, FH HbAICIE
7.1% TR ER I L 2B L TRLA
BTHot:. 35% DBENEL LPRMBE, 16% A
AEEBTHo72. a-F NVav ¥—EHEH, €7
THA FHE, FF) S FEEFT )Y RS
HEZ 0T HbAic TVt d 7.0% Rifi T - 7-.
BB L UBEAROEBEZIZFNENH 0% Th o 7.
EZHEKIM O HbAIc EICEE R E= 4RO 72 (F(4,5174)
=3577, p<0001)., AN T+ ZWREH & a-7 V3
VY —YHEH], CrT7HA FRlb VG T =
FEMER O BEEM, ZNLENTHEEEN D -7 (W0T
nd p<0001). a-Znvavy—YHEEH Y757+
A FHl, F570=FHlSLEFT V)Y CFHEE
DEFREBEERE, ZNENTHEEEE o7,
ROMBERETHER I L AHRAERE OV, £
DOKEBHDEFTANT + ZVREFNZE 7 F A F
#, a-7NVavy—tYtEERSHBNITFT VYT
FEADSEH SN TS (Fig. 3). 2 oK OH % 6
FALTWAEET, WTFLoBEFHTHFEH HbAlc
13 7.3% T, #25% DEENEL L UREE, £ 20%

HbAlc
(%)

All cases
(n=14099)

Monotherapy
of OHA
(n=5179)

Combination therapy
of OHAs
(n=4663)

Combination therapy
of OHA plus Insulin
(n=1558)

Monotherapy
of Insulin
(n=2699)

7.3+1.2

6.9+1.1

7.3x1.0

7.7+1.2

7614

0% 20%

60% 80% 100%

Fig.1 HbAic levels in type 2 diabetic patients treated with antidiabetic
drugs. OHA, oral hypoglycemic agent. Columns demonstrate the
percentage of patients : white column, patients with HbA1c of less
than 5.8% ; light-shaded column, patients with HbAic between 5.8
and 6.4% : middle-shaded column, patients with HbA1c between 6.5
and 7.9% ; dark-shaded column, patients with HbAic of more than
8.0%. Mean=®SD of HbAIc in treatment groups are shown at right.
Statistical analyses were conducted by one-way ANOVA. HbAic
levels differ significantly between treatment groups (p<0.001).
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HbA1c
(%)
SU 7.1%+1.2
(n=3503)
-Gl
fac/ 6.6:1.0
BG
(n=534) 6.8+1.1
() 6.6:£0.9
TZD 6.8+1.2
(n=119)
0% 20% 40% 60% 80% 100%
Fig.2 HbAic levels in type 2 diabetic patients treated with

monotherapy of oral hypoglycemic agents. SU, sulfonylurea ;
a-Gl, a-glucosidase inhibitor ; BG, biguanide ; NG, nategli-
nide ; TZD, thiazolidinedione. Columns, Mean=SD of HbAic
and statistical analyses are the same as in Fig. 1. HbAic
levels differ between treatment groups (p<0.001).

SU+BG
(n=1749)

SU+0-Gl
(n=1151)

SU+BG+a-Gl
(n=595)

SU+BG+TZ
(n=373

SU+TZD
(n=248)

0% 20% 40%

WATERTH o7z, 3EOZOH, ANT+ = VR
EH, €©FT7FAFHE a-F Vv S —EHEEH ®
HHALTWAEEDFY HbAIC 1X 7.3% TH 575, A
VI VRER], X T7FAFRIEFTVIDUE
EAR P L TV A BE TIZFY HbAic 1t 76% L&
{, 30% BATEBTH o7, B, BOFRHA B
I L B AELEHMIC 14 FEA S, F35 HbAwic
12 6.7~78% THo7:h, WwIFiLd 100 EFUTTH
57z LT O SR L7z SEFIGREFERM O
HbAICEIAEE LR Z 2RO/ (F(4,4111) =6.391,
$<0.001). ANT7+ = VRFERNCE T T H A FHIB
TOF 7)Y FHER 3G & MEF OB
M, TNENTEEEDND oAV T v = VIRE
FIZa-ZVvay ¥y—¥HRERGH p<0.001; xFA

100%

60% 80%
Fig. 3 HbAic levels in type 2 diabetic patients treated with combination
therapy of oral hypoglycemic agents. Abbreviation, columns,
mean=SD of HbAic, and statistical analyses are the same as in
Figs.1 and 2. HbAic levels differ between treatment groups
(p<0.001).

W7+ ZWVREFE ST A FEIBL T a-F Vo
T F—PHEHGH  p<0.001; HALVT + ZVIRE
FNCE T4 FHBER  p<001l AN T+ )V
REFNCTF 7)) T U FEEGER - p<005).

