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A Comparison of Lovastatin and Simvastatin in Treatment
of Hyperlipidemia

Jeong Ju Cho and Suk Hyang Lee
Graduate School of Clinical Pharmacy, Sookmyung Women's University, Seoul, Korea

Hypercholesterolemia is one of main causes of coronary heart disease(CHD). Clinical trials demon-
strated that lowering serum cholesterol levels would reduce incidence of new cardiovascular events
and mortality by primary or secondary preventions. The objective of this retrospective study was to
compare efficacy and side effects of lovastatin and simvastatin in treatement of hypercholester-
olemia. In Boramae Hospital, patients were included when they have taken lovastatin 20 mg or sim-
vastatin 10 mg for 52 weeks with laboratory monitoring for cholesterol at baseline, 3, 6 and 12
month period. As results, total 128 outpatients were included with their total cholesterol level <240
mg/d] and triglyceride level <400 mg/dl at baseline. Total cholesterol and LDL cholesterol of lovas-
tatin group (n=60) and simvastatin group (n=68) were significantly reduced from baseline (p=0.001).
Lovastatin maximally reduced total cholesterol by 23.9%, triglyceride by 12.3%, LDL cholesterol by
36.1% and increased HDL cholesterol by 7.8% and simvastatin reduced by 24.1%, 20.5%, 34.3%
respectively and HDL increased by 11.2%. There were no significant differences between lovastatin
and simvastatin in mean percent change of lipid levels at 12, 24 and 52 weeks from baseline.
Cumulative percentage of patients reaching the target LDL cholesterol concentration by 24 weeks
was 61.7% in lovastatin and 64.7% in simvastatin. Average time to reach the target LDL goal was
100.1 days in lovastatin and 99.8 days in simvastatin. Both lovastatin and simvastatin also signifi-
cantly reduced total cholesterol and LDL cholesterol in all subgroups (diabetes mellitus, hyperten-
sion, and coronary heart disease). In this study, treatment efficacy in patients with coronary heart
disease was lower than other patients. Considering clinical importance of secondary prevention,
more intensive treatment is necessary to decrease LDL cholesterol level of 100 mg/dl or lower in
patients with coronary heart disease or other clinical atherosclerotic disease. There were no serious
side effects during the study period. Digestive side effects were most frequently reported (lovastatin
8.3% vs simvastatin 8.8%). In conclusion, both lovastatin and simvastatin were similar in lipid low-
ering effects and there was no difference in incidence of side effects.
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& HIA AAHY] FHEH AlEo] wWE 2=
7t FAlel e AE TEEE W ZxPFe) YA
Al Azt 88 FeAel Azgy Yoo

B ATolM 8F ZHAEHEXT) A5EH] IA
4} CHD risk factorg 2H= 2R 9lolM &5 28
2HEAE A CEAN CHD 88 24
4> 9l X(primary prevention)®”, =3 CHDY} athero-
sclerotic disease® 7ty 3xle] A4$¥ LDL chole-
sterol levelS FEH2 24 CHD 3312 morbidity2}
mortalityg AR 9 AE TP $ek(secondary
prevention).'”

|2  4S-Study(Scandinavian Simvastatin  Survival
Study Group, 1994)el] 2|5ty A4S == ATAA
HHE 7l 44449 9) 3RS AR simvastatin
20~40 mgE Foiste] 549 F<bel follow-up Z
total cholesterol, LDL cholesterol, HDL cholesterol
levebE ZH2b —25%, ~37%, 8%4 W33}, WAFE
Askoz Qg AMg 42% Fasiden.

2 478 B4 AR 2 gl 2xE 3
ERE 7P o] ARREHI Q): lovastatin simva-
statin®] AlA] X8 &7F v]wgoesn F GEo] ¢
AHo2 ool Sl Aol vhehftA] opiy, w
o e D DA BAFA Awe| TAYE
d F=EA, TEGRAE UM lovastatin}
simvastatind] 4H4Q) Aol HrkekiA sl

Py

paele 18]

1997 194 20009 12971412 7)7 ol 1A
d5om Aok B Alg Hepl WA IAYPE
A7 FEZ lovastatin(®] 3 LVS) 20 mg =X
simvastatin(¢] 3} SVS) 10 mg& Hel= 1 o]A} Fo
W2 A2 A total cholesterol concentration©] 240
mg/dl °]%, triglyceride concentration®] 400 mg/dl =)
Tkl A} 12899] o FIIERAE FepHos FAbe)
Aot 804 o]Ae] ko), P EE £HYE, S A
FTE 43g 7vA= FE(cyclosporin, steroid,
isotretinoin, 747§ eIt LVS Ex SVSe} A
3 g3l S 8439 33, W74 F HRTEQ
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A}, Simvastatin 23] Fo480] 20 mgel &R}, A
717 F 98 IAIF s IR WA @
2}, BaE A A ghAlel] @3 wAE o
2 ol A3S 71 @A Hypothyroidism, Chronic
renal failure, Nephrotic syndrome, Cushing syndrome,
Hyperparathyroidism), Active liver disease ¥+
hepatic dysfunction 32}, 2] 57| 50| nlu|3t A=
AT dAelA A=A

