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BT FEAR AT B Fity &5 AR AT T %A A 45 1 LDL-
CACR BT BN T 12 P FP RIS 259 , 1l & mT LA
i LDL-C /K- P A 50% , J5 & MR 1 50% , [l i —
FIA A A —E BB L JHR HDL-C /K, Al
FBTFCERAMTT , B &7 A A TT 50 AL 17 97 1% AT AR
R — R LDL-C X %8 & 5 HDL-C /K
ST LI PR 32 28 5 BA 2, H i Bl = A S I IR
R

4 B H

PEAR R A A 7T 25 245 ) KR i Ak R 9T (BITHE
AT 80 mg/d  Fi &F AL AMLTT 40 me/d) X 564k 2 ik
SRR Ak R TR S B Ak
5 ®RIEIT

o WS A e R 3 [ BT AR AT
L AT E A5 B K 0 208 S h 2 5, A Ak
5~7 B

o WFT A IA] : 2008 4F 1 H 22 H % 2009 4 6 H
120,

o WF5E ik Zrful RITBEE L BEMLAL XUE I
IRIFSE .

o FFENTA : (1 AFIRIEFITE 18~75 % , &/DFH
1 S AR 3 k45 A8 20% K L b H R ™ RS <
50% ; (2) LDL-C 7K~ K F 100 mg/dL (2.6 mmol/L.)
FLAT 4 8 N A& IR 7T 28259 5 (3) 30 4 )5 9 R
FH AT 225 W i He %, LDL-C 7K SE 55 K T 80 mg/
dL(2.1 mmol/L) . LAk, HERR O 32 i AL B i iR )T
AT 3 A B AR A AN 0 T B )
A0 IR (4% B0 I A4 TR e 2 Il i IR
L1 EIKF->1.5 ULN) [ %,

o TR : 1 5T, ABERRE L 121 BEALEL 65
BCPAL . — A2 BTFEARATT 40 me/d, 55— 2457
B &P FABTT 20 me/dIGYT IR Sy 2 JH A B Bl
B 2 T 2 i RIE R AR AR M, OF
PLBEAE M5 A IR Y7 AT L 2K 5 2 J8 e e Uik 2 )5
LDL-C X T 116 mg/dL(3.0 mmol/L) } H it = Eg(% T
500 mg/dL (5.6 mmol/L) f [ i A T — B Be ik 55 ;
X BEFF A 25 R R 12 1 EL B FRR BEAL S R PR
53 7 2 390 25 (BTFC A AT 80 me/d Ehi &
FABTT 40 mg/d) INRYT , SITHE 104 J

o VM FE A 32 B S A oy ok A A b BRE B
1AL H 4y Lk (percent atheroma volume, PAV) , YK %L
25 H8 B R b UE AL BBE B AR B (total atheroma

volume , TAV) .
6 TEHLR

6.1 BEIFME

A A 2 A 2 R AR T S A 1385
] B AT — B Bl AR 48, 3 2o B AL 43 Pl
Horp 691 1] 3 9N A BTFCAR T IR T 4L, 53 41 694
B E AT TR 4L . 48 104 JE SR AL IR T
J& AT 1039 B (75% ) AR 1R 5, Ho BTG
HeAth 7T 41 519 1], Bt &7 b 7T 4 520 1], I Hoax 2
BAMRLKF (R DESITEEL EEA
Ltk

x1 BRIEFEBUWATAIERENER
BTHE AT 4 Fady fofh T2

5 b5

(N=519) (N=520)

AR (4F) 57.9+8.5 57.428.6
HE(%) 386(74.4) 379(72.9)
Hf A (%) 500(96.3) 496(95.4)
IR EFEE(Kg/M?) 29.245.5 28.9+5.0
WE PRI (%) 87(16.8) 72(13.8)
e I (%) 367(70.7) 364(70.0)
IR (% ) 157(30.3) 179(34.4)
20 U ZE (%) 137(26.4) 117(22.5)
B 2 Mt 48 H eb IR B0 ik

SR (%) 112(21.6) 131(25.2)
ZHTH AR TT 25 (% ) 319(61.5) 303(58.3)
GIFHZ (%)

IR R AR 5 508(97.9) 507(97.5)

B 32 M BHL ¥ 71 317(61.1) 315(60.6)

M8 E Rk EFALRGIIHI R 231(44.5) 226(43.5)

M Bk E T ZEEiH 82(15.8) 87(16.7)

