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2719, 2HgA, A9, AAE, 153
L LS ELUEREER R BLE D

ATl FAEYAD) SJYARZ A Yo), F9, Bk, YL, ZAEFI YA lipoprotein
(a) 7} 28 FE- A2 dlFHol ute} lipoprotein (@) & FHiAl7le G777} @is 2gFo|dt. dA7t
A& oral estrogen/androgen &8, niacinAAl, 83 WHEo] Mgy o 2 dwx gl). & Avelie &
A 82 AA 2 acipimox, lovastatin, fenofibrate?} lipoprotein (a) ol W&t &£3}1& wlsws) B3z} s}t

g o 19973 69§ 2 B dEA] dEk AZSAANEE R g 71H 85 total choles-
terole] 240mg/dLe) Al 707 (F=F 199, o=t 5199) & 2/14¥7He] A ¥F A &E vl3l 567 (acipimox
—20%, lovastatin—18%, fenofibrate—189)-& iAo 2 X8 A1xAel total cholesterol, HDL—cholesterol,
triglyceride, lipoprotein (a) & ZAKIZ 2W9%E 33 A8}, oneway ANOVA test& AM8-3led A £7F
o] ¥zx)Ae] MsAEE vimen 7 Fulelxe) ¥Fx]3e] vlie paired T—test& AH3-rt.

Zd7} : =oF A acipimox, lovastatin, fenofibrate A 9| ¥FA)A9] HFgE 27 total cholesterol
(268.1+19.08, 287.1+3642, 2689+2599), HDL—cholesterol (43511099, 42.7+1183, 37.9+£8.20), tri-
glyceride (226.1 £165.03, 260.4+175.98, 234.3+124.33), LDL— cholesterol (179.3+30.40, 192.3+41.52, 1841
+38.08), lipoprotein (a) (262+15.32, 34.8+1856, 209+12.58) o]3dc}. acipimox, lovastatin, fenofibrateg
Ea3E liporpotein(a) & ZHaA e Zhzb 41.4% (p<0.0001), 22.2% (p<0.000D), 16.1% (p<0.05) & }e}
Wi zb 7o) HEFAE-9) vl el acipimox, lovastatin, fenofibrate®] £A2 #-2J3 *}ol& EHck
(p<0.05). X&A1=A9] lipoprotein(a) ] g+ A9, o], AARRG, sje]/ddelEn], Fdo ue}
215 xlo]E o)A g¥skew total cholesterol, HDL—cholesterol, triglyceride, LDL—cholesterolol} %. -
23 xpolE Holx] it 27MY AEF total cholesterol-2 acipimox: 12209 (p<0.0001), lovastatin:
17.60% (p<0.0001), fenofibrate: 885% (p<0.05) 2 7+ e}t F3kell F2l& Aol& Bom (p<0.05),
LDL— cholesterolol A% acipimox: 16.12% (p<0.0001), lovastatin: 22.89% (p<0.0001), fenofibrate: 12.06
% (p<005) 2 7+ FellA] o3k g Bolwa A 7} Foi3t AelE ot (p<005). HDL—
cholesterol-2 acipimox: 17.24% (p<0.05%), lovastatin: 16.10% (p<0.05%), fenofibrate; 12.06% (p<0.05)
2 2718193 triglyceride= acipimox: 17.24% (p<0.0001), lovastatin: 17.39% (p<<0.0001), fenofibrate:
9.78% (p<0.06) 2 7HAsted zF Fulel A A% 27348 Bolvt A F2bells #old Ael7} flsich.

ZE ;. 3PS H(AE iAo 2 22097 acipihox, lovastatin, fenofibrated FoI3 Ax {5
A% =91 QA2 dadAl lipoprotein (@) = $-21% 7H4-F B9 o acipimoxAlA, lovastatinA| A, fe-
rofibrate A #) 2} A2 734 A=) goteh (7H 2 3H3A] 2000 ;21 - 24~243)

ZAlere] : 3.2 ¥Z, lipoprotein(a), acipimox, lovastatin, fenofibrate
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I

FAEHARY AYARE 9, ¥4, ¥4
Fi, LAYF Fo| G=iA v} 83 ZAYESL
total cholesterol, triglyceride, HDL—cholesterols} 7t
& AAe] g QR o] k] Aol ot
E BeAge] AgiAe] XaEw Qio)?