A7 77+ &N

HE FEg E4ay) AlRg Ao ZNE 1257
A2 177, 4574 ZF 277}, 5257A1E 3Tk
TFEI 7 7 Fo| AR F AT A4 A
#2137 F A 3 FH2EHEG e A
3l 72 F AP 23] o)Ak Qg Aol 3
TS Fssid Figure 1).

g g

Ao} L) 571 8RS FepHoz ZEsle] ;A9
A o], Al FEA3L coronary heart disease
(°]3} CHD) risk factors™, 7 -5, H& < 24
85 oE9 4%, 84, 4 F7PH total cholesterol
level (13} TC), triglyceride level(®]3} TG), high
density lipoprotein level(¢]3} HDL)), & =183 3
AR 7} o9 AIx], B4 58 ZAEEL
Low density lipoprotein level(¢]3} LDL)Z Friedewald
formula(LDL=TC-TG/5-HDL)Z o] &3}e] Al AkstAct.

Tt he

A7 WAL lovastatin(®] 3} LVS) group®} simvas-
tatin (°]3} SVS) group2 2. viye] zt ofE2] A 7}
3 A AR Al F 72 oFEe] Ble <
A& wlaside.

5 groups i AL (Diabetes mellitus group, ©]
3l DM group), 3184} 3kAFF(Hypertension group, ©]
3} HTN group), Az A3 Fx}Z(Coronary heart
disease group, ©]3} CHD group)>& H-Fale] 7+ +
o glejre] F oFEe] Hate} P ®E wlw, Hr)s}
At

RAA WA} S 7 FHE RS leiA o]

24% 52%F

T
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Fig. 1. Study period.
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1) o5 Fof F- 3 total cholesterol, triglyceride,
HDL cholesterol, LDL cholesterol Z}2] W3}, w3} &
Al, A 712 % ) W3 %)

2) % Fo A AA FEE V)EeR 7
AA 5o 3 W F-E (mean percent change) ¥

3) NCEP-II 7|5] 2|8t LDL E&Xo] =24 3
AL TP FAE, FoF 45 kA9 A mEg
v

4) LDL 532271+ =xbshed] 23 S Az vl

=Y

T 27 B3R BAe] EAHo R foiAE H
7ol slelA A 918 9A = Kolmogorov-
Smirnov S ©]E3HL FEHA R p<0.05Y
9 SAAR frejAdo] lvka Hrlelgl o, ofE &
o A 27]8] AAA= SPSSE o] 438t t-testdl AL
7R p<0.05Y W FAAQ FejAdel ot
I Frisldel. F 7o) A} vlael glejal Tk
W ARFEe] wslel LDL £3X¢] x=g3 A
A|Zke] W)3l= SPSSE o] 43te] ttesBl T FZHA
28 p<0.05d d FAEAEQ] felxde) Qluiy Prisl
Aot FoF 245 3714 target LDL goalell =23t 3
k2] Bl&2 Mann-Whitney ZAH-L o] 83]g]1 &
ARLZ p<0.05d W A fFjAe] Qi
718153t

s
Ll

F
4

A7}

A A

23 715 A3E 8xl= 1288e)glen, 1o F
LVS FoJi-o] 609 (47.6%), SVS Foli-o] 681
(52.4%)°193 k. AAL B AA 1288 = FAo] 467
(36%), ©173°] 827 (64%)2. 2 oJ Aol FAle) HF] &
AT F el oEA] Aok e 93e 556
Aden) Az BXE B 50-6047} 549 (42%)S
2 71 4@9kv} CHD risk factort= 270 w]qhel 3
A7} 44 (34%), 20 o144l AL 847 (66%) 2= 2
A elikel FARe] 4} oF AT WA F 23
2} ol dlle) oFE Fof A AA Fe) glo]
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Table 1. Baseline characteristics of patients
LVS SVS Total
(n=60) n=68) (1n=128)

72} 21(35) 25(37) 46(36)
o 2} 39(65) 43(63) 82(64)
MeantD 56.7+8.3 54.7#83 55.6+8.3
Median 58 55 56
Range  33~71 40~78 33~78
Risk Factor <2 27(45) 17(25) 44(34)
{No(%)} =2 33(55) 51(75) 84(66)

A {No(%)}

A (A}

Fopd TC  276.6+43.0264.7+31.9270.3+37.8
PARCS

ALEE e 680464.5173.0:802170.7472.8
(mg/dDy

HDL  53.7+12.3 49.5+10.5 51.6+11.6

{MeanzD}
LDL 190.0+41.3180.2+30.9184.9+36.5

Table 2. Number of patients in subgroups

LVS(n=60) SVS(n=68)
DM group 129 (20%) 253 (36.8%)
HTN group 229 (36.7%) 179 (25%)
CHD group 149 (23.3%) 1793 (25%)

A B85 3 LDLZke] 180 mg/di} ¥& AER
Ml Sx| &3] Alslgen A T 3k ey
2 gdvk(Table 1).