6.2 H{LIEtR

P22 104 Jil 19 2 ) B4R TR T ) | B AT Al
T 20 LDL-C 7K °F & 2 I T Bl 4€ fR il 7T 41 (P<
0.001) , ¥t &7 H4 At 7T 20 HDL-C 7K “F- 7R % 35 & T Ff
FEA AT 44 (P=0.01) ; Fiy &F o Ath VT 41 LDL-C<70
mg/dL (1.81 mmol/L ) 1 8 & N & & T P46 4L
7T 4H (72.1% vs. 56.1% , P<0.001) , 3% H. LDL-C>
100 mg/dL (2.6 mmol/L ) Y & 5, i FH B 4 £ il
TTH) B ABUR 22 (4.6% vs. 1.7% , P=0.04 ) ; {E15
— AR, C 8 A K OF AR P4 P 22 R R
(P=0.05) ; HiA A= A48 b I A2 b % bE A B UL
=2,
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®2 BEEMBLATREENIER MERBRILE

Lkt VAT IR
bR BIFCAEMbITAL  ERdTHfiT4a P FIFERRAMLTTAL  HhEF AT T4 P
(N=519) (N=520) ) (N=519) (N=520)
JIE s
BB (mg/dL) 193.5+34.2 193.9+34.1 0.86 144.1£1.2 139.4£1.2 <0.006
LDL-C(mg/dL) 119.9+28.9 120.0+27.3 0.94 70.2+1.0 62.6+1.0 <0.001
HDL-C (mg/dL) 44.7£10.7 453+11.8 0.41 48.6+0.5 50.4+0.5 0.01
4 HDL-C (mg/dL) 148.8+33.1 148.6233.0 0.91 95.4+1.1 88.9+1.2 <0.001
LDL-C : HDL-C 2.8+0.9 2.8+0.9 0.81 1.520.1 1.320.1 <0.001
HiH =g (mg/dL)
L REDRA 130 128 0.55 110 120 0.02
LV A 97~177 91~181 87~150 91~159
HAEE N
B(mg/dL) 104.9+21.7 105.4+21.2 0.68 75.120.9 72.5+0.9 0.03
A-I(mg/dL) 126.2423.3 128.0+25.2 0.23 137.7£1.0 146.8+1.0 <0.001
B:A-l 0.9+0.2 0.9+0.3 0.72 0.6+0.1 0.5+0.1 <0.001
C S48 H (mg/L)
LREDAA 1.5 1.7 0.29 1.0 1.1 0.05
LV A 0.8~3.3 0.8~3.8 0.5~2.0 0.5~2.4
A (mg/dL)
ERER 97 97 0.74 99 97 0.49
LV A5 90~110 88~108 92~112 90~110
WAk 21 8 11 (%) 6.2+0.8 6.2+1.1 0.45 6.320.1 6.3+0.1 0.82
IﬂlE(mmHg)
e 130.6+18.4 130.2+18.1 0.72 131.220.7 129.7+0.7 0.16
kI 77.2+11.3 76.6+10.7 0.39 77.8+0.4 77.00.4 0.18
6.3 BITAR 6.4 REM

3 04 PR S BRI IR T I R BT A
bR PAV 5 R ELY7 8048 b5 TAV T #3697 J5 BE B AE
o AR BT B0 R R, PAV 7K 88 AR VA I i
HA W EVE FFEL-99% (=119%~-63%) vs. —112%
(=152%~-90% ) , P<0.001 ], {H & Wi 4 F W A 5 I
F B E 2 7(0.99% vs. 1.22% , P=0.17) , H W 4H 15
F PAV 45 /N N B f B 3 22 57 (68.5% vs.
63.2% , P=0.07) ; i — 2 1 W24 o b & B, Hoh £
PE(P=0.01) . £ HDL-C 7K F /& (P=0.02) | JE £k
LDL-C /K- 55 (P=0.02) i) H & 42 %2 B 7 AR A 7T 5
FRIRYT Ja PAV U /D i B 3 A B B, L A% S 4 ) 22
RN

XTI ZH TAV #4750 4T , K B &7 A A 7T 41 1
TAV 45 /N FE B 8 K F BT A AT 4H (-6.39 mm’
vs. —=4.42 mm’, P=0.01) , HLEG&F AT 4L TAV 471N
M NECEE 2 F BT e AT 41 (71.3% vs. 64.7% , P=
0.02).

50 AL R R LA SR R A R AL
PR B6 2 B0 S 00 L gk . P 3
SEBTFE AR TT 40 % A5 ALT F+ i 04 Lo 49 &5 T 56 47 1%
MITIEIT 4 (2.0% vs. 0.7% , P=0.04) ; B &F AT
21 H B IR AR F B A A T T AR A T 41
(3.8% vs. 1.7%, P=0.02) ; HoAx AN RS, 4 Ui hg
SR CAST TR & &R WAL A W 25 5, B
RS B S A 15 O s 4 B A 3R 36 A i A
H 3.