1963'd Berg $%¢) ¢J#f LDL fraction®] antigenic
determinant 24} 7% lipoprotein (@) + Bl5+¢] 106
~1.10g/mlol] B-x3hs, =upzAde] LDLI} F-Apshed
LDLell 3+ apoprotein B—1008 &3}, 1980
Holls= lipoprotein (a) ¢} apolipoproteindl apo (a) 7}
plasminogens} FZA]1 AHFAe] WHAA lipo-
protein (a) 7} atherosclercsis®} thrombosisAte]e] i
g ¥ 7FsAed dis) A7) RS AL, of
7 1 A47)He) GAX] & A2 BuEy o
9 lipoprotein (a) & Tht =7te] o™, 5%
=7} 20~40mg/dL ©144 «f S4FYAPen} HY
FAgho] go] ARtk gt} =3t ofE 2|y
= 22 lipoprotein(a) FE=7F violvt ¥ E-9
YA FE}t total cholesterol, triglyceride, HDL—
cholesterol @} #alo] glowm, T, LYY #-F,
¥4 A etz Wz} fcka geA ok

*"" lipoprotein (a) & thé A3 @2 Aol ® ¥
T84 59 viEH e¥lolvt UEA W =%
< At lovastating Al chF-E-o] AA73HA
o 98 BFF=rt FasA de Aes 4EA 9

D]— 12~15)

£ G7olMe FuAYEA A9 lovastatin, feno-
fibrate R niacin analogue?! acipimox Al7}A] <kAl
£ Foste olel a & lipoprotein (a) ¢} =)Ae] sl
& vl Bz} stgct.

chet o gy

1o &

19979 649 ¥ & Fot Aot FaoEd A
35 RAEE -3 A=} 7 8% total cho-
lesterolo] 240mg/dL °143l #A} F A 71%5e)
A, THAARA G 73W -2 Aot 2T
AR A G v1A 5 U FEEEY AAH
o] sl FAE A 0734 A= st (dRt
~19% 27.19%), «=}—-519 (729%)). °1F 2704zt
9] #uAYF A8F vh P EF B2
acipimox 209, lovastating? 189, fenofibrate®
1873 0]%dc}.

Table 1. Baseline characteristics of subjects

{Mean £ 8D)
Acipimox Lovastatin Fenofibrate P value

Age (years) 54.6 +8.85 56.2+10.82 513+11.25 0.35
BMI (kg/m?" 23.7+2.78 249+274 249+297 0.32
Smoking 10.9+14.29 14.1+12.20 491+6.82 0.06
(pack years)

TC (mg/dL)? 268 +19.0 287+36.4 269 1+ 26.0 0.07
Lp(a} (mg/dL)? 26.2+16.32 34.8+18.56 29.9+26.0 0.25
HDL-C (mg/d) * 43.5+10.99 42.7+11.88 38.0+8.20 0.23
TG (mg.dL)® 226 +165.0 260+ 176.0 23411243 0.79
LDL-C (mg/dL)® 179+£304 192+415 184 +38.1 0.65

UBMI: body mass index, ®TC :total cholesterol, *Lp(a) ;lipoprotein (a)
YHDL-C:high density lipoprotein cholesterol, TG triglyceride

9LDL-C :low density lipoprotein cholesterol
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Fig 1. distribution of lipoprotein(a)
29y

AAPE g2 43, Y, 7], A, Fd%
£ 23T 56S S.YHEE Al - (¥E—acipimox,
3}-3—lovastatin, TE.~ferofibrate) 22 4} (aci-
pimox—20%, lovastatin—18%, fenofibrate —18%)
X EAIZFA lipoprotein (a) & ¥ ¥AAAE 54
s ot 33jolake] 5 @ AAAelel] ¥ =
£3 vl 271 97ke] FRAYFAAFAF 347
ALstedct.