AA At 12888 TEAS V|E2E Fe 3}
BoFoz gl W) 10790 EFEA

orgel KW st F H|I

Y XE sx2| Hsl (Tabe 3)

TAHE FE-L Tkl 525 Hel| w3w HF
A FEe A7 71 F HY WIS F TR
EAE B3ke o LvS & FT TCHrel 276.6 mg/
diel A 2129 mg/dle g Z4sldy HXHLS FoF ¥
2145 Flol| =gsisiv}. HHF TGF-S 1682 mg/diell X
147 mg/dle 2. Zhadlglon FHAMAL Fof F 525
it e HDLZE) 7§~ 53.7 mg/dielM 57 mg/dl
22 Zrlslgon Rk & 125 Al 579 mgdle R
o Aol ozt AHAasidct Jd LDLARE 190
mg/dllA 1255 mg/dle® 7HAasied HAHe =
oF F 127 Ao =g

SVS 29| 7% 7 TCEEE 264.7 mg/dielH 2009
mg/dle E ZhAsiged) HAEE Tk § 525 HA
o} HiF TGHE 173 mg/dlel A 1533 mgdieg 7t
Aslgen FAHL T F 245 FE 137.6 my/dl
oz eyl vl ASsievl. e HDLREG
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Table 3. Mean change of lipid levels (mg/dl, Mean+D) *: p=0.001, **: p=0.008, ***: p=0.021

TC TG HDL LDL
Baseline 276.6+43.0 168.2+64.5 53.7+12.3 190.0+41.3
177k 211.0+31.5% 157.8+68.5 57.9+13.5 121.5+28.9*
LVS 277 210.3+36.9* 152.5+£59.7 56.3+13.8 122.2:+27.3*
377+ 212.9+£28.2%* 147.5+51.3 57.0+14.0 125.5+£26.8*
Baseline 264.7£31.9 173.0+£80.2 49.5+10.5 180.2:+30.9
177 202.8+32.1* 151.5£72.4 51.9+11.0 120.6+£30.0*
SVS 277 204.2+33.7* 137.6£54.7%* 55.1+14.6%** 121.3+26.1*
377+ 200.9+£33.2%* 153.3+69.3 52.3+12.2 118.3£28.7*
3Oomg/dl zoomg/d|
250
* * _k 150
200 & 5 -8 ¥
150 100
100
5 V8 50 VS
(@ ~#— SVS (b) —#— SVS
0 0
Baseline 177} 23z 397 Baselne 177+ 272 37
60 mg/dl zoo"’g/m
:j:>f<.
150
40 * * *
* * *
100
20
——LVS 50 —~o— VS
—=—-SVE - SVS
© (@)
0 0
Baselne 172t 2377 372t Baseline  172F 232k 372k

Fig. 2. Change of lipid and lipoprotein concentration: (a): Total cholesterol, (b): Triglyceride, (c): HDL cholesterol,

(d): LDL cholesterol.

7% 495 mgdielA 523 mg/dle2 Zr)slgon] &
oF F 245 Aol 55.1 mgdleE Hd A5} o
A Frasigie}. WF LDLIES 1802 mg/dielM 1183
mg/dle 2 7rAsldEd FAH-LS Fok F 52550

oFE Fo A 7 FzhE HF AR FES ¥
g A IvS 9 A5 TCHI LDIZEE 71A X9
vlsl) FoF 125, 245, 525 Heo| BF folsA Ast
HAHp=0.001). TGFL 7|M A sls] AHsl=igd
HDLZH A53Aet A2 folgt Wal= oy
At SVS 9 79 TCH LDL#S 58 73l
A felEA A= Aok p=0.001). TGF-S 277H24

FelA BAHeR felshA A 381E 31 (p=0.008), HDL
e 277klA A1A A Bls] fo)EA FrHEAS
(p=0.021).

AT 71z F VS F3 SVS ¢ 2lelA TC,
TG, HDL, LDL2] ®W3} 4= (Figure 2)9} 2o}
o W3S vEE Filksled BH F 5259 o
F 717 & LVS &2 TCZel 23.9%, TGZ:el
12.3%, LDLZtel 36.1% #Aadtgev], HDLZS
7.8% Z7Vsldtt. SVS & TCgkel 24.1%, TGEkol
20.5%, LDLZ}eo]l 34.3% 7}43l9.2w, HDLZL
11.2% Z7}slE=}H(Figure 3).
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Fig. 3. Maximum change rate of lipid and lipoprotein concentration: (a): Total cholesterol, (b): Triglyceride, (¢): HDL
cholesterol, (d): LDL cholesterol.

