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ABSTRACT

Background and Objectives : Pitavastatin, a recently approved synthetic 3-hydroxy-3-methylglutaryl coenzyme A
(HMG-CoA) reductase inhibitor, is known to effectively treat hypercholesterolemia. The goal of this study was
to investigate the efficacy and safety of pitavastatin in hyperlipidemic Korean patients with coronary risk factors.
Subjects and Methods : This was an 8-week, prospective, multicenter, open-label clinical trial. The study subjects
were hyperlipidemic Korean patients (triglyceride <400 mg/dL and LDL-cholesterol >130 mg/dL, age; 45-75
years) with at least two coronary risk factors. After a 2-week wash out period, the eligible subjects were given 2 mg
of pitavastatin once daily for 8 weeks. In the case of the patients with LDL-cholesterol =100 mg/dL after the first
4 weeks of treatment, the dose of pitavastatin was increased to 4 mg per day for the remaining 4 weeks. Results : Of
the 131 patients 1n1t1a11y enrolled, 105 completed the study. Among the lipid profiles, the total cholesterol, triglyceride,
and LDL-cholesterol levels showed a significant reduction with mean reduction rates of -30.66%, -23.92%, and
-41.06%, respectively, after 8 weeks. Interestingly, the HDL-cholesterol level was significantly increased in the subjects
with a low HDL-cholesterol level (HDL-cholesterol <40 mg/dL) after 8 weeks of therapy (35.28 £4.38 mg/dL
to 40.39 = 6.45 mg/dL, 15.9%, p=0.001). The proportions of patients who achieved the LDL-cholesterol goal of
the National Cholesterol Education Program Adult Treatment Panel III were 72.5% (37/51), 93.6% (44/47), and
100.0% (7/7) for the patients with goals of 100 mg/dL, 130 mg/dL, and 160 mg/dL, respectively. Five patients
had mild adverse drug events, such as fatigue, itching, myalgia, and anorexia. No significant abnormalities were
detected in the laboratory tests, including the liver function test and creatinine kinase level. Conclusion : The
HMG-CoA reductase inhibitor, pitavastatin, was highly effective and generally well tolerated with an acceptable
safety profile in hyperlipidemic Korean patients with coronary risk factors. (Korean Circulation J 2007;37:16—21)
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Pitavastatin £¢] A = ZFY|AHE = 241,19+

31,15 mg/dLo]| o, pitavastatin Fo] 85 Tofl= 166,48
+26.84 mg/dLE FH+ HIFEL -30.66%0|%1 o Fo
A3} w|sto] £L0J5H 23HATkp<0. 001 (Fig, 1),

LDL—cholesterol2| #45}

Pitavastatin 5¢] 1 &= LDL—cholesterol =% 160.08
+24.4 mg/dLo|%loH, pitavastatin o] 85 F-of= 93,33
+£21.31 mg/dLE B+t WIS -41,06%°]|31on] Fof
A} vlaste] [f-oJ8HA] 248k th(p<0.001)(Fig, 2).
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Table 1. Basic demographic characteristics in study subjects

Variable

40 (38.1%) : 65 (61.9%)

Sex (male : female)

Age (year) 60.34£7.77 (45-75)
45-49 9 ( 8.6%)
50-59 39 (37.1%)
60-69 42 (40.0%)
70-75 15 (14.3%)

Weight (kg) 63.58 £9.66 (36-85)

Height (cm) 158.49 = 7.64 (142-176)

BMI (kg/m?) 25.47£3.87 (14.4-34.1)

DM 15 (14.3%).

Smoking 18 (17.1%)

HT 91 (86.7%)

CAD 30 (28.6%)

Family history of CAD

History of stroke/myocardial infarction

23 (21.9%)

18 (17.1%)

19 (18.1%)
241.19£31.15
160.08+24.4

History of lipid lowering medication
Total cholesterol (md/dL)
LDL-cholesterol (md/dL)
HDL-cholesterol (md/dL) 50.02t12.15
Triglyceride (md/dL) 208.23+52.83

BMI: body mass index, DM: diabetes mellitus, HT: hypertension,
CAD: coronary artery disease, LDL: low density lipoprotein, HDL:
high density lipoprotein

400

300

| g

100 +

Total cholesterol (mg/dL)

T T T
0wk 4 wk 8 wk

Fig. 1. Serial changes of serum total cholesterol level from baseline
to study end (n=105). *: p<0.001 compared with baseline (0 wk).
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Fig. 2. Serial changes of serum LDL-cholesterol level from baseline
to study end (n=109). *: p<0.001 compared with baseline (0 wk).
LDL: low density lipoprotein.
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Fig. 3. Serial changes of LDL/HDL-cholesterol ratio from baseline
to study end (n=109). *: p<0.001 compared with baseline (0 wk).
LDL: low density lipoprotein, HDL: high density lipoprotein.
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283 eH(p<0.001) (Fig. 3).
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Fig. 4. Achievement of NCEP ATP III LDL-cholesterol goals in
study subjects. NCEP ATP III: national cholesterol education program
adult treatment panel guideline III, LDL: low density lipoprotein.
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