12217} o)Ake] S41717} ¥ sbAAtelol| Al A= s
YAzl 2x)7kelo] dAElEld AN Q3T0=
olslell Bsisrirl 157 ool A 5kct. lipo-
protein () 2] £-41-2 immuno}2] one step sandwich
ELISA®¢ A4% immunozyme Lp@) kitE AH8-st

A3 cholesterol®] ¥4joll= cholesterol oxidase en-
zymatic colorimetry method&, triglyceridex glyc-
erol oxidase enzymatic method&, HDL—cholesterol
€ dextran sulfate—MgCl2 precipitation method&
AMg-3t9d ey, LDL—cholesterol-2- Fredwald formula
Z [total cholesterol — (triglyceride/5 + HDL—cho-
lesterol) JAl.o.2 AAbsigdr).

3 A2y

ARE PFLEFHUAR FABIET 5AA B4
o4 z}zhe] x)Agtell o} lipoprotein (a) & BlEE
Kruskal —Wallis®-8-, *834d%<9 »®lze Wikcoxon
signed ranks®-& o83l o}E Wi Afele
ANOVA® 3} paired t—test® AH&-3ldch Fobf 2+
Z7re] Wizkg-¢) ¥l Mann—Whitney UE4E ©]
43lgict. o14e] BAAel= SPSS/PC+ (Statistical
Package of Social Science/Personal Computer) & ©]
4392 Pgre] 0.06 vigkd @ 2visle zbel7t 9l
= Zlo 2 gyt

g o

Zr 7k BEdte], AARAT R FAP=} FoF
A ¥%F total cholesterol, lipoprotein (a), HDL—
cholesterol, Trigtyceride, LDL~—cholesterolell4] 2]
3 z}ol7} gigdch (Table 1), =FF 2z ol A4, 1}
o], MA=kxg, FHHAE, total cholesterol, tri-

8D M
£ Lovastatin 12
] 20 10
g 8
6
15
© 4
2
£ 2§
8 2
5 -4
-6
0 Lipoprotein (a) Lipoprotein (a) ° Lipoprotein (a)
(p=0.0001) (p=0.01) (p=0.28)

Fig. 2. Decrements of lipoprotein(a) accordng to lipoprotein level
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Fig. 3. Percent changes of lipoprotein (a)
and lipids after durg treatment for 2
months

glyceride, HDL—cholesterol, LDL—cholesterolo} i
& ¥5 lipoprotein (2) 8] Aol §l%dt} (Table 2, 3).
¥% lipoprotein(a) 2= 20.1~30.0mg/dL Atel7} 7}
A W3, 10.1~200mg/dL, 30.1~40.0mg/dLY &
o}3lc} (Figure 1).

7z} o729 ¥FAA H3E ¥, total choleste-
rol-& k4 747t 268 +190me/dL, 287 +86.4mg/dL,
268 +£26.0mg/dLell 4] 270 ¥F  235+17.4mg/dL (p<0.
001), 237+43.3mg/dL(P<0.001), 245-+295mg/dLE
ou)lAl ZAashET (P<0.001), FAAE=lovasta-
tin FodFoll A 17.6%, acipimoxT 122%, fenofibra-
teT 89%E A T Av|se FHAF BRErhP<
0.05). LDL cholesterol-&- 4l Fol|l 4] SeF A 2z} 179
+30.4mg/dL, 192 +41.5mg/dL, 184+38.1mg/dLel 4l
2049719 F2F ¥ 150 +27.4mg/dL (P<0.001), 147+

