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T AdAAN WA= 4F

AT ®jF: thiazolidinedione (TZD) AlF< IZFFErEL
Jd&Ed AGdS MAdste] ddxdAHE TH1A7I= A o9
AdHA AgAES AT gEA So. 2Py
Tl A AEE A7 =21, 7Y 9 dTE0A AHE=
v e P EFEY &S dFE 30mg == 4

g AT T Ae EFS 1mgl®E VS AT AdEss
A-gst7] 87t vk, ool Al 28 ©=H I

omg A5 § A8 T AFAAd vA= dF= #EsAo
a2 gyl wiste] FAFetal dA AR EHE &% A4S

dolH mA} BT
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%, hsCRP, fibrinogen, HOMA-IR, A&,
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£

=
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oolon, FEIGN & Zu 28 E, fibrinogene 9|3 W=
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A o}E YUt (thiazolidinedione) Al FEe Q&d AGA S
MAdste 43 =d AEE 1 AlA daH e A5
E¥g T Ods Ao & 59 Ag avt e e
B FHded, gdFdA A5 AolEgele] S JAlFta °,
At AxA AR = °, Uy AxelA #F Ax
(adhesion molecule)?] WAL ZFole A "oz LHFTE. Aol

PoINE o7 FE UFol Ha Yor AolEdddes
&

k=3

FAZE ZAages #AF & £ ddg U B3] g FEEE

(pioglitazone) ¥ 1@ WY Z= (glimepiride) & v|udle]
)

24 Arso Faglol 4™ WsH FAE #AaAFTE Hik

Agatel B As AXY FAFW UFY TAS 4 2o
ATES 7 §0] 3mg EE dong 07 WA BFoIN FEHE
15ng 7He Apel7t Qo] 7 AnE Fuf BAEANA HEeAs] T
Q= @elt,

B oAToAE MoZaEE g & Fo dFel A%
28548 Agstel S Ao YRS FFusn B@sel, A
el Hal Fulld He gFom AgdH: NoZewE
15ng o) 59 A% FEol vl IS YA HYck. EH

gawel 2MASE Agstel d3 2AYH Aol
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I. As 2 WH

AN
7}, =8 EFE (pioglitazone)
v Q ZFHEFES Elli Lilly AbollA] Al 23 Actos® 15mg
A& AH&skalTh.

. ZEd gl = (glimepiride)
FYrYYd=s F5FEF oA AZXF Anaryl® 2mg B

Eom AHgEar,

5. o
2005 @ 11 9F¥ 2006 @ 9 E7bA P stm o] Iyt
g gel W A 2 ¥ Fnad AAES o=
o EFalt. HZ

AR Ve FHEE Fol T3tz
6 Hd ¢ AokEguyA <

ALY, Fold EH (R FAA e

i
filjo

Do
o
=
o,
ox
=
(>
L
et

(24 Z#etEd 1.2 mg/dL) ool e w2 AQlsi.
T3 A Ao WHo gAY T AFA (New York

Heart Association class I11-1V)o] Q& A= v A

i
7b. 54 dg, SAAA
= Fo] A Fo 12 FF A5 WF2 FA(Carotid
Intima-Media Thickness, cINT)E Z&3=2 SAHsIaL, AlA|
A el Bk A d9 24 A 2 I35 ded v, F
FelzHE, SAAY, L Fa2EE, L ZdAZHE,



hsCRP, fibrinogen < =35I t). B3l o] HEL I g+
AL} AT FTHE A FF Ha Jdd FAES AU

Foowzr 49 xd AHe  eakE wiAlEka,
pioglitazone TFo=Z <Qldt <Ql&d A NMAARE
BA7re7) st 71EH oz W EXW(metformin) & IHF
500mg o] ¥ 2 F H 1000mg 7HA FFEa, A ToAE
3% Yo IFERE 1mg 1P &FoFE FoiH
HxTolds % SEdIe= Ing oA AlFste] 99
zd Ao wetbng 7HA FF Fo ATt
otk Ased 54 2Ab: 3EET, 9@ aAs 9 d (4

BE

g3

g A
HITACHI, Tokyo, Japan)o.Z, <& wWA}AAY  (IRMA

ke

=g A3 W (747 automatic analyzer,
kit, DAINABOT, Tokyo, Japan)o.=® Z+z} =Aslal. o] <}
A FEEH S o8t FTFUlE

zHzHE % LWL FASHES 24MAH (Au5200
OLYMPUS, Tokyo, Japan)Z ©o]&dFe] =74 tt hsCRP =
H EFH 9 (1atex—enhanced turdidimetric assay, Kyowa

Medex co., LTd) o2 Z743}I3t}.

