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EE A59 FA+= SPSS program for Windows
version 11.0 (SPSS Inc., Chicago, IL, USA)S o]&
393, 71 BA g HiedE AE X1ds
o A9 BluE paired t-test o2 AlREHAIL A
FABA 2] B4& ANOVAE 0]8313.0H p-value 7+
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Aol 23 A5 PR} 277, AR 159, F
2702 A 2y Fmoz A vk 2] 10do] =
2] eF& 3041914 704 Atele] EAEZE glimepiride
4.0mg ©J3tE H-g3lo] I 2o vlwA # w1
AR (FBS<200 mg/dL, HbA<8.0%). =4 T
HEolu 5 AR, AR, 1 5o Z8s vt
AL A edgkon AAbAFe] JEFS vE F d=
beta blocker, ACE inhibitor, lipid lowering agentE A&-&
7B SOy TRE WS &Sk (Table 1).

2. Rosiglitazone 5047} €& adipocyto-
kine?| =0 O|X|= Q&
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Table 1. Anthropometric and Fasting Plasma Metabolic Concentration Before and
After 3 Months of Rosiglitazone Treatment:

before after P value
Body Weight (kg) 68.69+13.58 70.76+13.30 0.001
BMI (kg/m®) 24.83+3.55 25.69+3.44 0.001
HbA . (%) 7.96£1.35 7.07+1.41 0.000
Plasma glucose (mg/dL) 152.31+£38.94 137.78+45.23 0.005
Insulin (WU/mL) 8.39+4.09 6.5113.06 0.001
C peptide (ng/mL) 2.37+0.70 2.38+2.50 0.97
Kitt (%/min) 2.52+0.98 2.85%1.17 0.041
Total cholesterol (mg/dL) 201.04+48.18 211.74£56.03 0.06
Triglyceride (mg/dL) 178.51+135.76 172.14+128.51 0.68
HDL cholesterol (mg/dL) 46.08+10.12 48.40+9.98 0.062
LDL cholesterol (mg/dL) 118.56+32.08 129.10+30.40 0.14
Free fatty acid (umol/L) 561.95+230.36 507.34+214.61 0.216

* Values are meanstSD. BMI, body mass index

Table 2. Adipocytokine Concentrations Before and After 3 Months of Rosiglitazone Treatment:

Adipocytokine before after P value
Adiponectin (ug/mL) 5.58+2.19 8.80+3.02 0.000%
Resistin (ug/mL) 3.23£2.46 1.91+1.93 0.000%
Leptin (pg/mL) 7.47£6.44 6.63£4.96 0.10

* Values are means*SD.
¥ Significantly different between before and after treatment (P<0.05)

o7 foaA 7kt e (p=0.041), & 83 <l Hezl giEE AdE 25%e 23y ke

%9 FEE 839409904 6.51+3.06 yU/mLE AHE HH{TH(Table 3, Fig. 1.)

oJalA ZHA3HTh (p=0.001), BF adlponecn_n«] 3 4. Ol&2l XfEITH of2] IXIEDI0| AlzkakA|

TE 5.58+2.19914 8.80+3.02 uyg/mLE 2|5 &

78It (p=0.000) resistin® 3.23:2.46%14 1.91z rosiglitazone®] Q3 AdE Qe AP

1.93 pg/mLE 5-2J8HA] 743199t} (p=0.000). Leptin®] NS B3 Aoz dEiA e B ATl Q&
W= SAEE ovl= IRlth (Table 1, 2). d 94 it oll TS vAE dxke T AR

(1l 45 A5 ADEN SV S B
3. Rosiglitazone 507} SS2LHAKX|L2} Cf B ° °e el

=T Eas] tRs =8 o) AHRAT} IR, T ST
VOS] rosigliazone ol 4R ADAT o) AEeAE Wik Tel, AN CESE
o] AATAE A E BER YA ] §o3t 7HAE A3} C peptide, LEE FEZHE o]¢jol= BA
BN AEY A3AdTte] o] AaEATT U= AL A foido] AU EF leptin =T TY W
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Table 3. Mean Values of Abdominal and mid Thigh Area Before and After 3 Months of Rosiglitazone