Table 2. Lipoprotein(a) according to characteristics of subjects

(Mean +SD)
Number of cases Lipoprotein (a) P value

Sex 0.68
male 41 31.8+1641
female 15 25.7+1341

Age (years) 0.61
<46 11 26.9+12.40
46 - 60 28 29.7+15.80
60< 17 33.0+17.97

BMI (kg/m?) " 0.84
<25.0 34 27.4+14.55
251.< 22 34.4116.99

smoking 0.99
<11 31 29.7+13.63
11-20 14 32.8+21.34
21-30 8 28.8+16.16
30< 3 27.2+10.92

UBMI:body mass index
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Table 3. Lipoprotein{(a) according to total cholesterol, HDL cholesterol, triglyceride, LDL cholesterol

(Mean £SD)
Number of cases  Lipoprotein (a) P value
TCY <276 36 29.3+15.29 0.81
(mg/dL) 276 - 300 11 32.1+£17.13
301 - 325 6 34.6+20.16
326< 3 25.3+12.28
HDL-C? <30.1 9 20.8 £ 14.06 0.05
(mg/dL) 30.1-40.0 16 290.2+10.48
40.1 - 50.0 21 37.2+18.47
50.1< 10 25.5+£13.39
TG? <201 31 29.3116.61 0.67
(mg/dL) 201 - 400 16 33.2+ 13.56
401< 9 28.1£17.55
LDL-C* <131 4 23.3+19.58 0.37
{mg/dL) 131 - 160 5 39.3+13.39
161 - 190 26 28.0+16.23
191< 21 32.1+14.92
DTC:total cholesterol, ?HDL-C: high density lipoprotein cholesterol, *TG : triglyceride
YLDL-C:low density lipoprotein cholesterol
Table 4. Changes of lipids after drug treatment for 2 months
(Mean £SD)
Acipimox Lovastatin Fenofibrate
TCP basal 268+ 19.0 287+36.4 268 +26.0
(mg/dL) 2 months 235+ 174 237+43.2 245+29.5
p value 0.0001 0.0001 0.0001
HDL-C? basal 43.5+10.99 427+11.88 38.0+8.20
(mg/dL) 2months 495+7.99 48.1+8.65 43.6+5.99
p valuse 0.001 0.005 0.04
TG? basal 226 + 165.0 260+ 176.0 2341£124.0
(mg/dL) 2months 178 £135.1 207 +132.3 2071+97.0
p valuse 0.0001 0.001 0.03
LDL-C* basal 179+ 30.4 192+415 184+38.1
(mg/dL) 2months 150 +27.4 147 £41.7 160+33.6
p avalue 0.0001 0.0001 0.001
Lp(a)® basal 26.2+15.32 34.8+18.56 20.9+12.58
(mg/dL) 2months 15.4+10.14 27611595 255+12.15
p value 0.0001 0.001 0.16

DTC: total cholesterol, ?HDL-C: high density lipoprotein cholesterol, *TG : triglyceride
YLDL-C:low density lipoprotein cholesterol, *Lp (a) :lipoprotein (a)

238



ZA71H 5 22 ¥F AA7} Lipoprotein (a) ol vl X& 9%

41.7mg/dL (P<0.001),  160+33.6mg/dL (P<0.05) &
a3, lovastating 229%, acipimoxT 16.1%,
fenofibrateT 12.1%22 7143} 4 Tl F-o%
AR 9] 2elg Birt(P=003). HDL cholesterol
2 Al TollA FoF A 247} 435+1099me/dL, 427+
11.88mg/dL, 38.0+8.20mg/dLell A 2709 3 7+t 49,
5+7.99mg/dL(P<0.05), 48.1+8.65mg/dL (P<0.05),
436+59mg/dL(P=004 & <ju|alA Zrlsigx,
ferofibrate 18.0% (P<0.065), acipimoxT 17.2% (P
<0.06), lovastatin? 16.1% €28 Z7lstgdort 4
Tk fre@ xpolE Molx) gstol. triglycerdes
o A 7z 226+16650me/dL, 260+ 176.0mg/dL,
24£1243mg/dLeA F-2F F 178:+135.1mg/dL (P<
000D, 207+1323mg/dL(P<0.05), 207 +97.0(P=0.
B) 22 u|Al ZFasiela, ATzt FAhAE 2}
°]& acipimoxT 19.0% (P<0.001), lovastatin? 17.4
% (P<0.001), fenofibratex™ 9.8% (P<0.05) &2 74
et &u|glE Alele fikith.