A&d AFAL Homeostasis model assessment (HOMA)
formula & &3l AAtsitt.

[HOMA = fasting insul in(ulU/mL) < fasting

glucose(mmol/L)/22.5]

v B UEY £ 574



TN E ZSIE AlYstd AsdW UFH FAE
=Rt T AE B-mode L3 7]7]|EAE Sequoia
(256 (Accusion, USA)°] 8.0 MHz A4 &=ZxE o] &3}

Arbel ol mE PAbE AREith. A5l

off
9
N

FAoZ 29 10mm, 99 10mm oA RWFH FAE
ZAste] A HAuAE Fordek. olwl AsH v
Tl SAo] dAgd FHol AIsHn d@o WHHE
229 WHd Fd(plaque)o]l dv AeodeE FHo|
FFHA FE ZHFAAM SAHsAH. B usH
FAE due] gt dEE AMA wrFHA Foha
kel AAE el F WA WA Atolo] ARE
AHE ol&dte] FAsIUT. EE AAE #5335
7BE WMo A HALS  (anterior oblique), 9| (lateral),

SAFZ= (posterior oblique) HWFo® A WA E oAl
kol A Al E T, AN Rk A AlgEE oA TR
HAA 5 HIAE FEgtez Fosiglon, z+ mrgko A

o
S4d T 1B R SAH#T ALAE Adge=

AR E 9 AANAYNE He £ EFHAE Ao, RE
AEA L SPSS for Windows T Z13 (version 12.0; Chicago,

IL, US)E ARBBIIEh. A% A 718 gkel Mas SUEE T



774 (Independent Paired T test) & A}&3}ow, =AZHo]
obd 314, vl &9 HluE FholAlsy HA (chi-square test) &
ARESEAITE. e Fol HFo Ade] HuE feEE T HA
(Paired-Sampled T Test)= Al or, Asd HF=
T wWsete]  dAds Gotrry] =

Spearman F#AT £ A8k, BE $AF Foaes

P<0.05 o2 3F9it}.



Z 98 B xpEo] thio] HASoHW T F LI YEET
52 9, control T 46 Wol|t}t. I EIE F4 G
ko] A, vo], dxw o3z, dEdMA, Hyd FHo
As®  dse FAY  zele gtk EI A LEA]
Agasr JAAYG A QA F&A A, T A,
2EE 5O AREAFY] HEE fogk AolE HolA] YT
(Table 1)

Table 1. Baseline Characteristics
Parameters Glimepiride group Pioglitazone group P
Number 46 52
Age (years) 53.2+7.4 54.8+8.3 0.964
Sex(male:female) 22:24 26:26 0.879
Duration of Diabetes 7.2+4.5 7.4£3.1 0.810
(years)
HbA1lc (%) 6.98+1.73 7.19+1.47 0.342
Average cIMT (mm) 0.921+0.173 0.934+0.164 0.892
Maximal cIMT (mm) 1.037+0.168 1.031+0.197 0.542
ACEi or ARB treatment 26 (56.5) 30 (57.7) 0.932
(N, %)
Statin treatment (N, %) 15 (32.6) 16 (30.8) 0.887
Anti-platelet therapy 14 (30.4) 17 (32.7) 0.807
(N, %)

Sex and medication history by Chi—square test,

and Others by

independent —sample t test. cIMT: carotid intima-media thickness,

ACEi: Angiotensin Converting Enzyme

inhibitor, ARB: Angiotensin

Receptor Blocker, SU: sulfoneyurea, and Met: metformin.