7 4 it

R BT HE Al 7T (80 mg/d ) B H AF AR AT
(40 mg/d ) BEAR AT # AT LA 206k 42 70k 3l ik ks
B AL R R 5O RS 5 AR T BTG ARt T T, o T 3 7 £
T i R T AGRAS AR AY LDL-C S48 1Y HDL-C
KA (B AT AL R E B BT LA S TR R
(PAV)XT LI A B EMEE R
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x4 ERMEUTREHRDBSBEFRELEHEE

BTFE Ml 7T 20 F T HoAl VT4

i (N=689) (N=691)
Lo I AE A (%)
b BT 2(0.3) 2(0.3)
LA ZE 11(1.6) 11(1.6)
[ EriiRaL 2(0.3) 3(0.4)
{EBEAR A AR LLZYRE  13(1.9) 16(2.3)
kAo Lz 5 g 41(6.0) 42(6.1)
HERF 0 A 49(7.1) 52(7.5)
SLYG E AR RS (%)
REZ IR E M >3XULN  11/668(1.6)  3/668(0.4)
TR 2R % 2 Bl > 3XULN 14/668(2.1)  5/668(0.7)
JLRR S i
> 5xULN 5/668(0.7)  2/668(0.3)
> SXULN £ PRk 0/654(0) 0/668(0)
> 10XULN 4/668(0.6)  1/668(0.1)
i LA R 11/654(1.7)  25/652(3.8)
L& T > ULN 20/668(3.0)  22/668(3.3)
HRORA T BIREC(%) 142(20.6) 145(21.0)
BEER 53(7.7) 54(7.8)
ANRFF 48(7.0) 45(6.5)
ERY 9(1.3) 20(2.9)
i 2 R 16(2.3) 13(1.9)
HoAlh 16(2.3) 13(1.9)

8 i

M E AL 2 B, S i A 8 gk IR 3B T R A 4R,
JERHE BB ZRA . 201157 E O &
B R ABER R F 2010-2030 4+ EH 35~84
PN AN A GNT F RN 1 & R ANE F S
Sefe e p ) FHE I A KT 50%, I, A
20 K 3 Bk F A i M (GRACE) BF L 3 2
T, B RELEEREONANLERT FPHFE
HOUBAERE 5K 25%,4 F ERBAET HiA
22.6% , i 250 & F ¥ A 50% 5 T A S AR
., XEBEIFEZEBLEE, L F30%4 0
EHZ IR, 30% Kk EF AR, A5% B A 15 F AR
HEAEAR R R EFHRAET, KBS ARG
IARR T AE, & B KI5 R AREA A IR,
AR G CRAT R B A E M TR S IR
A/ =B M Ewiay, BAr, B R E KIS
—HRH AERCRKREZMEH T EHELRL
SAE R R JRIE B SRR W R TR 4 42 B AT

ZERBCHELE RIAG R ERLIEFT REA,
PURE #F 50 (R B} & A2 o B R AE K 8 o 8 % I %
H_BIAG Y RIKAZ)ERE T, PER
S & AR AU AR T A B AR TR ]
RikFHBEAAN T RREL2ARER
A AT R B BT R IRKRA 15.5% .6.8% .
7.8%.2.0% , ZA&T B 7 B KT, 55 24T £
2 4 ey A R FARARS

AP B Sm | B S5 A B R B AR AR AL M
IR, LIRS IR R P A BI R B IR R R
FREZHEGCH ZFZ—, L RE LB Z I IRH
FEREAC . B Bk o A AR A E R AR T LA KR o
F IR, LDL-C 7t & A Zh BB AR AL R A 09 £ -2
%, M IT 3 25 4 B AK LDL-C T VAR B 3h Bk 35 4 5%
TR IFREE L3R, RAAEL G KX I 0 45 RIE
S, R R AMIT K B My BEAT Z RTA T VA R E R K
o FRALEA N B AR Bt — B SR R
KA BT £ 2 M RRAL B T E T AL K )
PRBARACH R, EEZH B E BT E AR
BRI AEARRACAZ B AT AT e R AR R T T
VAT RO Y We R IE AR K A BT AR H T K 25 4
SRALE T F A R,

