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[ ABSTRACT]

Acute Coronary Syndromes;

mg/ d atorvastatin on patients with acute coronary syndromes (ACS) after percutaneous coronary intervention ( PCI) .

Percutaneous Coronary Intervention;

Atorvastatin;  Ultrasensitive C-Reactive

Aim To observe the lipoprotein regulation effect and the reuction of inflamatory infactors of 40 mg/d and 10

Methods

92 patients with ACS after PCI were randomly devided into two groups: control group (atorvastatin 10 mg/d) and trial group

(atorvastatin 40 mg/d) .

Serum concentration of ulirasensitive C-reactive protein ( UssCRP) and matrix metalloproteinases9

(MMP-9) were detected by enzyme linked immunosorbent assay ( ELISA) to analyse the difference between two groups. Re
sults Serum total cholesterol (TC) in trial group was lower than that in control group at 12th week (P< 0.05), and serum TC

and low density lipoprotein cholesterol (LDLC) in trial group were lower than those in control group at 24th week ( P< 0.01).

Serum concentration of MMP-9 in trial group was lower than that in control group at 12th week ( P< 0.01) .
concentration of Us CRP in trial group was also lower than that in control group at 24 th week (P< 0.05) .

Moreover, serum

The bivariate corre-

lation analysis showed there were linear dependence association between the decline of serum concentration of Uss CRP and MMP-

9 vs TC and LDLC.
Conclusion

the lipoprotein regulation goal.

CRP, MMP-9 and the level of TC , LDLC.
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Atorvastatin 40 mg/ d was safe on Chinese patients.

There was no significant difference of the patients’ recurrent coronary artery events between the two groups.

(@Atorvastatin 40 mg/ d increased the rate of reaching

(MThere were linear dependence association between the decline of serum concentration of Us
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1 WRE5RZE

L1 #ARMR
N AR AE: TR B fik 3 # ( angiographic, CAG)

A ACS| &4 T A & AU & A AL ALIE 38
(acute myocardial infarction, AMI) ] # 1T PCI A 8y &
#, mIEREENE. OHRFE: L3 E®K
A ARRT VB T RE T A R, BETH 1A & A AR E
KR ER ESRE T aF 0T Hik. (L%
M % i 7E & A & BZ (total cholesterol, TC) < 2. 6
mmo) L; AR 25 # [4], & FLALJE B A i 7F AL BR 35k B
(creatine kinase, CK) >J-.E'J%L'—l’%1ﬁ SEVATH AT
(alanine aminotransferase, ALT) >IE¥ & E 3 5. LB
2221 Umol/L % = BB F ¥ 24
1.2 I SHERAIE

BT K B AL T BB P XS R . B 2004 4 1
AZ10 AEMAFEFRMESF — El(RIEI T
ARER) O & AR EE SR B RIER 92 Gl
ENEATERE, ALK AT S RAZERA
A EF AT (10 mg/d), REA EHRA K
7 & B 46 R AL 7T (40 mg/d) o [T FE AR AR IT & 4 B A
AR ERENLET, EHXNREIHEALE,
BT I /MR R ER B K | i R 5K E A e T
| 7 ( angiotensin- converting enzyme inhibitor, ACEI) % B
ZREHAFLMIET, BRI RE, €/ F AR
Y, F 2580 (PCI K ) #n [ 5 HA 8] Y 0 & # i g - AT
B .CK, TEXBERGERAERAYEXT

BB, BV 24 A
L3 mESHCRNEEMERSBEOH K
5y

R ARLYEE 4 A 12 B.24 AR E# g,
3 000 /min & /$ 5 min, 2 & 7% - 80 CAKA R,
W 75 A7 AR B Gt — B BR % 9% R M 7% (enzyme linked
immunosorbent assay, ELISA) 46 M| i1 & MMP-9 #7 Us-
CRP ¥ . MMP-9 ELISA A& MUK 71 & % % & R&D
Systems /2 F] = &, Us-CRP ELISA # Il 7| & 7 =
Diagnostic Systems Laboratories /2 &] & = o
L4 BitFESHh

AR K o o B A S B TR E AT E M, A
x £ KT, R SPSSI2. 0 4ot % 5 X £ # 4T
FEAJE ¢ AR B, A8 < 2 AT K Al Pearson % & AH X o
B, P<0.05 A ZRHDENK.