10



Table 2. Changes from baseline between two groups

Baseline Endpoint

D

glimepirid Pioglitazo glimepirid L.
Pioglitazone  betwee

© ne © (n=52) n
Parameter (n=46) (n=52) (n=46) aroups
Average cIMT (mm) 0.921+ 0.934+ 0.924+ 0.907+ 0.273
0.173 0.164 0.192 0.172% '
Maximal ¢cIMT (mm) 1.037+ 1.031+ 1.038% 0.999+ 0.451
0.168 0.197 0.142 0.169% '
+
HbAle (%) 6.98+1.73 7.19+1.47 6‘42¥1'03 6.83+0.97t  0.325
Fasting serum 123.4+ 122.1+ 108.3%
+
glucose (mg/dL) 26.2 22.1 20.3 109.1£21.6  0.643
Fasting serum insulin-— 7 g0 451/ g 034553 7574370  6.8044.34F  0.248
(uIU/mL)
HOMA-IR (mmol/L x
+ + +
AIU/mL) 2.36+£1.49 2424152 2.05%£1.53 1.83+1.87% 0.041
hsCRP (mg/L) 1.8941.66 2.01£1.95 1.67+1.28  1.3240.99% 0.012
Fibrinogen(mg/dL) 402.0+ 404.5+ 409.3+
+
78.43 95.0 89.2 399.2£92.5 0.623
Total cholesterol 178.4+ 177.3+ 169.9+ 162.3+£34.2 0.034
(mg/dL) 32.5 42.1 24.5 s :
Triglyceride (mg/dL) 152.3+ 168.3+ 140.3+ 13244916 10
72.5 82.3 23.9% T ’

HDL cholesterol ) o4 15y 4084120 43.6+8.4 4524108  0.784

(mg/dL)
LDL cholesterol 119.5¢ 114.9+ 108.5% 101.3+31.5 0.082
(mg/dL) 38.2 36.5 21.2% t :
LDL/HDL ratio 28408 2711 25400t 228071 0102

“P<0.001, TP<O.OO5, *P<0.05 from baseline. There were no significant
differences at baseline between two groups.
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Figure 1. Average and maximal cIMT changes

mm
0.94
0.93 '\
E 0.92 — CNS
2
z 0.91
B |
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o
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3. 7o HAFe] Assrz 2 x;e] W3t
Yo FYEE FoTolA Fo ARG {FosiA FFE 4,
T2 <9#d FE, HOMA-IR, hsCRP, & ZH2HE 3%,
SAAY, L 2d2H% X, LDL/HDL Bl&o] AU on,
HIYIE  FoATANE B3N, FAEAAW, LI
ZY2HE FX, LDL/HDL HE&o] ZAEUCt. (Table 2,
Figure 2)

Figure 2. HOMA-IR changes

P=0.010
|
© 925 - P=0.041
o 3
E :
c 2.2 __
i) r
S 19f
c r
() L
LCJ L
s 1.6
o -
3:' 1.3 :
O I
(7]
N -
1 1 |
0 week 12 weeks
parameters

B glimepiride O pioglitazone
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l:r_
v ElE FoTolA  FolskAl HOMA-IR, hsCRP, %
T, SAAYEErZE ZEdyyg=E FERT

TAENT. s5ET R TR Zol= gldT. (Table

5. FEAHAA W& Fol okAlo] W3

A"H dES BEASGE W, F7 BEH dsH =

FAE HOMA-IR (r=0.274, p=0.011) ¥} {23 AAAAE
ettt EE9, d3daL, F FH2HE, $84AY,
HOL Zd2HE, DL ZEZHE #2 Fod Z4d A7

A cH(table 3).

Table 3. Partial correlation coefficients between average IMT and
the variables (adjusted for age and sex)

R p

Fasting serum glucose 0.152 0.162
(mg/dL)

HbAlc (%) 0.115 0.290
hsCRP (mg/dL) 0.027 0.550
Total cholesterol (mg/dL) 0.103 0.343
Triglyceride (mg/dL) 0.129 0.235
HDL cholesterol (mg/dL) -0.140 0.197
LDL cholesterol (mg/dL) 0.146 0.180
HOMA-IR (mmol/L x p IU/mL) 0.274 0.011

14
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2
AAES JLFYEE 30mg FoT, FHlEviol= Fo L,
HEgHxs Foqdoz Yo 6 7Y, 12 /1€ & Fy #3Z29&

4
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v © S EE
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o8 722:(-0.054£0.059mm) 9} hsCRP, FAA%, DL Zdl=
oftx9 ¥, HOMA-IR, MCP-1, MWP-9 %9 ZHL =
Ak P gy el e v e ZEEE 15mg BHo]
o7 AHE 7hEaty] wWiEel A&sty] @AIZE ATt
AqAE FFERE 16mg & 3 7HE Tt Fol Fglon
7o folgk ZAE B F AT wsH Tl
g d-tA L’ A" A A