Z+ 7t ¥% lipoprotein (a) &) ¥%F ¥=+ acipi-
mox, lovastatin, fenofibrateoll4] 52 M 7}+2} 262
+15.32mg/dL, 34.8+1856mg/dL, 29.9+1258mg/dL
oA 274U FoF ¥ 154+10.14mg/dL (P <0.001),
27.6+15.95mg/dL(P<0.001), 255+12.15mg/dL (P=
0.16) 2 #23}e acipimox ¥ lovastatind®el| 4] §-2]
T ol Byt 2097k FaAYFAA Fo
* ¥% lipoprotein(@) 9] 74 AEE 27] $A)e
¥l acipimox FST 41.4%, lovastatin 222%,
fenofibrate 16.1%6 «22 2v|A Zistdot P<
0.001) (Figure 3).

27047 e FRAPFA A FAE 7 ATl A
214 9 lioprotein (a) ¢} *¥R= acipimoxT-oll 4] total
cholesterol (P<0.001), HDL cholesterol (P<0.05),
triglyceride (P<0.001), LDL cholesterol (P<0.001),
lipoprotein (a) (P<0.001) 2 B5% 9% Aol8 By
t}. lovastatin®-2 total cholesterol (P<0.001), HDL
cholesterol (P<0.06), triglyceride (P<0.05), LDL
cholesterol (P<0.001), lipoprotein(a) (P<0.05) 2. $-
g 2}olg Rr). fenofibrated 538 T total
cholesterol (P<0.001), HDL cholesterol (P=0.04),
triglyceride (P=0.08), LDL cholesterol (P<0.05) o1 4
4% H3E B} lipoprotein(a) & acipimoxs}

lovastatin Foiifell4] F@ zlel§ BTk (Table
4.

I #

HT ALFAT A8 widE ¥F S HE
o] st slow AU{A AP WAo] Frlshe
FAZ AA AR F 19E AR Hol FA4HA
33 e MY £2% H¥AAF shi ¥
el g F840) =2 Foi=T gict1®

1963'3 Berg Fl 9}8) LDL fraction®] antigenic
determinant®4] 4% lipoprotein @) & 19744 2
% S9E G7elA H7|9FA "sinking prebeta” 2
#galElgd '™ 19809 kawakami £®o] ELISAS
£3} capillary transferable blotting method® ©]&
gald vk k. 1970d0]o) %] Aol A “sinking
prebeta’FAdl F2 ¥A lipoprotein (@) & 200014
Omg/dL o1& FRIZ TR A o) #AFFALY
9] A1¥AT} Age] slvke AE ¥AsiPThr? k-
poprotien (a) E 4 &}= <<l apolipoprotein (a)
+ plasminogen Q1AL Z7kE A6 G4
Aol e FAWA 8 FHHEd, o] 2o
A2 AFA2A EAskn, AF 1due) 83 B
HE® o) plasminogen kringleo] #3% N—
terminal . A=) : 4 7Fe) A apo B100s}+ Ay
4 Lp(a) & A8k Iob? SAEY08s Q99
YA DY ojde A 1A RFE PrelAe
o, 3sle LDLe A4elR, SR+ HDLY) 34, Al
#= chylomicron®} IDL2] Abgrolw], viAjuko 2 n)
A A, F Lp@) 9 A5E & 5 Yob®
Apo(a) = plasminogen®} aminoacid sequence?} f-A}
31} plasminogen -2l 7152 ZHA| 2 Q1R ghom?,
o F2A Aoz s YL dlea o
Te gt o)z AL 19934 Moliterno 5% ¢
Aol = g9 vl slok. & Lp(a) & plasminogen
3} zke] fibrinel] Ag5He] 2] tPA, plasminoge©]
fibrinell Agshe A& APHoR AAsns?, o]
Sollx= MFHH] 4~8-A)A plasminogens} 7343}
A plasmin®] AA3E- GA|sted YHLHA ) o
& vty At 223 [p@ A L 2 HE
AZE ¥R PUT 9] F41E 274G, Y AX