BOFIE 4 A VBIENC X APFRBE T, KER
DOEBTA v A) YEEN a7 Nva Y ¥y —EHE
H, X7 A FEldHDLVIEANT + ZIVREFIHHE
BENTwiz, WERoOBEEICBW TS, MmEa >
Pa—VIERBRTH Y, FH HbAICIE 74% 2w L
7.9% THh o7z (Fig.4). 41 v AY YHEFN a-F V3
VY —YIREXZHALTWAIERND 22% #EB &
CREBTH 225, ANT+ZVREHD LIS
THA FRIOFEBEETIZIION DAEL LI URE
WThol. o/ NVay ¥y —LHERNHFEHINT
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Insulin+a-Gl
(n=464)

Insulin+BG
(n=281)

Insulin+SU
(n=261)

Insulin+BG+SU
(n=178)

Insulin+a-GI+SU
' (n=135)

0% 20%

60% 80% 100%

Fig.4 HbAIc levels in type 2 diabetic patients treated with combination
therapy of oral hypoglycemic agents plus insulin preparations.

Abbreviation, columns, mean®+SD of HbAic, and statistical

analyses are the same as in Figs.1 and 2. HbAic levels differ
between treatment groups (p<0.001).

HbA1c
(%)

30R 7.5+1.3
(n=849) i

RA+NPH 7.7+1.5

(n=396)

R+NPH 7.6+1.4
(n=322) [

NPH 7.6+1.5
(n=308) [

R+30R 7.7+1.5
(n=139) [

R 7.2+1.5
(n=116) B

(n=1% 7.8+1.5

0% 20% 40%

60%  80% 100%

Fig.5

HbA1c levels in type 2 diabetic patients treated with monother-
apy of insulin preparations. 30R, premixed insulin containing
30% regular insulin and 70% NPH insulin; RA, rapid-acting
human insulin analogue ; NPH, NPH insulin ; R, regular insulin.
Columns, mean=®SD of HbAic and statistical analyses are the
same as in Fig. 1. HbAic levels differ between treatment groups

($p<0.001).

WD EFIDATIX, 36% 7\ L 44% O EEHN T b
O— VAT CTh o7z, kB, BORES YA ¥
BRI L AL DT 18 AN, FH
HbA1C 1 6.6~106% Td o 7245, Wb 100 FEH
DT ChHIOUTOETLORIN L. A AV
VB S M &R OKIM O HbAIcEICE B 2 2% R
% 72 (F (4,1314) =11459, p<0001). A ¥ X ) Vg 5l
WZa-rNvayy—EHEHFH L ANV T+ ZVRE
HIGEHEE, €774 FEIPERB, TLTAVT =
VRERBLOCEZ7F 4 FRIEROREHR, ThT

NTHEEEND - 72 (&4, p<0.001, p<0.001 %L
T p<001).

S0 2 BIERREEIC, e v A YERED
SRR IESIEIC L WG STz (Fig.5). 30%
LE2T5—4 A VIREHFIHR S BEEICHERS
RTWBDY, FEEES CTFH HbAIc i 75% THo
t.%%@%%ﬁ%ﬁi@ﬁ%ﬁ,m%ﬁﬁﬂﬁﬁ
Thots. LE¥LT—A VA vHHWFBEESE L
N4 VRY) YT u g E NPHA YA 2285
BEFRE, Wb B LS v A VRIEEZT TS
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BETIE, F¥H HbAICKKY 7.7% L &ET, 20% @
BEMEL L URBEE, 35% OBENPARTHETH
57 BEWMLVF2T—A4 VA VHDENITHEEHE
b4 A T a S RERGEEE TFE HbAic
HENFIT2% & 78% ThHY, WED48%, #HE
D 28% NEB L URBE, #IE D 15%, HED 34%
DA CH o7z, B, 4 VA VEAEAB L
UHAIGERIC L AHEAESDEMMBIC 33 AL, F
¥ HbAICIE63% 025 11.2% TH o728, wihd
100 EBILLTF CH 57O LIF OEF 2 SRt L7, 4
YA EHIE O HbAIcEICEE R E2 R 72 (F
(6,2238) =5657, p<0001). VFaF—Af VR VH
MMENPHA VA VEM, L¥Fas—A A Ui
NPH 4 » 20 Y HfH, BEHIEe b4 v R) v 7
oA NPH A 2 VEH, FLTL¥Fas—
AVAYZIZ30% L¥FaT—A4 R REHEBG
BoBEH, #NENTEEENSo2(WTh,
p<00L). F7z, 30% LF2F—4 A VIRAEH
ERBHERNT e b A R 7 u S 8HNIC NPH A v
2N B, LEFLT—A R YEOBRER, *
NEFENTHEEEZE Do 7-(WFhd, p<005)