Treatment*
Area (cmz) Before after P value
AVFA 144.69+65.57 129.39+73.10 0.050%
ASFA 151.49+75.22 177.00+185.01 0.39
TLDMA 23.09+9.58 26.12+8.24 0.009%
TNDMA 96.32+27.12 94.17+28.22 0.032%
TSFA 48.60+28.82 52.53+31.39 0.007%

*AVFA, abdominal visceral fat area; ASFA, abdominal subcutaneous fat area; TLDMA, mid thigh low density
muscle area; TNDMA, mid thigh normal density muscle area; TSFA, mid thigh subcutaneous fat area

t Significantly different between before and after treatment (P<0.05)

RIT T2 i

KITT R mind

AVFlemE)

A

TLOK e

B

Fig. 1. Correlation between regional adiposity and insulin resistance. A: Abdominal visceral fat area
and Kitt (P=0.014) B: Mid thigh low density muscle area and Kitt (P=0.033).
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Table 4. Correlation of Insulin Resistance (Kitt) to Measures of Variables in Diabetic Patients*

Variables r P
Body Weight -0.304 0.047
BMI -0.369 0.025
Total cholesterol 0.016 0917
Triglyceride -0.347 0.018
HDL cholesterol 0.404 0.005
Free fatty acid 0.040 0.797
AVFA -0.364 0.014
TLDM -0.318 0.033
Insulin -0.439 0.003
C-peptide -0.463 0.001
Adiponectin 0.157 0.303
Resistin 0.000 0.999
Leptin -0.224 0.139

* Values are means+SD.BMI,body mass index; AVFA, abdominal visceral fat area; TLDMA, mid thigh low

density muscle area.
t P <0.05 was considered significant.
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ABSTRACT

Background: This study was to investigate the
new mechanism of rosiglitazone in skeletal muscle

to improve insulin resistance through relationship
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between concentrations of adipocytokine and mid
thigh low density muscle area.

Methods: Forty two type 2 diabetic patients (age:
32~70 years old, BMI 17.48~32.55 kg/m’, 15 women, 27
men) were enrolled in this study, and designed as
rosiglitazone 4 mg, administered daily for 12 weeks.
We assessed body composition, and measured the
level of plasma adiponectin, leptin, resistin and
various biochemical parameters.

Results: Twelve weeks of 4 mg/day rosiglitazone
treatment improved insulin resistance (IR, as measu-
red using the Kitt: from 2.52+0.98 to 2.85+1.11%/min,
p<0.05). Plasma adiponectin levels increased from
5.5842.19 to 8.80+3.02 pg/mL (p<0.01). Plasma leptin
levels decreased but did not change significantly
(7.47£6.44 to 6.63%4.06 pg/mL, p=0.10). Plasma resis-
tin levels decreased from 3.23%£2.46 to 1.91+1.93
g/mL (p<0.01). Cross sectional area of low density
muscle (LDM) at the mid thigh was positively corre-
lated with insulin resistance. However any concentra-
tion of adipocytokines we measured was not associ-
ated with insulin resistance in this study.

Conclusion: We found that improvement of insu-
lin resistance by rosiglitazone treatment was not ass-
ociated with change of mid thigh low density muscle
and concentrations of adipocytokines. We should
consider that our subjects were relatively well obese
and their insulin resistance was not severe. We also
postulated that other factor rather than accumulation
of fatty acid metabolite in skeletal muscle may be
much more important in regard to change of insulin
resistance with rosiglitazone treatment. It is also
possible the effects of rosiglitazone on low density
muscle may be different in Korean patients with
type 2 DM.

Key Words: Rosiglitazone, Insulin Resistance, Adi-
ponectin, Leptin, Resistin, Low density

muscle
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