Table 4. Mean percent change of lipid levels (Mean+SD): Lovastatin vs, Simvastatin

TC TG HDL LDL

LVS —24.4+10.6 —0.9+374 7.4+£18.3 —34.8+13.8

12 wk SVsS —234+11.4 -3.5+52.7 7.8+17.4 —34.0+£15.3
p-value 0.799 0.786 0.910 0.772

LVS —23.8+13.2 -3.7+34.1 3.9+21.8 —34.3+£16.5

24 wk Svs —22.8+11.9 —12.2+38.9 12.5+24.7 —31.1£12.5
p-value 0.701 0.249 0.071 0.298

LVS —21.9+12.5 -0.6+40.1 9.8+23.3 —32.2+16.6

52 wk SVS§ —24.2+12.9 -8.4+35.7 74x22.3 —33.0£19.0
p-value 0.359 0.324 0.616 0.819

THE X sEo W MalE din

FF A AA FEE J|F2E FE Fo F o9
33t vl (%)e] BEEE vay Ax 2= 77
A TC, TG, HDL, LDLZE X% LVS +3
SVS #7H8] FAIEQ feolAL dd ok (Table 4).
Fof Az 245 A o] Yot HIRS Figure
49} Zt},

LDL Sx=x T sn

FoF Azt ¥ 525714 LDL S3X¢l =gst #
28 = AA A 2R} 1289 F 9579 (75.4%)°]
vk 24%F717 LDL XA =3 BAbe] o
LVS T°| 609 3 379 (61.7%), SVS ol 684 Z
447 (64.7%)°153-27, LVS 3} SVS 7k EA 1 Hel
o432 sl ch(Figure 5).
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Fig. 4. Mean percent change at 24 weeks (Period 2) from
baseline

DL SEX[0f =5t R AZiel v

AA A} 22} 1288 £ LDL HXX|e| =23 &
2} 957 0] LDL ExEX|o| =E3p7|7kA] 23 |71
HEg2 VS 9 A% 100.1£77.79, SVS 7+ A
% 99.8+73.1¢ o} S (p>0.05).

S EXhzol okF &3 Hlu

Exlel 54

2 2R (0] DM group)y AA WiA &A} 37
2 2 3] 153(d0.5%), ¢3Ae] 2279 (59.5%)°= A
el glejA] LVS 23 SVS #70ol f-oskAl ekgk
o}, 3xle] FFAHLE 5464019, AR 71 2
A vkl A= 7H(18.9%), 270 oA FAF= 30
BBL1%)CE F F7l BAHLE 23tk (p=0.01).
ol Tl &Ale] Fof] 9loiM SVS F¢] 3R} UL
LVS 29| 3z} R 24) o)A} @ Ao 7lelsh=
Zeolgt A4 DM 9] £ A XA v= F A

Table S. Characteristics of patients in DM group
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Fig. 5. Cumulative percentage of patients reaching the
NCEP-recommended LDL cholesterol concentration.

A QA x| HFE TG 32 1906 mg/dlE HIN
°] 170.3 mg/dl, CHD Z°] 167.7 mg/dIQl¥] #]3}e]
Aoz & Helglvh(Table 5).

DM oM 71AR AR B=g 7EeR wilet
¥8(%)2] BEFS vlLd 2 BE A F 2
ZHl EAAQ AL ¢l (Table 6). FF 245
F A »xo) i HIEL Figwe 64 Z

LDL SEX| g9 vl

LDL E¥%x/¢] 130 mg/dl °|3}2 #3189 #A} o=
AA A} A} 36% F 349 (94.4%)°) AT} 24571
LDL EEA] =243 82} = LvS ¥ 1298 F
8 (66.7%), SVS T°] 2549 F 2194 B4%)lH F +
7k EAAY AL dsiekFigure 7).

LDL SEX|of =3t 37 Ao Hm
DM oA LDLZte] 130 mg/dicl3}E. ZHad 3}

LVS (n=12) SVS (n=25) Total (0=37)
A4 B2b 5 10 15
o7} 7 15 2
a5 ) Mean=SD 58.8+10.7 52.627.5 54.629.1
<2 3 4 7
Risk Factor *
2 > 9 21 30
_ TC 300.3252.8 262.6£35.0 274.8+44.6
z?%i:di 6 184.1465.6 194241002 190.6:88.6
(mg/dl, M;aniSD) HDL 57.4%13.5 47.3+10.1 53.9+11.7
LDL 206.0+473 175.8+28.1 184.4+375
o Fasting 1512 161.3 158.1
BT A PP2 265.9 280.0 275.2
( mg/dl)
HbAI(%) 8.1 89 8.7

