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(& ZE] BB :S0NNE H =88 (riglycerides , TG) KX 2 i ik 25 A AiE (acute coronary syndrome , ACS) f 4 28 Fz el kA
ANIRITBUG RN . 735 :2011 425 A—20184F 7 A fEARRHNIZ I 4232 Tk ATRIT W ACS B 340 4], 4K 46 TG K43
TG IEH# 4 (TG < 1.7 mmol/L, n=189) , TG 2 J& T+ 4H (1.7<TG < 2.3 mmol/L,n=81) , TG T} 4 (TG=2.3 mmol/L,n=70) , H#HK =
HEF T AR LR GEA RO IEFHAF(MACE) R AETEIL . &R 3HMFARMINZ554 98.3%,96.3%, F197.1%,
TGt 225 (P> 0.05) s FEBEH ] K BE 30 d BT AR IR L 20 J) 380 I A 1 32 JE e L T ARl s il 22 8 MACE
KR SR RG22 5 . RIS RIMRETTIES, TR ST A TR iz 8 LU TG R T M TG T
BT TG IEH41(3.7% vs.4.3% vs. 0.7%,P=0.039;9.9% vs. 8.6% vs. 3.2%,P=0.047) ; TG 52 T E A M TG FHE 4, S MACE
I & T TG IE % 41 (42.0% vs. 38.6% vs. 22.2% ,P=0.001) ;3 4L IA]7E-F- 000 IUEESE (P=0.047) FE 1A P iz B 4 (P=0.007)
J i MACE (P=0.001) Ky Kaplan-Meier ML ERBRITFE L HAET- 348 Kaplan-Meier AV A S W M s =i
(P>0.05), 518 :TCThm iR LI B0 AN B 5 2 A DRGSR 312 TR O JULASE R I 45 P UL 32 o g IR B

BT, S22
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1K %5 i Jig 25 H AH [& B5 (low density lipoprotein
cholesterol , LDL-C) 7E 3/ ik 85 A A Ak % O 1 78 92 95
(atherosclerotic cardiovascular disease, ASCVD) 1% &
A R ETEE JUEMEE R . ARk, R B H I =
I (triglycerides , TG) HJ& 2 5 ASCVD &A= K 1Y)
—ANEHEER HR POl R AR E R IR T i
R F B R R 2" AR F LR
B TG 7K -5 2 M 5k ik £ & 1iE (acute coronary syn-
drome , ACS) J8 3 28 B S kA AT6YT TS 520
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1.1 %

YA 2011 4E5 H—20184F7 A AE S M i 7 B2 B
A6 X0 I R I2 I 4232 56 kA AR T I ACS i
H 476 ], A A 9% [ IR [ B A TR AR 3 R TR
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I 46 A B RO A S5 PR FE (2016 4R &1 T
JO) P B 2 AN TE 340 191, AR Y (65.32+11.22) %, 3
266 14| (78.24% ) , ¢ 7445 (21.76% ) o A ¥EFRiE: D
220 I LT bR A O H B SO K GE SR i2 s @A
Wt J e B A ARSI 5 IR PR 4 LA Al
SEE L R BRTT 2900 o HEBRBRIE : D42
10 TG MUAE , IE 332 A A2 iR 7 i ;@
A HAE R AR AR S 5 B TG>5.65 mmol/L; A5
A Fi B VE LA IR Sl O — B IR 253 B
CKD4-5 11 f 5 o MRS A B J5 25 IR I %) TG 7K
S Al H E ASCVD — 2 Fii b AR IR A3 7K SF- il
S ERRED R =4 . TG IEH 4H (TG < 1.7 mmol/
L,n=189), TG 5 E T 41 (1.7<TG < 2.3 mmol/L, n=
81),TG JFE4H (TG=2.3 mmol/L,n=70), WIF L&A
BEfCHIZE S HIHE, i FR A I TRl 7
1.2 7%

AR TR AR FE BT ] DA 300 mg SN AS 7R A 300~
600 mg B A% Fit 35 180 mg, 25 B2 A% 50 ik m% % 51 ik
ABEAT BRI 5 R I PCLA , th FAA B
BIE AP R JE FIRSUBRHT I/ 245
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Pyz /b LAE BIFERT EIPEAK 100 mg 4 Y/d | SMHEA%
75 mg 4 U /d BOF AR Hi & 90 mg 2K /d.

