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[ ZE] BH RS R MIEM TR LA 87 &R BRGSO T, Fik 306 6] & HE
KRB IR EE AR E F AL AT HHF F 20 (n =98, FTFHARAIT 20 mg/d) , #iT hedd 7 F 40 (n = 103, F e X4 7T
40 mg/d) ,BEAE FT 20 (n =105, FTAEARAMLIT 20 mg/d + 4RIT Z A 4010 mg/d) , & 55 W A= i8 77 24 JA S Hoinl & 3% o
B2 B B (TC) AR E RS & G R2 B B (LDLC) Bk =85 (TG) K-F, FIMEK LB HF AR R BB A0S e B4R 4
WL, £R %24 Ay e, &4 TC. TG LDLC A& T8 7 A7 , B A-6 7 4136 97 /& TC(2.51 £0.51 mmol/L 3t 3.22
+0.53 mmol/L #3.10 0. 63 mmol/L,P <0.05) .LDLC(1.58 0.27 mmol/L }t2. 11 0. 33 mmol/L #22.01 0. 31
mmol/L,P <0.05) . TG(1.12 +0.30 mmol/L }t 1.67 +£0.39 mmol/L #2 1.53 +0.27 mmol/L,P <0.05) F & 4T
AU AT AR FAE R, BEAE ST LDLC BAKE AR E(69.5% ) WA BAL THT F AA F40(43.9% ) A=
Mo T A AE ) F 4 (48.5% ,P <0.05), BRAETF AT B R K A FREM T AR FHIK(P <0.05), o & FH
(BE S BRSSPI IE) B A REALT EALHL(P <0.05), &8 B AFIAMLITIRARIT XA L7 40
TEAR B IR 45 B ARSI T AR TR B R H & IS KT Vs 3 4 SR LA BTy At |
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Atorvastatin Combined with Ezetimibe Therapy in Patients with Acute

Coronary Syndrome
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[ ABSTRACT ] Aim To observe the efficacy of atorvastatin combined with ezetimibe in patients with acute coronary
syndrome. Methods 306 patients with acute coronary syndrome were randomly divided into atorvastatin routine-doze
group (n =98, atorvastatin 20 mg/d) , atorvastatin double-doze group (n =103, atorvastatin 40 mg/d) and co-administration
group (n =105, atorvastatin 20 mg/d + ezetimibe 10 mg/d). Levels of total cholesterol (TC), triglyceride (TG ) and low
density lipoprotein-cholesterol (LDLC) were detected before and after 24-week therapy. — The adverse reactions and cardio-
vascular events were also observed during the treatment. Results Compared with baseline, the levels of TC, TG and
LDLC were reduced after 24 weeks in the three groups, and the TC,TG,LDLC levels in co-administration group were more
significantly reduced than atorvastatin routine-doze group and atorvastatin double-doze group (TC; 2.51 £0.51 mmol/L vs
3.22 +0.53 mmol/L and 3. 10 £0. 63 mmol/L, P <0.05;TG: 1.12 +0. 30 mmol/L vs 1. 67 £0.39 mmol/L and 1.53 +
0.27 mmol/L, P<0.05; LDLC: 1.58 £0.27 mmol/L vs 2. 11 £0. 33 mmol/L and 2. 01 £0. 31 mmol/L, P <0.05) ; The
LDLC target rate in co-administration group was significantly higher than those in atorvastatin routine-doze group and atorvas-
tatin double-doze group(69.5% vs 43.9% and 48.5% , P <0.05). The incidence of adverse reactions in co-administration
group was lower than that in atorvastatin double-doze group (P <0.05). The incidence of cardiovascular events ( recurrence
of angina pectoris and acute myocardial infarction) in co-administration group was lower than those in other two groups (P <
0.05). Conclusions The combined atorvastatin and ezetimibe therapy after ACS had a good security, and was superior

to atorvastatin alone on improving lipid levels and reducing the incidence of cardiovascular events.
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Stk Bl Bk ZE B AIE (acute coronary syndrome,
ACS) ST I Y — TP 2SS HE , H & A 2B AR
C RN B N SRR Y T B 2 — . LTS (R
N2 H IH[E B (low density lipoprotein-cholesterol , LD-
LC) &S BB MKk fL & ACS M EZAER N R Z
—, [ AIK LDLC K8 ACS ¥ 5 16 97 B89 1 22 H
PR AT EAT IR 3K LDLC KPR VE,
MNITREARGCo A S R A R il PR i A 7T 252
Yyl fe—E R F AR mREIRRCR  (H i TAALE LA A
JFFRIEASAN R AEAE— S I R A PRI R Ak
YA A Al S0 /N b e 20 kB AR T r I [
(I, TT S AR LT LDLC /KA AT 22 ik
BATTIBS T SALTT H R R ISR A AR L
Je i L RIRER LG L2 LDLC ZK-F BREA
I7 Y2 A PRI O S AR A0 T, H RiT4RE
a5, ABFFELL ACS A HRF TR 5, B4 ]
WATZZ A SRTFE AT, WA R 284k, PPN B G
1RYT I Z VR R