AAES] A& Gl dF5IA X

ek 1| VR
1o, o

i
It
2 4
M
-3
>
(i
e
it
fio
T
k]
_O‘L
32
v
b
g

re
(LA VI A7
i
iy
¥o,

re
e &
-

[ of oi g
T o%h  off
R/ =) -
o =
o i o
=)
e
b, O
32
rlr
©
N
it
2

ol
4%
o
A
2
')
=S
e}
S
=
=
ofi
o
A
N ‘\"
—
=
=
il
o,
[
k)
i
iy
1o
l-o{-
2
filo

olt]x ey} e Iy HIATL FE= olt IMEFUL
AA st} ¥ HolZY LA FEELS olg)d Adud AL
D APRoEM oltxUE e Z7F 9 nitric oxide 9 F7},

A A E FAlzte] EHE A A7l &WHE Roln FFd



J)

o
o

o

=

%

+

ol

el

i

&HAl

S

]

9

o

i

l

o
T

hsCRP 7} Sl 2

-

SEENES

FEf 2

ok
il

I}

oo
<]

=i

Ho

7A0
s

ot A1g

AobE et &7

AAFH oA,
§9lSo] HaE T,

or

4

N2

hsCRP 7} 7+

AT

Kol
T

i

A

RAA, PERTAANE LDL Zd 2H =9

A=

3

9

=

AT A

Aol 9
7}R] A

=

=

49

(wash-out period)

#7)

Al

}

°
i

o

f

=
=

o

el
o
go

—_—

ﬂ
ey
N
)

olp

N

5t

5

‘(1)4

5171

I

7]

o
=

Q] X

=7, A
ol

Al
Aol

0

_-OO

1_/_A|

™
G

—_—

0

A o] A

2-3 Hj

9l

i

17

Ay A
X

o}t)

IR



5803 3 Meoldte

15mg "<

=
L

9 22 e

i

AF7t L5

QAL )45

7]

ol

P A 71E0] W FHEE 1omg & HIE

j
|

o

ok
2

AopE el Tt &7

o] o}

s

A}

18



=R

ATl A
15mg = 12 3+ Fo73 glimepiride Fo+o2 Y

T

B ket

=1 O
By

L
S

Al

=°l 7

A1

Aqoom 12

A Aol

Q_}:

=
=
v e S Bl

8

o] Lol A

12mg

ﬂu

Tl 7

1

nl

Nfo

]

AF7tA 2] 8% pioglitazone £ AT HgEO 15mg FoI9

mK

Nlo
‘mo
ol

X
B

EK

[ols
=

e AA

-
[}

g eFAl =AM ol 7}

19



FaEA

1. Butler WJ, Ostrander LD. Carman WJ, Lamphier DE.
Mortality from coronary heart disease in Tecumesh study:
Long term effect of diabetes mellitus, glucose
intolerance and other risk factors. Am J Epidemiol
1989;121:514-47 .

2. UK Prospective Diabetes Study (UKPDS) Group. Intensive
blood-glucose control with sulphonylureas or insulin
compared with conventional treatment and risk of
complications in patients with type 2 diabetes (UKPDS
33). Lancet 1998;352:837-53.

3. Miyazaki Y, Mahankali A, Matsuda M, Glass L, Mahankal:i S,
Ferrannini E, Cusi K, Mandarino LJ, DeFronzo RA.
Improved  glycemic  control and enhanced insulin
sensitivity in type 2 diabetic subjects treated with
pioglitazone. Diabetes Care 2001;24:710-9.

4. Miyazaki Y, Matsuda M, DeFronzo RA. Dose-response effect
of pioglitazone on insulin sensitivity and 1insulin
secretion in type 2 diabetes. Diabetes Care 2002;25:517-
23.

5. Jiang C, Ting AT, Seed B. PPAR-gamma agonists inhibit
production of monocyte inflammatory cytokines. Nature
1998;391:82-6.

6. Chinetti G, Griglio S, Antonucci M, Torra IP, Delerive P,
Majd Z, Fruchart JC, Chapman J, Najib J, Staels B.

20



10.

11.

Activation of proliferator—activated receptors alpha and
gamma induces apoptosis of human monocyte-derived
macrophages. J Biol Chem 1998;273:25573-80.

Pasceri V, Wu HD, Willerson JT, Yeh ET. Modulation of
vascular inflammation in vitro and in vivo by peroxisome
proliferator-activated receptor—[gamma] activators.
Circulation 2000;101:235-8.

Minamikawa J, Tanaka S, Yamauchi M, Inoue D, Koshiyama H.
Potent inhibitory effect of troglitazone on carotid
arterial wall thickness in type 2 diabetes. J Clin
Endocrinol Metab 1998;83:1818-20.