ABER H 2R 23 12w K L0 iR IS , £
55 137 A I8 [ B (TC) (TG 51 %% B i 28 11 I [ s
(HDL-C) \LDL-C., MRS 0 ph 55 M 7 57 B B I A
HhO I E R, RIS A DL v A R R AR AL
ST RS, ACSZIMIPRIEMRTE S 30k . B
B fE 1112512  iEBEVTIE X RE DT , WL 35 Pl
Vith o BEVT AL BESMIm PRAEIR IRZ5 1% 00
ARJE 9~124 A Z AT IR DM, LKSET L
SO UL IUBEZE A i A PR LIS E O )
by S5 AN K0 IE S 2F (major adverse cardiovascular
events, MACE ) ,
1.3 “%itssix

K H1 SPSS25.0 WA Gt A 1, kA7 $i 4 i e 1
FACEL RO DL AR R R 2] HE AR
X K I E Fisher KiBAMEAS L o IR0 RYTH R
IR ZE (v £5) o ZDREA A BB LEBCR:
R ZE T 22081 K Kaplan-Meier 42 47 2& K
5 LL AN 7] TG 7K V- 20 1) TG S 26 A7 0 A A7 AE 22
Blo P=<0.05 82 5A G018 Lo

2 # R

2.1 USRI TR

= B HEBRAER TC. TG \HDL-C  JE & % g
EALRBE AR EZRARITEE LI (P <
0.001) , A% M0 Y ARG 5 A FAH DG 9 & 06 3 25 57
TogeitFaE X (P> 0.05)

R1 ZABBNNEBITERLE

22 FIRANE T L

S TR B 25 5 h 98.3% , 96.3% F
97.1%, G253 (P>0.05,2 1) ; TR E] JF72s
R AR S A NI SR E A SRS TIMLAE
Vo SEHE bR — 4B e TE I B 22 57 (P> 0.05, % 1),
2.3 ALIRHNE ARG M L RL AR

AEBe AR B BE 30 d I, ZEIRZG I 0 SET L2
PR 2 B LA 1L 2 EE A AR i B
MACE &4 )51, —4lm b Bae it 5% . K
Ja KRG IER , AR 3.09 4F (BT E] 12~96
M) R 9.2% , IRZiHE L = 4110 2 F TG0 it
B, BEVTIIMLAG S O, LDL-C =41 S AFr , B
TC.LDL-C 4}, TG HDL =4[] 22 34 Gi ¢ 5 X,
TG 525 Tt 2 4R TG T =3 2H A BRI O IR BE & A= %
(3.7% .4.3%) I 4E FF- U U 32 i 7 L% (9.9%
8.6%) , LA S E\ MACE & % (42.0% .38.6% ) Wtk 751
FTCIEH 4 (0.7% .3.2% .22.2%) , 7 H G117
X (P=0.039.P=0.047..P=0.001) ., —2H [a) 78 0>
WUREFE A8 1 A5 PR Il iz M A MACE 119 Kaplan-
Meier 4= 77 i1 28 45 B & 22 55 (P {EL 43 5 4 0.047,
0.007,0.001, & 1) ,{H = [H]#EFET -1 Kaplan-Meier
HAEME TG #2255 (P> 0.05)

3t #

AHWEFE B, A B a] Kt e 5 30 d Y, TG 4%
FETH B RN TG FHR A B AE T Atk 0 3y 0L
Bz Ea HALIE I S MACE & AR & T TG
IEHH HERB LG HE L, STNATIER

[n(%)]

FEAKFIE HE(n=340) TGIEWH(n=189) TCRIETFHLH (n=81) TCHEHA(n=70) KIELIH PIE
FARMIZ 332(97.6) 186(98.3) 78(96.3) 68(97.1) 0.496
TR E] (min) 63.00 + 17.00 64.55 £ 17.13 61.19 + 16.27 60.86 + 17.26 0.165
SR

AR 122(35.88) 70(37.1) 30(37.0) 22(31.4) 0.702

B! 117(34.41) 63(33.1) 29(35.8) 25(35.7) 0.905

cHl 83(24.41) 38(19.9) 22(27.2) 23(32.9) 0.082
A ER

L5 134(39.4) 83(43.9) 28(34.6) 23(32.9) 0.158

W 97(28.5) 50(26.2) 26(32.1) 21(30.0) 0.600

=% 109(32.1) 56(29.6) 27(33.3) 26(37.1) 0.484
NEATIAS) 1.82+0.86 1.78 + 0.86 1.84 +0.85 1.93 + 0.89 0.457
ARJG TIMIIES (43)

1 3(0.9) 1(0.7) 1(1.2) 1(1.4) 0.416

2 5(1.47) 2(1.0) 2(2.5) 1(1.4) 0.716

3 332(97.65) 186(98.3) 78(96.3) 68(97.1) 0.491
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E1 Kaplan-Meier £F &2 T ARE TG AN T EHEFIHR

HAWIAT TR TIULER , 25 5 L B, TG 2 Tt
T 20N TG T 4 AP0 LR B 2 A 2 0 i
PR MLz B BB S T TG IE F 41 (P<
0.05) , [AlA S 1R MACE & A SR8 B i & F TG 1E &
H(P<0.05), ZRAGIH¥E XL,