239



Ki Tae Kimet al : The effects on serum lipoprotein (a) of antihyperlipidemic agents

o] FAEAS A€ FHIALEN S47E F
e gin ST RIS

Lipoprotein(a) o] #3¥t A= A57HA2 Al
A 8FF A7l whE Wzl g, A, 9k, T
ko] §7, ¥99) Ao nebx w3z} glor,
e A 9 Ao Fror AfAe] flol” #
AFaAgke) Eq4q] UARE AEAA7] 9
ol F8A40] tigd] =z Qo A3 Lp)
o}o) FAA FelA A 522 Bael &3}
@ cholesterol 9] F=7}t & 7-¢-ll4, ¥4 choles-
terol®] F=7} 3713kl wek Lpl) o =71 94
3 ZF7Rche X3} ey, Zhang 509 A7l
A} Apoprotein B, cholesterol, triglyceride, HDL
cholesterol®} F&le] givky Bwstw 9} & |+
oA} total cholesterolo] 240mg/dLe] <l =S
o)) 4)2] lipoprotein (a) += %7] total cholesterol, HDL
cholesterol, triglyceride, @ LDL cholesterol® -2
g ABRAE HolA) gdslrl

Lp(a) & ok A= e Ao] % E58H ¥
9} vjokE- Qe wWisle] AFE Ho)x| gon] ofEF
Sylo 2 JFAlnle] a7l e odefAl Wb
w9 cholestyramine®} 332 bile sequestrant, HMG—
CoA reductase inhibitor, niacin §2] 58 o2+
E37} 9132 niacin® neomycin, colestipol3} nia-
cin &2 lovastatin 59 WHIPoR UF o}z
the B} 9™ s73%F GAdelxe] estrogent-od
7} lipoprotein (2} & ZAA|ZIchky ¥ g glon®
WA7Hx) 2] A8 LDL—apheresist}t plasmapher-
esis7} 71 FEshR 4=iA Qi) o9 4F &5,
Hleln) E, w—3A4H, N—acetyleystein 5-°] =0l
QS vty BuF ot Ejte] ok £
Aol A¢ niacin®] analogued! acipimox} lovasta-
ting §oJ& FellA] lipoprotein (a) &} 7H4-E el
AL fenofibrate FHF-ol A= #% A HolH]
£ @ttt

£ 97 nicotinic acid analogue?! acipimox}
lovastatin, fenofibrate A17}x] FAlQ] whEFoA]
lipoprotein (a) ¢} Z+ 2|3 w]X EHE ¥l2d 7
22 lipoprotein(a) o) ohsted acipimoxelA 71
Fo7F A Bgon lovastatin?lHE 99 Ude
7H4E Bole 7o Jehjr}. o] lipoprotein(a)

240

o BF @ Q@TEol e Y Al £ o
T 7} o= AES 7heAE AARBR: © Z957)E
ulgle] % A7E 5 TAFANHEIREA
lipoprotein (@) & A3 2H8-71de) WA ook
Aguhfat aabEe) Al gl B AHe] 7€
uihch, 718o] ATEA] ostd acipimox’t ¥
lipoprotein (a) & Z&AlZlcle AME Aqlslsion,
RR AW A A el R =7be] UNUR lova-
statino] ¥ Q7oA AFchs A Az AY
9] zjo|g} Ftqlolzhe AFAQ Aolx eisols)
A &7t AE Rt

