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[ ABSTRACT] Aim To compare effectiveness of atorvastatin to atorvastatin co-administration ezetimibe on modifying
total cholesterol (TC) , low density lipoprotein cholesterol (LDLC) , endothelin-1 (ET-1) and nitric oxide (NO) and pro-
tecting vascular endothelial function and the security in patients with acute coronary syndrome (ACS). Methods 125
patients with ACS consecutively enrolled from June 2011 to December 2011 were divided randomly into atorvastatin group
(20 mg qn) and co-administration group (atorvastatin 20 mg qn + ezetimibe 10 mg qn) ; TC, LDLC, ET-1 and NO were
measured at admission and 12 weeks after treatment. Results (1)TC, LDLC, ET-1 levels were lower and NO higher
significantly in two groups than pre-treatment, however, TC, LDLC, ET-1 levels were more lower and NO more higher 12
weeks later in co-administration group than atorvastatin group (TC: 3.20 £0.55 mmol/L vs 4. 28 +0.59 mmol/L, P <

0.01; LDLC: 1.92 £0. 33 mmol/L vs 2. 63 £0. 53 mmol/L, P <0.01; ET-1: 3.88 1. 15 ng/L vs 4.49 +0. 85 ng/L,
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P <0.05; NO: 80.39 +7.87 pmol/L vs 72.18 +£12. 16 pmol/L, P <0.05), the lower TC, LDLC, ET-1 levels were

17.5% , 17.4% and 10. 4% , respectively, the higher NO level was 14.2%.
target value, target rate in atorvastatin group was 47. 6% and in co-administration group was 81. 8% .

vents in two groups occurred and no statistical differences were found between them.

(2)If LDLC <2. 60 mmol/L was regard as
(3)Few adverse e-

Conclusion Atorvastatin combi-

ning ezetimibe in ACS patients will bring better effectiveness on modifying lipid and protecting vascular endothelial function

and good security.
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T, 410 59.5 £5.6 %, (2) H B An e T £ 25 4
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R EAE, AT EF ERBFAAMET
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MiE ERE KA FURA sk % R KR8
B 91 %] 7| ( angiotensin converting enzyme inhibitor,
ACElD) K i % % 5K & % K 3 41 7| (angiotensin recep-
tor blockade ,ARB) % X % % 4 7& 77 X ] A F 77 #& T
¥ 125 Bl B 2 M P4 (1) M 46 4% 9T 41.60 1),
R 20 mg FMAXRMIT (F R4 . L%, By
HAEHARAF L) ;(2)FKA4.65 0,40 MA
20 mg FTFEAR AT A1 10 mg R ITZ AT (A & 4 .t &

MRV ATERRATAET), BAHMRY 12
JEl o PR B IET W RE 9T 12 B A 3 3R B R AR
AR, F XL E M 12 h B A # ot 10 mL 4
JH M % TC LDLC ET-1 NO & Hf & b & & L g
&, BT A R R B, A % % 5 (alanine
transaminase , ALT) 7 & 3 & & LB 3% B% ( creatine ki-
nase, CK) . JL# 1% B ] T ¥ ( creatine kinase-MB, CK-
MB) & 5 0L b4 & bk Te, AL & R A& o
M o
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TC .LDLC &M K Al X E 5T & CX9 & £ 7 3}
W E AT, DAR A B R E , ET-1 420 & A
HAt Rk E RN EHBEELERMETRLF R
AT R R TR LU B HATHRAE, EF A
1 2.81 0. 60 ng/L, NO # il & i 5 B 3£ J& 8§ 3% ,
A & d B R TAME A B A A R B R, %
FHATHEME, EFEH 73.1£16.1 pmol/L,
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Br & 48 % B SPSS 17.0 4t it 8 4 # 47 &%
It ERH XA 2s X7, A AR RARAN ¢t 12
B, 2108 b B R R 7 2 T 3 BB R R R B B s
Bk, EH X %P <0.05 kT ZRAH
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2.1 WABREMEZAR
P 2H R ARG L, WA IS PRI ACS A
Al FH 25, 5 R 8 K 1 %2 ( coronary angiography,
CAG) 25 R ifiv iz 5 7 A5, ¥ BAT B0 i T L
PE(R 1),
2.2 WAEYTEE TC.LDLC.ET-1 NO T I1ER
WiZHiAYT 12 JAJG TC LDLC . ET-1 %834 57 1 W
WRER,NO BIR TS, IRYT 12 JE IS BG4
T 20 TC \LDLC ,ET-1 F#{% 5 81 &, NO T} i 3
BB (P {H 20918 <0. 01, <0.01, <0.05, <0.05),
1A 21 L BT FE AT T4 i — 25 B AIK TC 17. 5% LD-
LC 17.4% ET-1 10.4% , J+ 5 NO 14.2% (% 2) .,
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PA LDLC <2. 60 mmol/L N ikbrbrife, FFEA 7T 4H