1 W&REF*E

1.1 HRITH

(1) NTEAFE . 263 2013 4£9 F £ 2014 £ 3 H
W R AE R BT B ACS B 306 1], B & 154
B EF L0 MERF DS HEEH ACS ¥ ¥ Ax
DS (2) HEFR AR R L T 2 24 4 SR 3 & A s A
FHOEMM2 ANBRAMTE G IRIFT LA, &
FrEER BERERE MBS DS L AR/ AR
HEBMBRFERANEES,
1.2 &itfA4sraA

ZRBERLIREZR T, TABEHE
EmERES, BHEANRKESLTHE KA REREA
AMAEF RS FIHE B TRME A HRE X
EERRKEEABNHARLE EKEZERERA
ERCTZRT EA BT, B R AREA R
AT PCLETY . KA 2 F W R &, % 306
BHEDHZA (1) hiTEAFEL .98 4,4 8 i
F20 mg Mtk MiT (W& 4. L%, Bl 2 F
PRE A ) (2) T Al E4.103 7], 4 B R
JH 40 mg FTHE & T 5 (3) B A6 77 41.105 ], & H
JRJE 20 mg BT FE AR 9T A2 10 mg KA X A (T & 4
HmEM RV ERHNAARAAET), FIEEHR
7318 M 1% R B K TR IR B, R B R AR IT 25 4 o
FHtfn e R 254, WK 24 J

1.3 WETIENEIR

BT B 3697 BT KB 9T 24 A B 3 IR B 7 A
AR B R A E A Z 12 h BUH S A # ot 10 L,
FE A 7 5 BB [ BZ (total cholesterol , TC) \LDLC | H i
Eﬁﬁ(triglyceride,TG)7k$,iﬁ%§$ﬁjﬂﬂiﬁ)ﬂ H L
7600 4 B 3 £ AL, LA BE I E , DA LD-
LC <1.8 mmol/L 3k A 47 v , 1t 5 LDLC 3k 47 &,
T H A N R B OR R, AT % & B (alanine trans-
aminase, ALT) 7 & 3 & DL k2 41 AF 47 %, 8% B L
% 3% B ( creatine kinase ,CK) 7+7& 5 & L _E# W 4 AL
WE, TEAMEERMIT, T, LERHTUY
Wik HEERTR RN A £ F, BT
24 ANAASIEEHHREFTR(BFEHFLCK
W BEALCNAER) ,
1.4 ZiFFESH

Bt A Geit % 44t SPSS 16. 0 2 Ak, T E
KRR x £s F7, RN ES A4 48 kA7
Z, AR E A 2 A7 4118 b 8 R R Bk A Ad 3
THEFR A R R At WL P<0.05 % %
FA R FE N,

2 # R

2.1 EBE&AER

LR E AR PER R I PR A
CNZEHFM%L (left ventricular ejection fraction, LVEF) |
ACS S3HRI[ ST Bedfri LU JURESE (STEMD) 7l ST Bidfy
AL JUEFE(NSTEMI) A BLL 208 (UAP) ] 4
Fe BRI ATEYT (PCI) ALT 25—kl 22 3 s
THFR(P >0.05)  HAFHME(E 1),

R BABREEZABEER

Table 1. Baseline characteristics in three groups

MBTTH A A TS BeaiRyr A

LR

(n=98) (n=103) (n=105)
(S 59.12 +6.90 58.89+6.70  59.15 +7.00
B () 61(62%) 58(56% ) 59(56% )
WA 2 (3] 41(42%) 43(42% ) 43(41%)
TR L (1)) 57(58%) 59(57%) 63(60% )
Wi IRI (1)) 33(34%) 32(31%) 39(37%)
LVEF 53.3% +6.9% 54.5% +5.7% 54.0% +6.3%
STEMI( f5i]) 25(26% ) 27(26% ) 27(26% )
NSTEMI( 5] ) 33(34% ) 32(31%) 30(29% )
UAP(f5i]) 40(41% ) 44(43% ) 48(46% )
PCI( ) 91(93% ) 90(87% ) 97(92% )
ALT(U/L) 26.56 £11.58  25.76 £9.38  25.99 +10.19