LDL-C /& ASCVD & #1 7 —4¢ . B ) 3=
B TR A, A AT 28 25 AR IR T B AR
LDL-C 7K, {HCo I A R A KBS AT 8 o e bt
FEINA' TG 2t 37 T LDL-C LIAMIYZ 5 ASCVD k&
R BERER R, Klempfner EURE TG & T
IEFEREE , LT KN, Brian %P5
RIL, BAK TG 54K LDL-C A 2531 ELph 7 1.0 i
BAaE . AWML, & IFAFKN TG HY ACS
BB, FRUCD WA BE | 0l 45 P R i 2 E A A
MACE 1 Kaplan-Meier 4= 77 Z&-47 BH g 22 55 (P 43
74 0.047,0.007,0.001) , 5 Ge it X, H =41 [7]
TEAET-HY Kaplan-MeieréEﬁ%éJ%ﬂﬁ%i+#'§§ﬁ(P>
0.05) , $2&/R TG 52 B FH = 2 A TG T 2 A PR O WL
FEBE L4 PRV ILAZ T 8 1 TG A A AR
KT TG IEH4.,

H Rl AW 5% 00 AT 7853 I UE 3 22 B AT 2 FE 1Y
TG K0T AT MACE B9 & 4= o Peter % 5% &

P, ASCVD & 1 TG (2.26~5.64 mmol/L) & A= F 5.0
A5 A A XU B S 3 T R4 (TG < 1.69 mmol/1L)
B, I HAESBGEYE O UL AR ST AE
Sk L4 I iz o A g XK B 8 v T R, AR
DB O LR B & AR 5 X AL AE te e gt
FFEF AR EE RS Z L Kajikawa S5 FSY
KB, MLYE TG K- T i B A4 I Yk MACE & A4 X
K, TG > 100 mg/dL 5 500k 2 52 e A1 25 W) iR 7 A8
F RO A N RS AR KUt S AH DG, TR
B4 TG LR 25T 40 i TG ) 46 1% 340 14 T F 70
M F R & o Gregory 28 W IF5E K B, 7E dal-
OUTCOMES #it5% , 2 00 880 3 W ke A v et ik 2
SRR 23 I8 I TG /K- 5 ACS KB JG T |
T8 3T A XU AR DG, TG FR4R 14 435 2, e e /e A
A3 A7 B KU e R 1.61 (> 175/<80 mg/dL) ; 7E
MIRACLWF5E i, 5 Ak B AR A A Co LR AL, TG s FEZKR
F) = A LB, o e R AR = 0 52 B KU FE A 1.51
( > 195/<135 mg/dL) , TG Xt ACS F 3 T 22 ) X
Rt A7 T LDL-Co

e PR S e, JSUAEE A P T U — T B 245
PRI LT ARV BT IML/MI  F% LDL-C 254
TBYT , ACS B H ARG (1 MACE % A= AT AR & , 70 1



+1798 - Mo

PN

553955 121
20194F12 H

YL WIAEBE 0 1M A5 PR I o A A A A T e bk
T 5 S N SR AR A B B, /N o3 R S 2
B N R s il AN 4 s G %) S 4 P A A Ay e
PR K S IR IMAR A1, R o 58 3 el ik w2 28
T AE S KIS RERE AL o ST B IR SR AL T A SR ML
TG 78 ASCVD s Rl A=A FH By s A 7 ks , 4R
TG AJ B /& ASCVD E‘J#/\iﬁlﬁﬁf AU —> AS-
CVD i WS I AE b s ™ . I3 TG /2 & % TG
E.%El(TRLs)E@ﬁ%éﬁﬁk%ﬁﬁ,T(}&uéﬂﬁiﬁié}
CM . VLDLs 7E Il A R b 457 T 155 BE R iR 2 1 B
175 il 4 7 13, CML 3% R . VLD Ls 5% K7, & & TG 5 #5 H1
FICM \VLDL-C W5 KL, 45 5 2F 1% B DK BE , 76 A 4
A AB A B4 1% 0T BE B 5 0 200 it 5% T 174037 18 R 2 AR
EHEE R, T 2O R YN AT R S0 ko R s AL
HIE R BRI BES S T X #5085 Bk 5
ks REREfb 1) K A R RGN T ACS JE T
WIS o T A A9 R B, & TG K HDL-C &
ARG R AR, JF B4R 1 TG 5 CRP K P2
IEARSE WA WFE R CRP 5 HDL-C /K A7 7E
FAH S, CRP VR R R 1 I 7 i AR B, BEAE
K RAREAT T LA AN TG AL, JAE AY S
] BESE S PR AERE AL Kk A | R R R B ARG e
o R R Ak B B Al S i A T B e A P e ik =R
PR FERE,

AR5 A [ R BE ALY R 7T, R 32 40 A
FEA T R BR ], B 58 25 AR AE — 8 JR B, (B A B
FEAVIAE ARSI EEREAR TG /K F-RE 75 0F— A B AR BRI
O WU Y | iz 5 A 1Y) A A AU, e KORE B AT 0
A FR A KU 238 ACS FR A S
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