*: p=0.01
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Table 6. Mean percent change of lipid levels in DM group (Mean+SD)
TC TG HDIL LDL
LVS -26.1£10.3 —12.3+49.9 1.2+15.8 —41.4+7.8
12 wk SVS -28.3%11.0 -22.1+34.8 6.7x15.4 -36.5+£16.2
p-value 0.598 0.075 0.396 0.405
LVS -27.4+17.6 ~19.7+37.1 5.3%£23.0 —44.8+11.2
24 wk SVsS ~28.2+11.8 -21.6+48.0 11.6x18.4 —34.7£13.7
p-value 0.883 0.853 0.355 0.051
LVS —24.7£10.1 -19.2+63.4 0.6x19.3 —38.2+9.5
52 wk SVS —28.0x13.6 —17.7£39.0 29+144 -36.7£21.8
p-value 0.520 0.571 0.731 0.858
%
100 | (% 96
/8.4,/.
83.3
80
68—
60 66.7
58.3
40
—— VS
20 -~ SVS
45 ~44.8 0
0 ’ sod 2% 24% 525
TC TG HDL LDL.

Fig. 6. Mean percent change at 24weeks (Period 2) in DM
group. e

o] HRAe| =Es7HX] AR HFE A7 LVS
1212410324, SVS 104.1276.99 2. A&l $-9)A
= g9k

DEE EXfEol ofF &3 Hlu

Bixle| £M

T ARE(e]3 HIN )2 AA A 34} 39
o F @Al 108(25.6%), “3Ade] 29 (74.4%)02 <
A A7t oF A= "Wgke aed VS 25 SvS
Tl BAA LR foleixE kit siAle) HE o
2 LVS o] 5844], SVS o] 53242 % 7kl
2 f8th(p=0.031). CHD 91&1A} §7} 27} oA}
Ql A} 3= 28 o= ) mgkl EAl $= (1R
2 o]Aolgl e} £ Fk ME FLsA = ekt of
= 7 A g AA pE= F F EF TCH) 273
mg/dle]Ae] T, LDLZES 187 mg/dlo] A2 v)wa Al
& IAEF IAEolsI ek (Table 7). HIN 2ol 3leiA]
FoF A A HEE 7|F0R oFF Fof F Hq W

N

o

Fig. 7. Cumulative percentage of patients reaching the
NCEP-recommended. LDL cholesterol concentration in
DM group.

88 nw A3 VS 5 SVS ¥ FAH
o2 91912 H (Table 8), FoF 45 F 7 7t A
A sz i H3E-E Figure 8% 3t

LDL BZx| EEC H|R

HIN & Wi LVS 29 7% 3= 71 o4 v
wkel 82 & LDL ZEA7F 160 mg/dle)dhel #Hz}
E 3909, 98UA £ VAN CHD 7154
S A QoA B2 130 mydielste]l BAp7) 37,
A3 AR 7t 2] oA =E HA] 130 mg/dio] el
A= 16l F 229 F FoF A F 245
74 LDL EFA|e] =238 A 17%H(77.3%), 52
ZF71A =23 A= 189 (81.8%)0lgth. SVS 2
F 1799 3= F AFAA F7F 20 wEkal b
2A} LDL E%A)7} 160 mg/dl o3k 22} 54, ¢
ezl $71 24 o|ASE LDL HF#F*7} 130 my
die]slkel 27} 1299l edl, 525704 LDL %
Ao =2t A= 149(82.4%)0|%. LVS &3}
SVS Z7kell sleld Tk F 24571%] LDL E#X
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Table 7. Characteristics of patients in HTN group

Kor. J. Clin. Pharm.

, Vol. 12, No. 1, 2002

LVS (n=22) SVS (n=17) Total (n=39)
AEE) o ° y ”
o =} 17 12 29
A= (A y* Mean+SD 58.4+5.1 53.2+8.2 56.2+7.0
. <2 6 5 11
Risk Factor (%) . 16 " -
TC 278.7+30.3 273.9+27.5 276.6+28.8
xii—;dg TG 178.3267.3 161.1272.0 1703+76.1
(mg/dl, Mear+SD) HDL 52.1x11.1 51.6%12.8 51.9+12.1
LDL 191.0+32.9 187.1x28.3 190.2+31.4
HadgA Systolic 152.0 152.8 1523
(mmHg) Diastolic 92.3 96.2 94.0
*: p=0.031
Table 8. Mean percent change of lipid levels in HTN group (MeanzSD)
TC TG HDL LDL
LVS -249499 -13.2429.4 11.5x18.7 —36.4£13.5
12wk SVS —26.7£13.5 —4.2+44.0 3.7£16.8 —34.5+185
p-value 0.679 0.531 0.251 0.749
LVS —24.8+7.5 -10.8+24.9 5.5+19.0 -34.9+10.5
24wk SVS -27.7485 -19.3+35.3 6.2+£22.0 3142147
p-value 0331 0.501 0.782 0450
LVS -223+74 924344 8.5+21.2 —-32.9+10.7
52wk SVS —23.8x16.4 —3.1+45.1 49+193 2944275
p-value 0.721 0.674 0.589 0.616
15 |mLvS 100 (#
556.2 L BYS) 82 4 82 4
80 76.5 81.8
77.3
60
40 45.5
——LVS
20 —a— SVS
-55 0 0
TC TG HDL LDL oty 123 24% 505

Fig. 8. Mean percent change at 24weeks (Period 2) in
HTN group.

of =3 ¥A&S viwd A3 FAHLE {23
A sk} (Figure 9).