2.2 AFTRIEMAEKFER LDLC KARER
ITHT, 440 TC TG LDLC K LG22 5
(P>0.05) , BA T Wk, 39T 24 JJG, %41 TC,
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TG .LDLC BIRIFRIFRAL, BRAIRITF B EIRIT A EAH 50 BiEbR, ISR RN 48. 5% ;IR AIRITAAH

TC TG .LDLC 7K 1% T 7T 5 MR fE 2 (P <

0.05) I TIAEFI LA (P <0.05;%2)
PLLDLC < 1.8 mmol/L M ikbpbn i, fhyT # M

I A 43 HliEhR, KPR 3H 43.9% ;b7 T A5 5

73 kbR, ISFRE 69. 5% . BEAIAYT4H LDLC kbR
R T T R = 4L (P <0.001) AT N
B (P =0.006) , WAy T & #5524 5 7T hn
foEREAZ MR TR E (P =0.175),

% 2. BABEARITHIE TC. TG LDLC KFLLE (v +5)
Table 2. The comparison of TC, TG, LDLC before and after treatment in three groups(x +s)

BT LR MBTT ) A VETF A
mRg7KF — ‘ — ‘ . |

HTTHT R g HEpAgEl eI HEpAgEl BT IR

TC( mmol/L) 5.68 +1.21 3.22 +0.53" 5.61+1.11 3.10 £0.63" 5.81+1.23  2.51 £0.51"
TG (mmol/L) 2.11 £0.68 1.67 +0.39" 2.15+0.53 1.53 £0.27° 2.18 £0.51  1.12£0.30"™
LDLC(mmol/L) ~ 3.79 +0.71 2.11+0.33" 3.81+0.73 2.01 £0.31° 3.77£0.73  1.58 +0.27"

a i P <0.05, 5FEHIBIFHTILE ;b 24 P <0.05, 5T 5 M &

2.3 BT 24 BARNARRRNEZEER
St 7T A LA L, BEA IR T AU R
A AN RSO AR 2R TG = L (P >
0.05) , M Al 7T A% 7] & 41 8 3 I % R A &N
6.80% , 3 = THLTTH MR A1 1.02% (P <
0.05) FIBEAIAI T 0. 95% (P <0.05) ;{1 hnfis
i B WU R AR R 4.85% , 3 & TTT
BRI ARG TA (P <0.05;3% 3) .
2.4 B4 BARSAERECNEEGRZERR
RAIRITAH R D BR L EFN 1.90% |, 3%
R TABTT R FLFHR LAY 11, 229% AU TT A ) & 41
19 7.77% (P <0.05) ; B 3097 4 1 A0 U B
BN 0% , BERTATTH B A 6. 12% (P
<0.05) Fh 7T A5 570 f 40 % 4. 85% (P <0.05)
AT T I 350 S L RN At 7T 5 B 70 B 4 A L, 25 5%
GitEE L (FR4),

R3.ATUEANSHEEIRRERERFTRL(H)
Table 3. The adverse reactions during the treatment in

three groups( cases)

| n FrinE Ji[EinE=
AT H R 12 98 1(1.02%) 0(0% )
MTT I 55 =2 103 7(6.80% )"  5(4.85%)"
BAIRIT A 105 1(0.95% )" 0(0% )"

a N P<0.05, 57T H R LA b P <0.05, ST ims s
TR AL,

3 47 g

ACS 4 A T 5 e AR Bl kAN AR 5E 1 B R
GRS MmN %, M, JLHGE LDLC 5
TR B AS RERE Ak A 2E | BBt Jie Ko L4 3 1Y

RITIE B ¢ S P <0.05, 5T imAE S & 43697 5 g,

x4. BT XA ARNSAERELCNERHEEBR (M)
Table 4. The cardiovascular events during the treatment in

three groups( cases)

| n HROZW AL
AT T H R 2] 98  11(11.22%)  6(6.12%)
MThu{%ﬁ’H%é 103 8(7.77%) 5(4.85%)
BREIRITA 105 2(1.90%)®  0(0.0% )™
a i P<0.05, ST H A ELLE ;b R P <0.05, 5A7TINfE5

