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ABSTRACT

Background[] Lipoprotein (a) concentration is mainly determined by apo (a) genotype, but elevated in the ath-
erosclerotic vascular disease more than in normal group with the same apo (a) phenotype. It has been known
that Lp (a) has independent metabolism in contrast with other lipoproteins and that the use of cholesterol low-
ering agent such as HMG-CoA reductase inhibitor for 6 months does not change the level of Lp (a). The
results of several studies suggests that Lp (a) may be related to inflammation of atherosclerotic plaque and there-
fore, long term use of cholesterol lowering agents make plaque stable by reduction of inflammation at plaque.
We hypothesized that there is a relationship between long term use of HMG-CoA reductase inhibitor and
change of Lp (2) level. We prospectively measured Lp (a), lipids and inflammatory markers before and after
long term use of HMG-CoA reductase inhibitor to examine our hypothesis. Methods[ Forty-nine subjects (MO

FO 280 21, age[ 59.1% 12.0) with hyperlipidemia were administered HMG-CoA reductase inhibitor for 15
months (minimum 6 months, maximun 44 months), and Lp (&), lipids and inflammatory markers were measur-
ed before and after use of the HMG-CoA reductase inhibitor. In control group (ninty-nine subjects, MO FOJ

600 39, ageld 61.2+ 9.2), these parameters were measured more than 6 months. Results(] In the hyperlipidemia
group who were given HMG-CoA reductase inhibitor, baseline levels of total cholesterol, TG, LDL were signi-
ficantly elevated more than those of the control group, but Lp (a) and inflammatory markers were not significa-
ntly different. After use of HMG-CoA reductase inhibitor, the level of Lp (a) was reduced significantly (before
28.9+ 29.3 mg/dl, after 20.0+ 19.0 mg/dl, p[] 0.009), but not significantly in the control group. There was a
minimal relation between baseline Lp (a) levels and percent changes of Lp (a) levels. Total cholesterol and
LDL levels reduced significantly after use of the drug, but inflammatory markers did not. Conclusion[] These
data showed that Lp (a) level in the hyperlipidemia group after the long term use of HMG-CoA reductase
inhibitor decreased significantly. We suggest that these changes of Lp (a) level may be one of reliable markers
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for plaque stability in atherosclerotic vascular disease. (IKKorean Circulation J 1999529 (12)1350-1356)
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Table 1. Baseline clinical characteristics

Hyperlipidemia Control Total

Sex (MO F) 280 21 600 39 880 60
Age 59.1£ 120 61.2+ 9.2 60.9+ 10.0
Risk factor (%)
Hypertension 39.6 43.1 45.9
DM 16.3 11.1 12.8
Smoking 44.8 24.4 19.6
HDL<35 mg/dl 34.6 21.1 26.3
Atherosclerotoc vascular disease (%)
Ml or AP 46.9 53.5 37.8
CVA 8.1 8.1 8.1
A.O.* 2.0 3.0 2.7
MIO CVA 2.0 2.1 2.0
Duration (months) ~ 16.1x 17.2 157+ 13.1 15.0+ 14.7

*A.00 Atherosclerosis Obliterans
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Table 2. Baseline levels of Lp (a), inflammatory parao-
meters and lipids

Before After P value
WBC 6916+ 1750 6711+ 1949  0.578
ESR 1850+ 135 151 =121 0.193
CRP (mg/L) 095+ 2.9 099+ 0.56 0.431
P (@)(mg/dl) 288 + 290 22.8 + 244 0295
Fibrinogen 348.4 + 147.9 309.4 + 90.4  0.098
(mg/dl)
Cholesterol -, 33 + 568 2040 + 449 <0.001*
(mg/dl)
HDL (mg/dl) 420 + 11.8 457 +139 0.113
TG (mg/dl)  277.7 £ 3977 565 + 825 004
DL (mg/dl) 1457 + 17 1238 + 49.6 003

Values are meanst SD *O p<0.05

Table 3. Lp (a). inflammatory parameters and lipids in
hyperlipidemia group before and after lipid lowering
agent

Before After P value
WBC 6916+ 1750 7115+ 1738 0.419
ESR 185+ 135 160+ 130 0.127
CRP (mg/L) 095t 29 32+ 106 0.232
P (@)(mg/dl) 288 + 290 200+ 190 0.009*
Fibrinogen 348.4 + 147.9 3400+ 87.0 0.744
(mg/dl)
Cholesterol - 433+ 568 2080+ 57.1 0.024*
(mg/dl)
HDL (mg/dl) 420 + 11.8 700t 142 0.187
TG (mg/dl)  277.7 +397.7 2321+ 3120 0.174
DL (mg/dl) 1457 =+ 172 981+ 169 006

Values are meanst SD *O p<0.05

mg/dl P=0.009* Before
30 g l— Aﬂer
P=0.752

25

20

.

1

Hyperlipidemia group Control group

Fig. 1. Lp (a) before and after lipid lowering agent ad-
ministration.
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Table 4. Lp (a), inflammatory parameters and lipids in
control group before and after lipid lowering agent

Before After P value
WBC 6711+ 1949 6520+ 1576  0.366
ESR 150 £ 121 160 £ 220  0.655
CRP (mg/L) 099+ 0.56 1.46 60 0411
P (@)(mg/dl) 228 + 244 22.4 £ 231 0752
Fibrinogen
(mg}gdl) 309.1 +90.1 3520 + 100  0.05
Cholesterol - o4 1 4 441 1970 £ 381 0.147
(mg/dl)
HDL (mg/dl) 450 + 14 480 + 142  0.059
TG (mg/dl) 1567 +83.1 1581 +87.0  0.802
DL (mg/dl)  123.1 492 1181 + 400  0.265

Values are meanst SD *O p<0.05
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Fig. 2. There was weak relationship between Lp (a)and
change in Lp (a)/initial Lp (@) ratio.
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