LDL SEX|0| =28t B2 AlZle| HlI
HTN Zol|A LDL E&2)7} 160 mg/dl ol3}el 3k}

Fig. 9. Cumulative percentage of patients reaching the
NCEP-recommended. LDL cholesterol concentration in
HTN group.

§93} DL %7} 130 mgdl o3}l BA 314S
3t AA A B3} 398 F AT 717 Hell FFA
o] =&l ASE 329 (82%)0l% e, XA =
D377k AR HF A2 LVS Fol 106x83Y,
SVS o] 62.1£229 ©] 5 TH(p=0.044).



Lovastatin®} Simvastatin®] TX| 82 X & ]

Table 9. Characteristics of patients in CHD group
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LVS (n=14) SVS (n=17) Total (n=31)
A ) At 7 9 16
o 2} 7 8 15
A ) Mean+SD 55.0+8.1 58.8+8.7 57.148.5
Risk Factor (4 ) <2 7 2 ’
=% 7 15 22
TC 243.1+32.8 258.6+36.8 251.6+35.3
jxj;di TG 159.8+69.9 174.1266.5 167.7467.2
(mg/dl, MeaniSD) HDL 52.8+15.9 49.1+7.2 50.8+12.0
LDL 159.6+29.4 176.1241.1 167.0+36.5
Angina 9 7 16
CHD or AMI 4 3 7
other AVD
a4 (d) Stroke 3 4 7
TIA - 1
Table 10. Mean percent change of lipid levels in CHD group (MeanxSD)
TC TG HDL LDL
LVS —24.4+123 —6.0+39.0 13.1+25.8 ~34.3+15.6
12 wk SVS ~22.4+8.8 -13.1£30.5 6.326.5 —36.9+8.1
p-value 0.680 0.482 0.478 0.673
LVS -15.3+14.1 —3.5+26.7 3.5+35.0 -17.6223.1
24 wk SVS —14.6+112 ~13.8+38.2 12.7+31 4 —26.749.9
p-value 0.890 0.286 0.283 0.253
LVS -16.6+152 -12.7+362 16.0£33.5 —18.6+21.2
52wk~ SVS -23.9+10.8 ~14.0+43.2 11.7+28.1 -353+13.8
pvalue 0.405 0.866 0.765 0.112
ZhatSUEE EXtHo| ofF S H|I (%
25 B|LVS
Hxlo] EA 27 msvs |
WEENAR PA7(el3 CHD ¥)°] 548 1 - )
et A A LDLgLel LVS 2 A 159.6 mg/dl,
SVS 79 A% 176.1 mg/dlE B F o] uls)
A PkARE NCEP-IA] o8 A &9 7|F:02 A 7.
AlgF 7k2) LDL 130 mg/dl o]ARTh= &2 A -26.7
E=S Heldlo. gixle] Al glelA] T 7+ EAA
Ql freAdE gdddh BRI ZA Qe AdaAs
L2x FHAZEo] 169 (51.7%) 22 7HF wgkow A
TG HDL LDL

=7 o] TH(22.6%)°1ek. HEF 7H(22.6%)°] %2
o, I3 HZEF(TIA, transient ischemic attack) 2
15 ¢] 5 eH(Table 9).

FHE XEH szo| U WelE Hln

CHD 7| 3leA 7|H#e] #d 525 r|FEo=
Wt vlE(%)9] HhS vlwe A9} LVS 73 SVS
74 BAA Q] F24S glddvhTable 10). F2F 245

Fig. 10. Mean percent change at 24weeks (Period 2) in

CHD group.

F AA g 4 HIE-2 (Figure 10y} 2
DL SEX TEE H|n
CHD ¥+ W4 &2} 319 5 o4& 7o 527 71
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Fig. 11. Cumulative percentage of patients reaching the

NCEP-recommended LDL cholesterol concentration in
CHD group.