A LR

KIS, LL 4S, WOSCOPS , CARE | LIPID |
PROVE-IT ,ASTEROID 25 A1t 2 (1) — ZR Fth 7T AR
[ EsyR 7 IR G i — 20 UE S, I FH AT T 25259 mT L
WFEAK TC F LDLC 7K, H. % 3 FEARTE O & W
R ODIMAERIET R EEHILT R, ACS BHETF
FLARALRENR , DK ACS HRE B LDLC /KP4 i 7
1.8 mmol/L LA, AT 1) 2 vl #F — i F 158k
TRFERR (HF 2 /3 R b T TC 5 LD-
LC /KA R A A, AT 550 H 3% i JFL e I [ e
YERE N 6% A4, 58 LR A, AT BB 5 Ml 7T 25254
R ) R R VERAE S B BRI ekt A T
IFHATTAH A B SO (R i) 400 7 A UL )
B 2 AR AU 5 At 7T 750 2 A G, RN AV T AN B R R
51 XU, . 2
Shy i v R IR 6 7 SR AR 3R e RO B 1 R AIG
IR S5 5 A DG o A5 5 0 XU, FRAT AT T 2 2
BITRIT R It 0] 2 B R T Pt 25 O T e %) A= 40
A BRI iz T8 W AT T 2 5 4 Ay L[ ok VR 10 A
BREE, XPFE R Z [ ] LA B, 4T
— LT . Y AR A Rz B O i
JLZARERION AT 27 A e — ol 5 I



1276

ISSN 1007-3949 Chin J Arterioscler, Vol 23 ,No 12,2015

WA 3R, 38 5/ b R 20 R 2% i Je 2 -t
vo C1 RS (ARG &, Wi/ b Rz 240 i %o
JIELY R 4 v R S g R A, 2 L st R i 3 )
JFFRE 5532 AR it AF B 7K SF AR T 22 A AT T
JE24 ] 38k EORME FH A0 R ) R AT R A
SEPOB R NRME T L ACS £ 35 BTG AR A 7T 186
MRAT 22 A1 A T e (0 R B R I A PN R AR B A
AWFFEH, 2 24 TR BEIRIRYT , A B EIRITE M
I3 TC .LDLC TG AK-FBR T6RY7RT, HEKEGIRTT
KT R HoAh Wil 38 B &8 DL LDLC < 1. 8
mmol/L 4 3K B b5 E, BE A 1A IT 41 B G 1K b R
(69.5% ) .2 fa T 7T AL 5 20 (43. 9% ) Fifth
TTINAERI AL (48. 5% ), hifth T B0 5 a2 20 Ay T
IS i 2 R BB T AR e TC B f 22 5 ) Ul B L ali kg
Tt T 50 IR B8 A A AR, i LDLC 7Kk
B, X A RB IR R ek i A PR R AT T R BR AR 245 1
Jra BRAEA G AR IT 22 40 Bk & BT At VT ¥R 97 5 B
FEAAMTT R F A% R BRI A E, FE R AR
F1LDLC iAR 7 TR AT B 0 0 A 385 DR e A7 B8 3 34y 3
B ARG TR, lomT HEBR Ak R 3R i 40 45 R Y
AT

ARG FR W FERERRIGYT 24 A5 IR GR
SR LR & A R 5 A 7T H R = 4L A H
Teh AR WA T A ) e 2 A R R LR
R R R AT R LR 4L AR T
A1, AR INA T T30 42t o] RE 253G A 7T AS R N )
KA AT AR AT 22 A0 I A WF B E | LR
TN RN A FEIE N, A b, AR XK
PrA A 2Pk R AT, k9 R RS SE A B RN
TR —ad e, HJE A B LR R 15224,
ARG A X 4R A 2 A B bR R )RR i AT A O
5%

[vi) i A B9F 5% Bk - 9 97 20 P & 0 8 B0 LA
Fe AR HA P AL, 2 IR 5 v e TR &
BERRIRYTJE , LDLC 3 — 25 B REAIG {45 5 HR 30 ik
JE R BEER ¥ F R . A iy AR 3 22 A %o 8 2 i
e A BRI (B FE AR TC F1 TG) , % T
SR B bk ke AR A 14 2 e e 204 R I A
AT T ISR 4L 5 At 7T 5 ) = 4L H, R L 1
Ao A5 0 S 2 BRI, 3K P B 5 B3 T 5
wIFAR DRI TS LDLC A%,

g5 LT ARSI R X T ACS BRE ST
AT 22 A BR A BT T AR T T VR 7 BB AT ALBE A% TC . TG |
LDLC 7K, Rk A 7T 25 245 W [ B 1) Jed PR, ik
> ACS H# 24 JE I FLE L 3R RN 19 &

HE RO E AR IR 2 2 3R B B 9 i PR 7 28 A
B el (AT L O ) 8 />, HL35 45
A TRV, v e AT DR LA I 14 s PRAVE 5, AT
PP HA R R et
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