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O Abstract O

Clinical Effects of Simvastatin in Patients with Hypercholesterolemia

Myung Ho Jeong, M.D., Kwang Soo Cha, M.D., Jong Cheol Park, M.D.,
Jeong Pyung Seo, M.D., Joo Hyung Park, M.D., Jeong Gwan Cho, M.D.,
Jin Gyoon Park, M.D.,* Soon Pal Suh, M.D.,**

Jong Chun Park, M.D., Jung Chaee Kang, M.D.

Departments of Internal Medicine, Radiology* and Clinical Pathology, ** Chonnam University,
Medical School, Kwangju, Korea

Background[] To evaluate the clinical efficacy of Simvastatin, a HMG-CoA reductase inhibitor,
we observed the changes of clinical characteristics and lipid profiles after Simvastatin administration
in patients with hypercholesterolemia.

Methods and Results[] Simvastatin 10mg was given once daily for 12 weeks in 35 patients(60+
6.0 years[J 14 male, 21 female) with hypercholesterolemia. High density lipoprotein-cholesterol(HDL-
C) was increased from 38% 10 to 45+ 9mg/dl(p<0.05). Simvastatin significantly decreased total cho-
lesterol (TC) from 235+ 15 to 181+ 21mg/dl(23.0%), low-density lipoprotein cholesterol(LDL-C)
from 164+ 19 to 104+ 18mg/d1(36.5%), TC/HDL-C from 7.0% 2.0 to 4.4+ 1.1, LDL-C/HDL-C from
4.9+ 1.7 to 2.5+ 0.8(p<0.01 respectively). Apo B was decreased by 31%(119+ 19 to 87+ 15mg/dl),
apo B/A, ratio was decreased by 41%(1.2+ 0.2 to 0.7+ 0.2) and lipoprotein(a) decreased by 12%(33
+ 22 to 29+ 17), while apo A was increased by 25%(104+ 18 to 130x 23mg/dl, p<0.01 respectively).
No patients complained of chest pain, but two had skin rashes. Creatine kinase and creatinine were
not changed in all patients.

Conclusions[] Simvastatin is an effective and well tolerated cholesterol lowering agent in patients
with hypercholesterolemia.

KEY WORDS[ Simvastatin - Hypercholesterolemia - Apolipoprotein * Lipoprotein(a).
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SimvastatinD 00 TCO 235+ 15mg/diddd, Si—
mvastatin 00 20000 185+ 21mg/dl, 4000
0 175+ 21mg/dl, 80000 174+ 19mg/dl, 1200
000 181+ 2img/diD0 OOO0O OO0 OO O
000 00000 (p<0.01).
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SimvastatinO 0O LDL—-CO 164+ 19mg/dicd O
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0000 104+ 18mg/diD0 OOOO OOO OO
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Fig. 1. Changes in total cholesterol(TC), LDL-C(low density lipoprotein-Cholesterol), HDL-C(high density lipoprotein-
cholesterol), TG(triglyceride), ratio of TC/HDL-C and LDL-C/HDL-C at baseline, 2, 4, 8 and 12 weeks after
Simvastatin freatment. Simvastatin decreased TC, LDL-C, TC/HDL-C, LDL-C/HDL-C and increased HDL-C.
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Fig. 2. Changes in apo A1, apo B, lipoprotein(a) Lp(a)X and ratfio of apo B/A: at baseline, 2, 4, 8 and 12 weeks
after Simvastatin freatment. Simvastatin decreased apo B, LP(a), apo B/A; and increased apo Ar.
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