Table 11. Frequency of side effects

Lovastatin ~ Simvastatin Total
(n=60) (n=68) (n=128)
Digestive system 5(8.3%) 6(8.8%) 11(8.6%)
Flatulence - 1
Indigestion 1 1
anorexia - 1
abdominal pain 3 3
Constipation 1 -
Body as a whole 2(3.3%) - 2(2.3%)
Headache 2 -
~ Myalgia 3(5%) 4(5.9%) 7(5.5%)
Total 10(16.6%)  10(14.7%) 20(15.6%)

LDL E3x] LDLZtel 100 mg/dl ¢]8l2. #j3ld 3=k
e 99 9%)elder 2 FEHEE= VS ¥+ 39
(21.4%), SVS T 6% (353%)°l%w . LVS &2 39 =
F 1974 LDL 100 mg/dlols}2 A3t=lgl o, 2
T4} 377l A target LDL goalel]l F718 =3l
A= ok svS 2] A$ 177kl A LDLgkel
100 mg/dl °]3}2 Aste FA= A2} 19(5.9%)
o] 277kl|A LDL E-EXo| =239, 59(29.4%)
< 3737k LDL H5FAd =gslgde. 594 145
% LDL Hx&Ael] =gt 3x}e] A& slor] F
7kl BAAQ o4 gt (Figure 11):

LDL SEX0] T3t Hn AlZie R

CHD ZellA] LDL 100 mg/dle]3}2. #3}5l 3kx} 9
He] LDL EFXo] =F3l7|71A] 27 HHF A7k
LVS o] 62.7+8.1%, SVS o] 229434842 F &
7t BAALE 5238 (p=0.000).
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2EfEA ofEe] APl F=go2 g dExl
7715 Aelel T8 Aol WA WEE 117]% Aol
734 aminofransferase (sGOT/SGPTY7} AA} W8} 3
v o)A} AeeE 9= 9lsleh. Myopathy:= myalgia®}
T80 s F2402 1= myages T4 3
A} 77 % CK(Creatine kinase)S ZAREH $E 6712
2 o] F CKzkol A4 WHES A5 AE o
o 3}l 3AEle FIbEgl FERge] A viEe
A A7t 8.6%2 71 Wskow, B]Eo]zq]l Al
Zae g TELS w43l FAE 23%GTHTable 11).

Cardiovascular events &4 0{%

& 717t ol cardiovascular events(angina attack,
acute myocardiac infarction, stroke)® 7 ¥3F A=
alglt}. Lovastatin = % DM 9] 3z} 190] o=
W A 7o) B5E 343 A9 ey, of
¥ &3] e ARE ¢l

OE 8 EE

Lovastatin 603} simvastatin 682} =S Ake
2 52F7e) AT 717hE AdAsld F R0 A8 &
o} Hakge] Wyl wixE FPHoE A7 2
I+ ¢FE- ¥ I3 total cholesterol3} LDL cholesterol
<€ FE Fo HEE A FG

Lovastatin 2] 73-%- ¥ total cholesterol> 23.9%,
triglyceride 12.3%, LDL cholesterol 36.1%% #3}=|3]
©u, HDL cholesterob- 7.8% %7}513ic}. Simvastatin
#£ HF total cholesterol 24.1%, triglyceride 20.5%,
LDL cholesterol 34.3%% #3}=%.2¥, HDL chole-
sterob 11.2% %7181e). ol 344732 3k=}lE o
Ao 2 & simvastatin®] Eahe} F-zh8ol A3} wlogul
9] QAo Fok Y F dF AR Fx w3}
2 TC, TG, HDL, LDLZ} 44 -27%, -15%,
+9%, -39%%% As}t fAb?. A FEe] FT
¥ 38 (mean percent change)ye A& 733l Falol] 9l
o] ¥ okE7ke] 23 Aol glolch

Frohlich J. 52| 79 25l total cholesterolo]
240 mg/die]Are]l 3L triglyceride”} 350 mg/dl ©]&}al
primary hypercholesterolemia®t2} 2984-& A} 2 28
Fo] o+ 7]7FE<t total cholesterol 240~300 mg/dlg!
F 300 mgd oA & ZL IE re]
lovastatin 20 mg X simvastatin 10 mgS T3l
$ @ TC, TG, HDL, LDL 3}¢] 3= lovastatin 7
g F 219 AS 26%, —11.4%, +3.6%, —33.4%,
= 119 A% -307%, —21.9%, +9.7%, -37.6%°]3]1S
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w, simvastatin T3 F 18] ¥ -26%, -16.2%,
+78%, —344%, + 1¢ AF¥ -303%, ~-169%.
+7.5%, -36.8%° . F FE2] Bl 9o FAA
ol A& 94l simvastatin® lovastatin®] 1/28-
Fo2 AR A % A3 &2 vehige.