% 1. WABEN—RIEFEAR

Table 1. Baseline characteristics in two groups

IBFRAN 47. 6% HRA LB FR AN 81. 8%

o H BT FEARARTT 4 A P1ii
% (1) 60 65 -

(%) 56.8 £7.8 58.1+6.9 >0.05
B (B 40(67% ) 48(73% ) >0.05
WA (151 26(43% ) 31(48% ) >0.05
e I (5] 35(58% ) 41(63%) >0. 05
W PRI (14]) 19(32%) 21(32% ) >0. 05
I JE AR (5] 50(83% ) 56(86% ) >0. 05
S I P 5 (4] 18(30% ) 19(29% ) >0. 05
S I 32 o g o (4] 9(15% ) 12(18% ) >0.05
LVEF 48.3% +5.4% 47.7% =7.2% >0. 05
STEMI( f5i]) 15(25% ) 18(28% ) >0.05
UAP(f4]) 25(42% ) 22(34% ) >0. 05
NSTEMI( f5i]) 20(33% ) 25(38% ) >0. 05
THRR BRI (f1) 45(75% ) 53(82%) >0.05
B — ZAABHIIFI (i) 34(57% ) 40(62% ) >0. 05
ACEI Z85% ARB 25 (1)) 47(78%) 46 (74% ) >0.05
FEREHL () 9(20% ) 11(17%) >0. 05
YN 58(97%) 62(95% ) >0.05
SN T () 60(100% ) 64(98% ) >0.05
s+ E (1) 44(73% ) 41(63% ) >0. 05
CAG IEH (#) 2 3 >0.05
CAG =% (1) 58 62 >0.05
HASHRAR (1)) 35(58%) 29(45%) >0.05
W A% (f5]) 13(22%) 17(26% ) >0.05
=STIRAE () 12(20% ) 19(29% ) >0. 05
PTCA( #5]) 3(5%) 2(3%) >0.05
PTCA + ZHEHE AR () 26(43% ) 27(41%) >0.05
B AAR () 29(48% ) 33(51%) >0. 05
Y SRR AL (B 1.36 +0.70 1.41 0. 80 >0.05

LVEF; Z£ 0> 28 5 1L 7350 ( Left ventricular ejection fraction) ; STEMI . ST B AL HUREZE ( ST-segment elevation myocardial infarction) ; UAP; AEaE
T2 (unstable angina pectoris ) ; NSTEMI; d ST B4 8 0.0 JULFE AE ( non-ST-segment elevation myocardial infarction) ; PTCA : 28 iz 5Bk 3l ik 1k o9

JEIEA ( percutaneous transluminal coronary angioplasty) .

xR 2. WAEERFHIE TC.LDLC.ET-1 NO /K ELEEB (7 +5)

Table 2. The comparison of TC, LDLC, ET-1, NO before and after treatment in two groups(x +s)

IRITHT BT 12 B
i H
FATFE AR AT 21 BG4 FATFEAR T 41 A
TC( mmol/L) 6.30 +1.04 6.16 +0.73 4.28 +0.59" 3.20 +0. 55"
LDLC(mmol/L) 3.98 +0. 28 4.07 £0.35 2.63 +0.53" 1.92 +0.33"
ET-1(ng/L) 5.88+1.24 5.87 +1.36 4.49 +0. 85° 3.88 £1.15™
NO( pmol/L) 58.18 +13.13 57.71 +13. 51 72.18 +12. 16" 80.39 +7. 87"

a N P<0.01,bJy P<0.001,5RIHIAEIFRIE ;¢ I P<0.05,d J P<0.01, 5477 12 )5 FE b TT 4H i,
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RS IAE] BT AT 4 2 B (3.3% ) KA
42 6i(3. 1% ) k2 2 J8 BB =t 3 £, A
IR RS s PR LU TS24 22 5% (P >0.05) .