AR R R KA B T He XA 7T 80 mg/d & 4 4F
AT 40 mg/d 4F A 3R ACL 25 7 B HAT S P 0 K
AR AL IE RAF R, KR4 RE WG /T4
B HF 35 LDL-C R -F [ T 36 4% 42 77 (1.82+0.03)
mmol/L, vs. ¥ 4AF & AL 7T (1.62 +0.03) mmol/L., P<
0.001 J4& F 70 mg/dL (1.81 mmol/L) —— B &I 4§ &
P 3% = 4 49 LDL-C 42 4] B 4%, 5F B HDL-C ik %)
T 50 mg/dL[ /T 3 4& A4 77 (1.25+0.01) mmol/L vs. 3%
A7 A 7T (1.30+0.01) mmol/L, P=0.01] #9 3% & /K
T, EAhF LR BRI AR B T AR R
AR R AR AT ARG RO . X X IR R,
i3 p T K 246 U7 ik 3] 415 49 LDL-C \HDL-C /K
T 5T VA i 35 AR S BRSB AR R AL B A2

= F AT AR FER AT LI, R
AT ARAML T 2 B T VAR AR 44K 69 LDL-C & % 5
#) HDL-C 7K -F 42z 40 8 & 09 £ %97 S48 A ——
PAV 4 R FTHAZE L e R T 2 F A
%t R E L A2 Z I BRI, B A AEE
PR REE, ekt AL HDL-CKF & AL
LDL-CK-F & . Ml Ea A B o 0] 7 28 550 AR 5
St TR BT A AR TAV A% A 384T R A 7T 41241
T TR A T4, 8 ad X X I 2 R AT R 4L,
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T AR AT 3 2 M SR A S T T B BARAEE AT
B KB BRI AF AR A AR B |
I3 B AR

VR R L B S A RN o N & i
ATt K I A 23 49 Bk s Y A2 AT B i 4
W 2849 PAV T M A2 2 ARR 9 2 (P<0.001) 42 % 7
20 18] F M A2 Ao ik B PAV 45 /s 89 AR e 5 i A
BHEER, CHEFHFT @ AHL05%% FET
BT KB S5.4% & F B2 2 K AR IRANNGE T
R, B2 2 AR IRANNGE T H KI5 ZAN
WAL I RENGEEABRENEL, M E
2 9E 52 04 K B IR 35 AR AR AL M R g ABE P 4R 2 T
RWMRZRIZZHTX—KF, X—4EREF LR
AF 18 3% 9 A 25 4 08 97 1K B 84K 89 LDL-C & 42 & %9
HDL-C 7R T 58 A 2 AR 3 e ABR S ik 40 69 &
AR B TFTARRZATABERE ML, £ F
S R e R R AT BRI, X — e R R T
Sy, AR BRI AR RRAL B0 ZRIAE 6 F
Rk oy R BFH TR AF ML,

FloF, K Pag— I FMAEFRMNIE—F
KR

G, BRI RWBARRAE — Ao i AR
B AT 28T By Kok B Ak = R PAT O LT AR A
Ay BHE R ACEFN, EAKEY XA ZhIT
KW iR A IE IT )G W 464G T 3 K B R AR AR AL
RTFEBE T WA A AT, 2R BAVEE RN LA 1/3
0 B H B2 R ALE JT )5 0 SR R LA K B Bk A
RACRIFH B H L, IR TTHRALER
K I Rk BAERAC LR, F Bk SRR BN
G sEE, H =, Xhidid kT AR BN Z
PAV TAVAE A “3F47 09 3547, BRAEA SCARIRIE @
HhE AR BIEL T RREREEL BCHSEE
AR 5L R BE RV KGR B VAR AR IE B AT ST
Bt A2 AR BRI AR R LK — R
87 A B G AR, PR 45D RAEF R T4 F s Ik
FHNGARKRSE, A AR YL FHECHEFHE
Lpask B30 K R E AR K, B AR B AR
B AX e 3G AT, BT AL LA A0 B AR 3 PR A AR N
VAR B B E MM AR AT IR A R,
IR F AR A FHE AR (a2 KA
B RAIEFmLiE, H =, FRMEEL® AT
T RA 4T £ 24 09 o 2 MEST AT R Bi5 &
£ REMAR AL R RATRF AR L A GRS
T, HTRAEFHFROLF, REBAFS TRAE

BIREAIT RGBT A e AN £,
KA FE A EREGRELA RS TREER
REFT FAPEREMITESGYETTET
X% #%EHIDL-CEAR, B RIEFRE EL
FEFRAN T SHRERTELGSEF" 22
T I AR A g Ak A AT K 4 (A RRAL A =)
KAF BAF G 7 BALAF B — TR R R
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