AT 717t Bt NCEP-II¥] 7]&e £]3F LDL &%
Ao =g A} &S B Rof 525 Fx
lovastatin = 70%, simvastatin 7 76.5%2] 2A}7} -
F2 A3F LDL cholesterold]] X@3lem wHF &g
AlZEE ZHE 100199 99.8Y 01T FHES} B
79} S SR 8 AR 8915 M E 7
s Holof g Ao},

DM 9 & FF-Fdd wle] GE Fo A
triglyceride®] F=7} ke o]i= NIDDM $x}¢]
A 2o AdeH Al FUiEe] deFle] Fol
Rz ZhllA VLDLS| AAs Eul7p Z7l5 o
hypertriglycemia®s- & 3= 7oA 718} Lova-
statin?} simvastatin 25 42 Fo] HHr}l A 2%
£ A Bl S 4 4 qglen Al
T Aze] ool =go] @ Aoz Ed

HTN o] lelM= A8 &= lovastatind} sim-
vastatin 25 9FF Fo] AHHr} HH total cholesterol
3 LDL#E 5AALE feojsil Aeirlzl Aoz o
ePdeh. Triglyceride?tst HDLEEE EA|2 o2 $-2)3)
HEE ofHgARE, 7 b BT oFE Fojdxo F
q -147%, -163% A AIHI, 14%, 7.5%% 27}
%o}k LDL %47} 160 mg/digl 843 130 91 31
HE EE A A B 397 F 5 24571
LDL BxXol| =gt 2] a3 =ghafglelA
simvastatin o] ©] W] X wa] =eside

CHD ol FoF 245744 LDL Z%X7} 100 mg/
dio]3lel] =23t 2kr}e] 2 -go) 9le A= lovastatin
T 21.4%, simvastatin ¥ S5.9%=Z A vlelyicl
Target LDL goalel] =23t 3o A]7-2- lovastatin 0]
6274, simvastatin 7-0] 229942 X F7tof| A|7b X}ol
7h vhe Flelle FoF 525747 HFH 22 DL HX
Ao} =t FA}7} lovastatin 22 7S 125 w9} ¥
gglo] 21.4%%1 ¥hd, simvastatin T2 5o 1250l
0%°]192m 5277kA] 7HAof - fe] 353%HE &
o] lovastatin -2 W]E we] LDL EFXx|d] £g3)s]
ot dTF 717 B £8P B3Rt gleiM
v o] FFEXol| =3t SRt 912, uka simvastatin
T FoF 1257 A F 2-37belA L2 20 mg
L2 ZES 339 At Aol S v)Al AL
2 A7}, o9} 22 Avle= QF 7| F AAHF
ko] Frhy e oEFe] Wge] givhd CHD
o sleiAe] LDL E3x =g-go] Wel sl
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S YL oujEick CHD &9 AAE A4S HF
LDLZte] CHD ¢ LDL 5% 100 mg/dl He} H&
107.6 mg/dl, 111.3 mg/dl°]9d:ﬂ, LDL H-EX¢] =3t
A7) B2 syl Blsl vl Aok o] A2 w
5 oE Fo AEr Fo Fo A pErt TAHS
2 fojsAl AslEz]e AR YA L2 CHD &
9 AAPZ A2} v|EIAHOE AFPHL 9dHE 2
u)sl CHDE k1 Sl ko] &9l o] A oy
< 8iMEe Hde 4= 2389 DL 32 100 mg/dl
o3lZ A8}A)7]7] $1’3F HF2l 227} dasi

Lovastatin 7} simvastatin oA SAY3F P &
V% Aeut THEAX Y] Ao 22 AFH F-
zhae oot o2 3 YEhd 2k 4dES
A ie dqFRe] dF F 549Ft 444 A
E dAeR 3 48 ATolA gl dAEE Fiet
FL o 197 AP} FELAE] S Ve
I, 025%4 =2 AL 10d) o] T EAA F
7}5 vebieh?. =3 529 B9t 6605499 #AE T
Ao 2 g AFCAPS/TexCAPSoll A lovastatin 20 mg
Fol el Hahg dE o] gl z 2HEAA] ARG
T8 B4R AAe] HEEe gk dAeS 3
b L W 22 04%, 0.1%[F. E AT 717
5 Aol T8 EAX] Aed) FAT F3Ee]
A e ol AT 7Izbelnt tiA B} 9 2
o] AT = WollA Xpol7} vhaL =3t F3FH A7t
Zk= Hakg wuede] gk diReZ yzE Al
7V B4l SR YL 2E A TRk
°] 86%= 7F¢ wbed oA 2EAL A &
g Fzkgo] ARA e o2 FR AR Y,
lovastatin ¢] 8.3%, simvastatin 7 8.8%% F +7+2]
WA ul el gleiA Zol7l QUi A 298] ##
A2 AL 2 2857 lovastatin 20 mg?} simvastatin
10 mge] E3ol AL wwg dFere] HF
A b odEge] 22 10.1%, 107%9" A3
9} Faksleh? B B4 F cardiovascular events-}
strokeS AE A= 7 7+ 2T gl

ZABA 27 ovastatin?} simvastatin FF IX|HEF
xRl A FE2E AT FEILH, sim-
vastatin lovastatin® 12 £%22 fAlst &4&
vehligla, skAe] QM ®E T FEZ ] Ae]7}
Ss=t

TNCIETT

2 A7 H7|$F/KISTEP A SRzl g
AT7E A ATnlel o) pRPHK R o
o] ZAR=RIYTL
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