2 #H R

2.1 BRAREMELER

X HRALAE FH 25568 1 )& R )™ B3 3 (ALT Tt
23 45) 4525 2 i, R 1 i ARG AL AE 25 1 R A
5 4 J DR B TF R (ALT THes 23 4% A Bl L
BEFH 2221 Hmol/L) 1525 3 I, AN AEHK A 1 1.
A T 401 5 A0 B AR ek BRI 58 26 43 ) Dl 43
Bl 42 4. 25 1 8 R IR A 19 4 & R
ALT Jhidi< 3 fi, oxt B 9 4], Bl F 2410 1) 42
K, ZHUEF ALT H%, ZHZ)5 24 A, W5 AT
MR ALT Thmi< 35870008 1 A 3 4, %= R~
TREME (P> 0.05) . MAHABREERZL 2 HNYE
DECER I B 8 AT RS IR (5 B R IR
B) , B Al 24 I TR SERRE IR BATTH 2. BTN R K
LA LRI BT 5 25 (5B
2.2 IMARKFTL

PIAH R R I BT A VT 4 &L 12 J& .24 JA i
A i g 7K T, 45 SR R B 2H 58 2 e 24 )
[BISEK, TC  H ¥ = B8 (trglyceride, TG) « K% B G &
FAE[E B2 ( low density lipoprotein cholesterol, LDLC) 13
ST T RS, T RS & A EE B (high den-
sity lipoprotein cholesterol, HDLC) £ & ¥ Tt =1 & % .
RZiJE 12 8, W5 40 8 % TC E RO HE 20 2 2% FEAIK
(P< 0.05); H#j)5 24 F, {521 &3 TC A1 LDLC
R0 B 2H B 3E BRI ( P< 0.01) « LER 1.

% 1. AEEEBHHELAEKFLS (« Ts, mmolL)

a4l TC TG HDLC LDLC

X B ZH

FAZ5H 4.78%1.14 1.50%1.06  1.0130.27  2.5930.80
A#)E 44 4.18%0.72 1L.42%0.67 1.06%0.24 2.32%0.55
MZEE 12 4.19%0.78 1.4430.71  1.05%0.25  2.2330.55
FZiE 24 8 4.25%0.82 1.41%0.55 1.07%0.16  2.3310.53
IR LH

HZ5mT 4.92%1.05 L.430.64  1.03%0.21 2.71%0.75
A% 44 4.0020.91 1.33%0.60 1.06%0.18  2.1710.63
MZEE 128 3.8530.790 1.37%0.46  1.0830.16  2.05%0.55
Mg 24  3.7730.69°  1.28340.42  1.1130.18  1.91£0.54"

a N P<0.05 5SXRAMAE 2 AE; bR P< 0.01, 5XIRAMHZ G 24
JA A

2.3 MEBHC RNEEMN
ELHER

25w L 25 )5 4 .12 .24 J ELISA 46
DU 2H 8 2 13 MMP-9 F Us- CRP ¥R, 25 R R 30
e 2H 5 35 1 24 )5 I iE MMP-9 F1 Us-CRP ¥ & N B¢

ERERERE N
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Ho 12 FIRF R 4 2 2 i MMP-9 $5n) 18 41 B 3%
FFE(P< 0.01); FHZi )5 24 A, W34 B ¥ i Us
CRP % 0F RE2H 55 2 P IR ( P< 0.05) » ILEE 2.

