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Long-term Hypolipidemic Effect and Safety of Pravastatin
Compared with Cessation of Therapy in Patients with Hyperlipidemia

Seog Ho Kim, M.D,, Yang Soo Kim, M.D., Heung Sun Kang, M.D,,
Jung Whee Cho, M.D., Kwon Sam Kim, M.D., Myung Shick Kim, M.D,,
Jung Sang Song, M.D., Jong-Hoa Bae, M.D.
Division of Cardiology, Department of Internal Medicine, School of Medicine, Kyung Hee Universily,
Seoul, Korea

Background * Hyperlipidemia is the one of the major risk factors causing the atherosclerosis
of coronary arteries. Treatment of hyperlipidemia with drugs has been confirmed the effects
of therapy showing a decreased incidence of coronary artery disease. Pravastatin is one of
the new HMGCo-A reductase inhibitors and we studied the long-term hypolipidemic effects
and safety of pravastatin in patients with hyperlipidemia and lipid profile after cessation of
pravastatin therapy.

Methods © We studied 27 patients(6 males and 21 females, range of age, 36~67 years) for
14.7 months whose plasma levels of total cholesterol were higher than 250mg% after on month
period of diet therapy. Pravastatin was administered 10mg/day and measured lipid profile at
4 week interval, and at 2~3 months after cessation of therapy.

Results

1) Pravastatin significantly reduced the plasma total cholesterol, LDL-cholesterol and triglyce-
ride, but HDL~cholesterol was increased significantly after 12 months pravastatin therapy(p<0.
05).

2) Two to three months after the cessation of pravastatin therapy, plasma total cholesterol,
LDL-cholesterol and triglyceride were significantly increased(p<(0.05), but no significant differe-
nce was observed for HDL-cholesterol.

3) The clinical and laboratory examinations before and after pravastatin treatment showed
no particular abnormal findings.

Conclusion - These results suggested that long-term pravastatin therapy in patients with hyper-
lipidemia seems to be very effective and safe. But hyperlipidemia developed again two to three
months after the cessation of pravastatin therapy.

KEY WORDS : Pravastatin * Hyperlipidemia.
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mg% Jot.
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Table 1. Lipid profiles during and after pravastatin therapy for 12 months

. Baseline 3 Mo 6 Mo 9 Mo 12 Mo After
No. of patients
27 27 27 27 24 24
TC Mean 283.56 219.96* 221.96 223.00* 218.71* 262.54 %
SD 38.83 39.53 37.16 40.04 42.50 34.66
LDL Mean 200.00 144.59* 136.30 135.00* 137.92* 175.42%
SD 48.73 41.31 46.76 47.14 45.96 37.49
HDL Mean 36.59 43.30* 44.93 50.33* 47.00% 44 87#
SD 10.09 7.91 9.26 16.49 9.61 7.89
TG Mean 234.70 169.00*% 225.40 202.60* 168.80* 210.90%
SD 116.90 52.50 189.90 150.80 56.80 66.70

* 1 p<0.05 vs baseline

ZAAL 5ok 248.7mg% oA FFF 371 Yol
169.0mg%, 1271l 168.8mg% 2 F23 A E
Bk ¥ uHF DY Fy2HES F4A
36.59mg % o A FoF 3 37 Y oll 36.9mg %, 67 A o
43.3mg%, 97} Yol 44.93mg%, 127) Yol 47.0mg%
2 25 §9% 5718 ¥t

127§ E<9F Pravastatin X8 ¢ 2~37/1¥4F%
npA e FHZAR] ¥F F EFH2HE, AMF
Add ZyH2€HE 2 F4 A 12704 F0
Hjste o)A Frhsti oy nulF Agy &
e E9 A fold Aeole gUtH(Table 1),

Pravastatin X8 ¥ Z} X3 #4488 24W 83
% ZY2ES L3083 2243%, 671 F 21.72%,
IHYZE 21.36%, 12709FE 22.87% ZASYIL,
Au|F Ad FH2HEL HEF 2271%, 6
MNLFE 31.85%, YT 32.5%, 1270 9F 12.29%
AAasrg o FA4AYL 3L F 27.99%, 67 YL F
3.96%, 97N L F 13.68%, 1271 L% 28.08% 7438}
Atk HjF Ao FYH2HELS YT 18.84
%, 67093 22.79%, 9N LT 37.55%, 127093 28.
45% Z7}8FF i (Table 2).
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# 1 p<0.05 vs 12 Mo

Table 2. Percent change compared to baseline

3 Mo 6 Mo 9 Mo 12 Mo
Rate of reduction (%)
TC 22.43 21.72 21.36 22.87
LDL 22.71 31.85 32.50 12.29
TG 27.99 3.96 13.68 28.08
Rate of increment (%)
HDL 18.84 22.79 37.55 28.45
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