£ A7 AP QAT $71 A9, di
o4 @ZE 1499 A8E 7ol E3A] ENe
o GEAFel ok 2 XA WsE B9 total
cholesterol®] 240mg/dLol43a] dlAuhg Adat o]
o}, =3 Doz 47175 2 FellA &5
AAuE Foistd mAQATFE AT 7 FEES) 4
% vimshA] Zatdow o5¥ =29 controlT
€ 5% placebo £F-E Fhetslx] F4 A% FHel=}
&ct. opl A7 D7]97F2A4] acipimox+} lova-
stating ¥ lipoprotein (@) &) ¥F x| o
At AYER] el gF AFe A2
43 lipoprotein (@) 7} A&H o2 o], A%
Al FAoME B} R, ® A&HeR i
Hichd FAAFY AT JYAREA A A=A
& G771 slejok &H4lct.
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The effects on serum lipoprotein(a) of antihyperlipidemic agents

Ki Tae Kim, M.D., Sung Je Park, M.D., Young Sung Suh, M.D.,
Dae Hyun Kim, M.D., Dong Hak Shin, M.D.

Department of Family Medicine, Keimyung University School of Medicine, Taegu, Korea

Background : Many studies to reduce serum lipoprotein(a) are done because serum lipoprotein
(a) has been known to be an independent risk factor of coronary artery disease along with age,
smoking, diabetes, hypertension, and hyperlipidemia. Till now, oral estrogen/androgen therapy, nia-
cin analogue and plasmapheresis are known therapeutic methods. This study examined the relative
effects of three antihyperlipidemic agents, acipimox, lovastatin, fenofibrate.

Methods : Among 70 subjects (male—19, female—51) with their serum cholesterol level of more
than 240mg/dL, 56 subjects who were completed 2 months antihyperlipidemic treatment (acipimox
—20, lovastatin— 18, fenofibrate—18) were examined for baseline total cholesterol, HDL cholesterol,
triglyceride, and lipoprotein{a) and were followed up 2 months later.

Results : Mean values of each group for acipimox, lovastatin, fenofibrate were as follows: total
cholesterol (268.1+19.03, 287.1 +£36.42, 268.9+25.99), HDL cholesterol (43.5+10.99, 42.7+11.88, 37.9
+8.20), triglyceride (226.1+165.03, 260.4+175.98, 234.31+124.33), LDL cholesterol (179.3+30.40,
192.3+4152, 184.1+38.08), lipoprotein(a) (26.2+15.32,34.8+-18.56,29.9+12.58). Mean percentile re-
duction of lipoprotein(a) was acipimox—41.4% (P<0.0001), lovastatin—22.2% (P<0.0001), fenofi-
brate—16.1% (P<0.05), and p value was less than 0.05 in the comparison of groups. Lipoprotein
{(a) showed no relations with age, sex, BMI, WHR, smoking, total cholesterol, HDL cholesterol, tri-
glyceride and LDL cholesterol. After 2 months treatment, mean reduction percentages of total
cholesterol was acipimox—12.2% (P <0.0001), lovastatin—17.6% (P<0.0001), fenofibrate —8.85% (P <
0.05). LDL cholesterol was acipimox—16.12% (P<0.0001), lovastatin—22.88% (P <0.0001), fenofibra-
te—12.06% (P<0.05). Triglyceride was acipimox—17.24% (P<0.0001), lovastatin—17.39% (p<0.
0001), fenofibrate—9,78% (P<0.06). HDL cholesterol was elevated in acipimox—17.24% (P<0.05),
lovastatin—16.10% (P<0.06) and fenofibrate—12.06(P<0.05). In total cholesterol(P<0.05) and
LDL cholesterol (P<0.05), there were significant differences among 3 groups, but not in HDLcho-
lesterol and triglycerides.

Conclusion : In two months treatment of acipimox, lovastatin and fenofibrate in hyperlipidemic
patients, lipoprotein(a), known for independent risk factor of coronary artery disease, was redu-
ced significantly in the order of acipimox, lovastatin and fenofibrate. (J Korean Acad Fam Med 2000;
21 : 234~243)

Keywords : hyperlipidemia, lipoprotein(a), acipimox, lovastatin, fenofibrate



