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The Effect of Short—term Treatment of Cerivastatin on Endothelial
Dysfunction in Type 2 Diabetes
Kang-Wook Chung1, Mi-Jung Kim, Seong-Wook Han, Dong-Woo Shin,

Hye-Soon Kim, Sung-Jae Kim, Hee-Kyoung Kim, Mi-Kyung Kim,
Nam-Hee Park?, Sae-Young Choi?, In-Kyu Lee

Department of Internal Medicine, Kwak'’s Hospitall, Department of Chest Surgery2

Department of Internal Medicine, Keimyung University Dongsan Medical Center, Daegu, Korea

Background: Cardiovascular disease is the major cause of morbidity and mortality in patients with diabetes

mellitus. Endothelial dysfunction is considered to be an early marker of atherosclerosis and cardiovascular risk.
Beneficial cardiovascular effects of 3-hydroxy-3- methyglutaryl coenzyme A (HMG CoA) reductase inhibitors
(statins) beyond cholesterol lowering may be at least partially due to its influence on endothelial function. In present
study, we evaluated the effect of statins on endothelial function, independent of lipid-lowering.

Methods: We enrolled 20 subjects (mean age, 55.0 29.39 years) with uncomplicated type 2 diabetes. All patients
were taking 0.4 mg of cerivastatin (Lipobay, Byer Korea) for one week daily. We measured lipid profiles.
Flow-mediated dilation (FMD) was measured using a high-resolution ultrasound.

Results: After treatment with cerivastatin for one week, lipid profiles were not changed significantly, but the
endothelium-dependent vasodilation of the brachial artery was increased.

Conclusion: These results show that even short-term (1 week) cerivastatin treatment could improve the

endothelial dysfunction without changes in lipid profiles in patients with type 2 diabetes mellitus.

Key Words : HMG-CoA reductase inhibitors, Statins, Diabetes mellitus, Endothelial function, Flow mediated

vasodilation
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Table 1. Effect of Treatment with Cerivastatin (0.4 mg/day) for One
Week on Lipid Profiles (n=20)

Before treatment After treatment P value
Total cholesterol (mmol/L) 4.87+1.10 457+1.04 0.063
Triglyceride (mmol/L) 2.02+1.35 1.98+1.52 0.468
HDL-cholesterol (mmol/L) 1.10+0.27 1.07£1.19 0.074
LDL-cholesterol (mmol/L) 3.25+0.88 3.02£0.78 0.910

Data are mean—+SD

Table 2. Effect of Treatment with Cerivastatin (0.4 mg/day) for One
Week on FMD and EID (n=20)

Before treatment After treatment

Brachial artery diameter (mm)
Basal-1

Hyperemia

Basal-2

Nitroglycerine

Flow-mediated dilation (%)
Endothelial independent dilation (%)

4.16+0.57 4.10+0.55
4.36*0.57 4.43+0.53
4.12+0.57 4.09+0.53
4.58+0.58 4.52+0.55
5.04+2.73 7.363.87*
10.10£3.92 9.62+3.61

Data are mean=*SD, FMD; flow-mediated dilation, EID; endothelial independent

dilation * P <0.05

5ot A3 (glucose oxidase) (COBAS INTEGRA
700, Roche, Switzerland) .2 =4}t g4 &
Zd|zElE, $4AW, HDL-Z8| 28| E 3 LDL-
Zal~HE 5+ A4 (COBAS INTEGRA
700, Roche, Swiss)o. & ZAs}9ic}t. @3} 4
L w49 (COBAS INTEGRA 700, Roche, Switzer-
land) .2 ZAs}%ic}.
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Fig. 1. Endothelial function assessed by measuring
dilatation of the brachial artery using
high-resolution ultrasound. Percent increase in
vessel diameter induced by FMD (% FMD)
is shown. *p<0.05. Endothelial-independent
dilation (EID) assessed by measuring dilatation
in response to sublingual nitroglycerin
infusion. Percent increase in diameter induced
by nitroglycerin is shown. No significant
differences were observed with cerivastatin
treatment. Data are expressed as mean= SD.
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mmHg, ©]¢+7] &eke 77.3+10.4 mmHgic}h o
Aol AR HF 1606179 cm, HFL 639
+15.1 kg, A& A5 (body mass index, BMI)+
24.7+49 kg/m’o] gt} A TE ko 909+3.28
mmol/L, EF 3} MA= 92+1.9%[ ). 714
= A Z FHAHES 4.87+1.10 mmol/L, =
A A ¥ 2,02+ 1.35 mmol/L, HDL-Z-#| A&H| &<
1.10+0.27 mmol/L, LDL-Z#| 4] &< 3.25+0.88
mmol/L&it}.

cerivastatin 15 §-of 3 &2 wizlr} ¢loich
w3k, 94 F FelzEEe 4.57+1.04 mmol/L,

ZA 282 1.98+1.52 mmol/L, HDL-Z-#|2~H|Z
o

0.78 mmol/LE. % Za| A%, FA A4}, LDL-Z
dlselBol 7h& Ade Her} AR §

2142 $19ie} (Table D).
2. &t LIOMIZE JIs

o] 71AA] WEAE oy dakeaul
2 (%)& 7)A %] 5.0412.73%0l|A] cerivastatin 1
Z Eo] T 736+3.87% (p<0.05)Z °n] YA =
Avoleh, aen), WA HleE Sekea
W22 7]z %] 10.10+3.92%01|A] cerivastatin 15
Fo] ¥ 9.62+3.61%% cerivastatin Fo] 3 =2}

o|7} ¢leit} (Table 2, Fig. 1).
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