£ B

JDDM i, 2 BIMESRIGEE IS BT 5 HYEEL L O
AN T 2 REERE L IHE L0, KT
R TEEYBRIC L AT v b o — VISR B R
FAEICOWTHET S, JDDM TERE LA 70 b
IV, ERRSEYEMLETLIEMICL T
BRIR 7 — # A3 CoDIiC® Ic AT s Nz &, T8I
BRIX2EN RO oREMERE, ALB L OFIK
be, BB CHoZ &0 HEMEIC X 2HRIFDIE
DERY LI CEMLTWS EEZONE. KR,
MERDHETOTIE R SN2 h o ML EYERED
EREB L OBIEHRT R 2 R FIGFEEOF M & R
FREBOMILAZEICLYD, ERBICED EYRE
KB A2UBLELMEOFRAZRIET S EHRTE
7=,
[RHEERRRIC KD (HERRBEN A FI4 ~ 12
FOLNMAET Y PO—VERWLEBZERL T
LEMEEFROEREIL HbAICRSEIITHEY T
12 29% TH Y, 49% OBE N EE, 22% OBEIZ
AHEHTH o7z, BOFBEFN L BEEFORET
I PR VITRBHRIFTH S5, BROFEHDH 2
WidA YR UEEOBETIE, oy fu—LVE
HeBEIERICHAL, BOME A > 2 V8K
SLBERARETII 5% DBEDATH o 72, KO
EAYAN) CEFEN L B BEHBEED L WVIEAL Y AY ¥
BIERETIE, a3V M- VAT OBRERSRITFRE

FRELE T, EREFEORLR HREOH L1FH
WHMORLRD A o 2) VEEIZERTLIIEIZES
T, BEOEFEBE EERFOREL ZR L YK
EDTRIZ R D D0H B, AT Y ba— L OER
HERNZ EAHHE I R57,
RORNEANC X 28T, FoMBEEIRD L
TV RLELCHERHENTWS AT + ZIVREH
B EE T, MoOROFIEHNIC X 5 HEEEIC
HBLTRE I Y Fa— UV RETHSL. —HOEE
WZBWTC, 2EERFOREA - RO LM, AbLIE
BB DKSEEREE L 4 V2 ) VEWNMIAZIZI BT A A
VAN VAR A EET A L KEENT VAT
REMEDSH 5. FAEMFEERECMED Y PO— LA
BOBETIE, A5X) vy 7EBEOAHDH L VIZA
YA VEPEIOWTIRE L, B8 2 H A #
RL, BEBACLFTRETH D, F o8 p-MHakE
HEXBEICEE SN TS BRETIE, BEBIZA V2
D UVBENOEES LR EERBTNETH D,
REOFIERNC & 2 EREEOBEENEML Tnwb 2
EERHE LAY, 2RBERRIEISHTFIC L) SRR
REETLHEETHLDS, FABFORL LZEOH
BHRNC X 20 ABERBE >R o 2EEREL VR
BY L, My bo— VIZBIFEARRD20
Bo% LIZIZFEEBETHY, 3V P O— VOEREIR
Ev, 2EMRBRITETHEETH L NBY, Lz
TEEBARE R O MK T D~ PO — VARSI
TH, BBFICE2, 63 OBOFISLEI L 5 ER
MEG, BEOEFEE L ERFEORELEEL T,
BENREMRAOIZ 8 2 BH 2 BIR LW T RETH B, -
BOFNE A 2 YEFN L DHRBEENSE LD 2
BERBBEEIITbN TS, 4 VA VEHE 2L
T A ZWVRER DB IIE ST A FEIBEB OB
IZOWVTHRESRTWAMY Lil, AAREY
T TWRERTIE, BORRA v A) VBHNCX S
REBEICHBE LI PO—- V2RO AR TH
LI EDNBHLPI o a7V Y Y —PHREH
DOHAZBRWTROFABE CIMED » Pu— LR
AS40% HBHZ L, F7-FH HbAIC A 8.0% FFTH
HILIFBAREZLETHE, BEROME  BED
EREEDH L WVITATEEEREOREMSE L, EEEHO
M EFTREORMED 2 \VILHRETZEE L2 il
FEVPEZLNDY, FHMlLERERELTY bo—)
RETH L EHOBEHEBLETH 5.
2EIBERRIRICB VT H 4 v A1) v BT
WIFbNTWD, 0% LFaF—A VA Vi ER
TLREHFNPRDIHEN TV B, FOMEEILR
BL, =7, BRHEDLIZEERE S ) B
EREE S D VIIENE A A VEEIBERICE B,
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Wb B ERIEA ¥ R VIREMRBEIN L Ty B L6
LaL, BREEA LT3 Lol > A VIRE
WEAMED Y PO VBRI DARERTHY, 35% D
BETIMED Y PO — VRIERTH D 2 L ITHEKRD
LIERTH L. HERFBRENLIDEETH LD,
HEHVIINERA YA YEETIRI Y Pu— LGS
NI LA A VIREDEA S N fEFID
ZVEHEENDL, BEMLE2I—AVA) v HD
WIZBER B A R T a S RARESIC X S
BESThI, BESHEENCTCH L BEML T
BY DA A VEEERVF 2T A VA
VEETEE Y PO—- VSR THE. A VARV
HBESWAER I N TV ABREDABRBMMEREIZE
WTHY, SHEPENLEFHENE. LF2T—
A VA B EGEe b4 A YT asR
#©, MEEDT Y Fa— VSRR TH D, EHRERSED
MBI L A TREMAVRIBES A DS, S HIRETT 540
EmAH L. SH, A YEFOFERHAE R HTL
Twiwnas, ay ba—VARRBEIZB W CIEFEHA
EAHEELTWA LRSS, HMELIZL 22D
SFary ba—AAESNEVE L DEF*EBRT 5
. FOBEEICOWTCHRPTALENSH L.