Koshiyama H, Shimono D, Kuwamura N, Minamikawa J,
Nakamura Y. Rapid communication: inhibitory effect of
pioglitazone on carotid arterial wall thickness in type
2 diabetes. J Clin Endocrinol Metab 2001;86:3452-6.
Pfutner A, Marx N, Lubben G, Langenfeld M, Walcher D,
Konrad T, Frost T. Improvement of cardiovascular risk
markers by pioglitazone is independent from glycemic
control. J Am Coll Cardiol 2005;45: 1925-31.

Langenfeld MR, Frost T, Hohberg C, Kann P, Lubben G,
Konrad T, Fuller SD, Sachara C, Pfutner A. Pioglitazone
decreased carotid intima—media thickness independently
of glycemic control in patient with type 2 diabetes
mellitus. Result from controlled randomized study.

Circulation 2005;111:2525-31.

21



12.

13.

14.

15.

16.

17.

Pignoli P, Tremoli E, Poli A, Oreste P, Paoletti R.
Intimal plus medial thickeness of the arterial wall; a
direct measurement with ultrasound imaging. Cirulation
1986 74:1399-406.

Wong M, Edelstein J, Wollman j, Bond G. ultrasonic-
pathological comparision of the human arterial wall;
verification of intima—media thickness. Arterioscler
Thromb 1993;13:482-6.

Chambless LE, Heiss G, Folsom AR, Rosamond W, Szklo M,
Sharrett AR, Clegg LX. Association of coronary heart
disease incidence with carotid arterial wall thickness
and major risk factors: the Atherosclerosis Risk 1in
Communities (ARIC) Study. Am J Epidemiol 1997;146:484-
94.

Bots ML, Hoes AW, Koudstaal PJ, Hofman A, Grobbee DE.
Common carotid intima—media thickness and risk of stroke
and myocardial infarction: the Rotterdam
Study. Circulation 1997;96:1432-7.

Alain S, Jrome G, Dominique M, Jaime L. Differential
Effects of Nifedipine and Co-Amilozide on the
Progression of Early Carotid Wall Changes. the INSIGHT
study. Circulation 2001;103: 2949-54.

Bertram P, Robert PB, Curt DF, Donald BH, John Mancini
GB, Michael EM, Ward R. Effect of Amlodipine on the

Progression of Atherosclerosis and the Occurrence of

22



18.

19.

20.

21.

22.

Clinical Events : the PREVENT study. Circulation
2000;102:1503-10.

Bots ML, Dijk JM, Oren A, Grobbee DE. Carotid intima-
media thickness, arterial stiffness and risk of
cardiovascular disease: current evidence. J Hypertens
2002;20:2317-25.

Khan MA, St Peter JV, Xue JL. A prospective, randomized
comparison of the metabolic effects of pioglitazone or
rosiglitazone in patients with type 2 diabetes who were
previously treated with troglitazone. Diabetes Care
2002;708-11.

Salonen R, Nyyssonen K, Porkkala E, Rummukainen J,
Belder R, Park JS, Salonen JT. Kuopio Atherosclerosis
Prevention Study (KAPS): a population-based primary
preventive trial of the effect of LDL lowering on
atherosclerotic progression in carotid and femoral
arteries. Circulation 1995;92:1758-64.

Taylor AJ, Kent SM, Flaherty PJ, Coyle LC, Markwood TT,
Vernalis MN. ARBITER: Arterial Biology for the
Investigation of the Treatment Effects of Reducing
Cholesterol: a randomized trial comparing the effects of
atorvastatin and pravastatin on carotid intima medial
thickness. Circulation 2002;106:2055-60.

Lonn E, Yusuf S, Dzavik V, Doris C, Yi Q, Smith §,
Moore-Cox A, Bosch J, Riley W, Teo K. Effects of

ramipril and vitamin E on atherosclerosis: the Study to

23



23.

24.

25.

26.

27.

Evaluate Carotid Ultrasound Changes in Patients Treated
With Ramipril and Vitamin E (SECURE). Circulation
2001;103:919-25.

Hosomi N, Mizushige K, Ohyama H, Takahashi T, Kitadai M,
Hatanaka Y, Matsuo H, Kohno M, Koziol JA. Angiotensin-
converting enzyme inhibition with enalapril slows
progressive intima-media thickening of the common
carotid artery in patients with non-insulin dependent
diabetes mellitus. Stroke 2001; 32:1539-45.