3 iF it

ET-1 F1 NO J& H IfiL 8 P9 B2 20 0 6 1 BB i —
X LAY &F 5K 7, BT-1 ] 23 ik ok R A 4k i
NO HA Bt 3h ik ok B a4k 14 B8 77, 7E R P9 1E % R3S
T B DR B AT VA — ELRIR K5 o i
5Ky, RECNE N B, AU R, ACS B #
ET-1 W] & 7F 5, NO Wt R %, 45 ScmkdiaE ™) 41—
B, MITRGYNGE M N E YRR KEE LS
Rep AR AL T A ) DR, R PN 4 I S R
YIUAHG4E |, BiA 6006 VR A B S AE T REIK TC  LD-
LC, by 2252 H mr i sm KA FE{% TC .LDLC 119
25, 6O I s 1 B v T EL A B R XY

SRIN, UTAE 2 B0 ACS 35 P I Ath VT 28 25 R AR
LDLC MYZCRAIR AR AN AR, M3 K LDLC i —
AP AT — A T KAt 7T 288 245 499 741 o 55 A HE
PARRIGYT AR B, E NS BERH B R ACS
B LDLC AR R5RRAK, L LDLC <1 g/L(2. 60
mmol/L) JhnifE, & E N 40% ~55% , BRI N 40% |
HEN 23.0% ~37.9% . 8 HJRH, ]G5 AhiT 2
2 1 SR R | T S S R < IR B kR A
R R R ACS HRE N A TT 25 25 W R A
JHF I P P 05 A L[] 5 i () BT, i 1 P g A1 T IR
[ R AL 2 AR 385 T 5 A Rk S s W R s 6 O
S FE R [ A MR I S I S B i A
BRI 102 6515609 e 1 18 8 AR BT 4G ARt 7 T ] Al
UL P A5 J A B O S o, (IR A A i L Y
SR A KABTTHE 2 I TE ST v B e ) i ik
M BRI Z

WRYT A0 55 AT 2 25 Wy R G Al R A 35 B b
POZE G o I AT 32 ok R P 5 1 B /)
JA R A, b 7T 24 245y 0 ) PN 94 IR R G, T AR
v 22 A 300 0 V5 R R T R A R UE
S16T ORI B2l i FH T s 24 1Bk FH AR T DL A
TC LDLC (B S48 , Wi 25156 57 5 fin 5 K A 4
FH, E— A% TC 14% ~25% LDLC 18% , P 245K
FHREAIR LDLC Wi BEAR Y TR AR Ath T sl BT £ AT
F 1245 80 mg HIBCR . 16 EASE 36 v %) 3 030
BB ML TT 2525 LDLC A A48 94+ XA BE, BEHL

T 22 A0 sl e BERNA T, 45 2R o i AR 22
A4l LDLC A Am R 0 8 (71. 1% 1t 20.6% )
ARHFFE W PRALIRYT 12 JEE ¥ HIRI7 AT TC 1LD-
LC.ET-1 BEAIK, NO Fh &, Bk & 2l 3 BT HE AR Ah 7T 21
TC .LDLC \ET-1 P& B, NO s s B &, iF —
HFEAL TC 17. 5% LDLC 17.4% ET-1 10.4% , F+ i
NO 14.2% ;A LDLC <2. 60 mmol/L A iktrbrifi, ik
FRRBTFE AT T 20K 47. 6% A4 K 81.8% , M
2 LA M B — 20 B AR B 55 SOk iR A — 3, i
IRBRA T SCHRIRGE ; X 0] RE S AR 2 ok 28 B etk
Bk A ( percutaneous coronary intervention, PCI) 7K
Ja B B AR R R AT i R A R S
K AT RE S FEAS /NGOG (H A F — 2D IR 52 TR
FEMCHT 22 A A7 B4 0 I BRVE . AR iR & 41
ET-1 \NO [)E— 5235 35 A5 IR A5 1R FH BH ., 4 000 ai.
BN Ky fie i ekt A BB 4k 37 T AT 25 25 1
NEZANAE R AR AT 22 A 19 3K T D) R% T e W ifh — 75
ol A B ]

T 2 25 9 28 5 20 M (3 2% P450 [R] T il 3A4
(P450 3A4 fiff ) AT, X Mt A JULIA) B 1 S B 751 i i
B, ACS BT TR BEAT G VT 2 25 50 i D
WM NG R AR , T LI 26 R B A 2 4k, i
Z 2Pt PA50 3A4 G, 25 Z (R AH B4R
SRS B TN BRI Y kAR SR, KT
ZANAL L PAS0 3A4 FEACHT, M7 AT ARSI T 2
2 I PRI IR R AR 3T 22 A0 5 & RN — A
M52k R4 ARBFE AR AR AR Z, B
REWIAL 7 PR 2 106 L 300 ) = R I L 20, e A
¥ 4

FH AT L AT 2R 25 ) AR A 1 SE SR A A
i ACS HBFTHRRIRYT A& th 7 ok T8O, 45k
WV 22 ) A R it e, Gt 7T 288 24 4 5] s v /D S
MR TR e S KM 25 B X ACS B 1Y
Tl RE A B2 A vk angn] 7 X TR EE T 2 0E 5T E K
[F] ) i 5 B0
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