B#IC, SRENOFHERIIKERET RV,
T SR ORI BEANC X A IERE I HBORE
FrREERECRYETHY, SHIIROFEA VA
) VBB RRIERE L A VA ) VEERIEEE T L
WEHTHS. BIL, X0HEERIC2BNERIRE D
N BEE CEOFEREREED, & 5RO
LA VA YERIBEREED B \VIdA v R VRED
VB ATTREMEATRIR S NG, FOREREITAET
R S o zh, KERKRSHLBRTH S, 2
RIS RA I ETHERATH A L & abE T, &O
HIBEFTIEE 2 > b — VA S N i SRR RS
®o 3OROH, EH5WEA VA YOABZWLA
YA VEEANOERRERETRETH L.

2 BIERGARE IR T 5, EYRECL MDY
FO—VOEREIZOWTORERELHRE L. EY
BIEIC L ATEBBN A b b T lEa Y b a—
WFEBEXBIET A 720D TRBRNWI EAHSL
Mol FLOWEHORBENELNLD, B[
HETw»aEH % IMTICEICER T REP S LI
Wt B LEDH D, Hhiks O SHIEFORK T —
5 % R LIS A 70000, AR THEE S R
RZEEHRY 7+, CoDIC*RERATHYH, 5%ID
BT B IERS RS NS,

AR, BAERBYHAOBRE % 21T

CoDIC®* DFEBIC TR W Wi ) R VT A7
77 —<HRREICE#H LT T
fiie

RIS -k (F— F RSO ERE W)
mmREmEE L), EHEsmRE duiEE), EERAE
(deipd), BEEVEMLAR S ) =y 2 CeiEE), AZR
Ak (binE), THRREZ Y =y 2 (FHK), BOWE 2
VZy s (B, BENE )=y 7 (), NHEry =
v 7 (K¥k), TEddrFsavtery— fHRBELVS
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Abstract

Research on Antihyperglycemic Drug Therapies in Patients with Type 2 Diabetes Mellitus in Japan (II): the
Effectiveness on Glycemic Control (JDDM7)

Azuma Kanatsuka®, Koichi Kawai*?, Koichi Hirao®, Mariko Oishi*, Hirofumi Takagi*, Masashi
Kobayashi*, and Japan Diabetes Clinical Data Management Study Group

* Diabetes Center, Chiba Central Medical Center, Chiba, Japan
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¥ HEC. Science Clinic, Yokohama, Japan
* Qishi Internal Medicine Clinic, Kyoto, Japan
* School of Nursing, Faculty of Medicine, Toho University, Tokyo, Japan
* The First Department of Internal Medicine, Faculty of Medicine, University of Toyama, Toyama, Japan

To clarify the actual usage of oral hypoglycemic agents (OHA)and insulin preparations (INS) and their
effectiveness on glycemic control in patients with type 2 diabetes mellitus in Japan, we analyzed clinical data
collected from 34 institutes using CoDiC®, an electronic system for diabetes data collection and management.
In 15,553 type 2 diabetic patients registered with CoDiC® from January to July 2003, 36% were treated with
OHA monotherapy, 33% with OHA combination therapy, 11% with INS plus OHA combination therapy, and
20% with INS monotherapy. A cross—sectional survey of 14,099 patients whose HbA1c data had been input
CoDiC® showed that glycemic control was excellent or good in 29%, fair in 49%, and poor in 22%. Among
those undergoing OHA monotherapy control was the poorest in patients treated with sulfonylureas. It was
poorer in patients treated with OHA combination therapy than in patients undergoing OHA monotherapy.
Patients undergoing INS plus OHA combination therapy had the poorest glycemic control. Glycemic control
was poor in 32% of those undergoing INS monotherapy. In a clinical setting, obtaining ideal glycemic control
in many type 2 diabetic patients is therefore difficult with currently available pharmaceutical agents.
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