Koshiyama H, Tanaka S, Minamikawa J. Effect of calcium
channel blocker amlodipine on the intimal-medial
thickness of carotid arterial wall in type 2 diabetes. J
Cardiovasc Pharmacol 1999;33:894-6.

Kodama M, Yamasaki Y, Sakamoto K, Yoshioka R, Matsuhisa
M, Kajimoto Y, Kosugi K, Ueda N, Hori M. Antiplatelet
drugs attenuate progression of carotid intima—media
thickness in subjects with type 2 diabetes. Thromb Res
2000;97:239-45

Ahn CW, Lee HC, Park SW, Song YD, Huh KB, Oh SJ, Kim YS,
Choi YK, Kim JM, Lee TH. Decrease in carotid intima
media thickness after 1 year of cilostazol treatment in
patients with type 2 diabetes mellitus. Diabetes Res
Clin Pract 2001;52:45-53

Nakamura T, Matsuda T, Kawagoe Y, Ogawa H, Takahashi Y,
Sekizuka K, Koide H. Effect of pioglitazone on carotid

intima—media thickness and arterial stiffness in type 2

24



28.

29.

30.

31.

32.

33.

diabetic nephropathy patients. Metabolism 2004;53:1382-6.
Rewers M, Zaccaro D, D’ Agostino R, Haffner S, Saad MF,

Selby JV, Bergman R, Savage P. Insulin sensitivity,

insulinemia, and coronary artery disease: the Insulin
Resistance  Atherosclerosis  Study. Diabetes  Care
2004;27:781-7.

Goldstein BJ, Scalia R. Adiponectin. A novel adipokine
linking adipocytes and vascular function. J Clin
Endocrinol Metab 2004;89:2563-8.

Igarashi M, Hirata A, Yamaguchi H, Tsuchiya H, Ohnuma H,

Tominaga M, Daimon M, Kato T. Characterization of an
inhibitory effect of pioglitazone on balloon-injured
vascular  smooth muscle cell growth. Metabolism
2001;50:955-62.

Sidhu JS, Kaposzta Z, Markus HS, Kaski JC. Effect of

rosiglitazone on common carotid intima—media thickness
progression in coronary artery disease patients without

diabetes mellitus. Arterioscler Thromb Vasc Biol

2004;24:930-4.

Haffner SM, Greenberg AS, Weston WM, Chen H, Williams K,

Freed MI. Effect of rosiglitazone treatment on
nontraditional markers of cardiovascular disease in
patients with type 2 diabetes mellitus. Circulation
2002;106:679-84.

Satoh N, Ogawa Y, Usui T, Tagami T, Kono S, Uesugi H,

Sugiyama H, Sugawara A, Yamada K, Shimatsu A, Kuzuya H,

25



Nakao K. Antiatherogenic effect of pioglitazone in type
2 diabetic patients irrespective of the responsiveness

to 1ts antidiabetic effect. Diabetes Care 2003;26:2493-9.

26



Abstract

Effect of cardiovascular risk markers independently of

glycemic control after pioglitazone 15mg therapy

Minho Cho

Department of Medicine or Medical Science

The Graduate School, Yonsei University

(Directed by Professor Chul Woo Ahn)

Background: Carotid intima-media thickness (cIMT) is a strong
predictor of macrovascular disease. Pioglitazone has been
reported to have antiatherogenic effect and anti—inflammatory
effect. But the dose of pioglitazone in previous clinical trial was
30mg or 45 mg daily. This study was performed to assess the
effect of pioglitazone 15mg, which has been commercially used
dose in Korea, to carotid intima-media thickness.

Method: A 12 weeks, open-label, prospective, controlled
clinical study was done. Patients were randomized to
pioglitazone 15mg administerd group or control group.
Biochemical and clinical markers was assessed including cIMT,
fasting glucose, insulin, lipids, high sensitivity C-reactive

protein (hsCRP), fibrinogen, and HbAlc.
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Result: The study was completed by 98 patients (52
pioglitazone group, 46 control group). There were no difference
baseline characteristics between two groups. The average and
maximal cIMT were reduced only in the pioglitazone group after
12 weeks. And fasting serum insulin, HOMA-IR, hsCRP levels
were improved only in pioglitazone group.

Conclusions: There were a regression of cIMT, a decrease of
hsCRP and an improvement of HOMA-IR after pioglitazone 15mg
therapy. This result implies pioglitazone 15mg has an anti-

inflammatory effect and an antiatherogenic effect too.

Key Words: type 2 diabetes mellitus, pioglitazone, Carotid

intima—-media thickness
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