#2 MARBHRNARY C REEENEREREEEH
9 RBEELE (x %)

a4 MMP-9 (Ug/L) Us CRP (mg/L)

XTI R 2 AT 438 £321 2424251
H#ijE 4 4 223 236 16.8 £19. 6
MijE 124 120 £122 12.9%15.6
H#E 24 1 154 =185 10.8%11.0

WRIH M4 456 £400 2.1%24.1
M#jE 4 228 £247 17.3119.2
H#E 12 4 71.9 £53.2¢ 7.9%10. 1
FZijE 24 A 113 £157 6.2t4.6

a N P<0.01, 5XIBAAZ G 12 AE; b N P< 0.05, 5x A
% J5 24 L.

2.4 ERERBEABIBHCRNEASMET
A0 EPS

F R4 B R A BF 9(MMP-9) 5 TC % LDLC # &
LM IEASS(r 2338 0. 893, 0.916, P< 0.01) . Us
CRP 5 TC K LDLC 758 ¥ 2 & IEFH K (r 70 31
0.863, 0.879, P< 0.01) .
2.5 DIIEEHHAER

BEE 24 J& P o R A AR 50 20 7 R 0 I A
(B LR AMLSE T O F 4 KB 28 ™ &
B BN S BT B, R LEEE (P>
0.05) » XFF F RO &0 AMI. 52 42 Py 7™ 5 Bk 4%
(1) B2 AT FR PCLARYRYT, SR T A

3 Wi

VR IRIT & e O R TR Y — T N R,
EARYE Frolkis 25 78 38 [ A 75 Bom: &0k B
R A2 {5 FH A VT 2R 2593697, H LDLC ik A Z
AT PR B bR, 2 2R & B F 2890550 &= AR /D
FEXTT BN B REZY AR D, FEOR
NEIT RHE LA b o ASHIE 72 R G EG K 77 & (40 mg/d)
FIHEARAM YT 5 E A H U £ (10 mg/d) BT FEAR AT
£ ACS 17 PCI AR J5 B3 97 2%, 45 R K I 40 mg/d
R[FEA% A YT 241 53 BE A 25 i [ ZE K, TC \TG+ LDLC
¥ 2B R B, T HDLC S mkash; 4
Jai % TC F LDLC ¥ 0 M4 B 2 K (P <
0.05) o L84 ACS 1T PCI A J5 B35 Ik FH 40 mg/d BiTHE
ARARTT BETE A O 1 LA, 2w 2 g 0 0 A A A

RRVATTIEAR R

FYET TG, Z) BB R A N T FUE
I A B 4G 5 G s SORE B B VAR OR, BRI )G, 17
N =3 B L 20 B AN SMC 52 3370 1 MMP( £ Ny
MMP-9) [ fif N 57 4 i 40 35 57 {5 21 4 g A% 73 2 5 8
I B T A A A, UM O M A
T e 0o BB 3 R AR D AR SR ST R R . R4,
MMP-9 38 A g A fa e B i 2, F 5 A AR5
KA MR A o BBk AR AR YT AT 0
1 SMC 433 MMP-9'"™' | FI i i % 4 ¢ T3 2k B& g v
JEX ARG MMP-9 5200 (4508 . AW S A I 7
FH 2 11 J5 5 41 2 3 1LYE H MMP-9 ll Us- CRP 94K i
Ak, g5 5 R I 8 H 245 5 17§ MMP-9 1 Us-CRP
YR TR, 12 FIRHRIG A B M5 MMP-9 5t
TR R ZERIK(P< 0.01); FHZ )G 24 &, R4 %
F ML Us CRP 35 H4H 2 2 BRI (P < 0.05) . #2
7N ACS AR B S7 B 45 - K 7 & B 8 AR At yT AT 4 1L
JE MMP-9 [, BT 6 H B 8 8 9 B2 Fi SMC 4%
P MU B ZRBE R RSN RIEF BA — e
RN . FHZY 24 & MMP-9 Ifi i ¥R B 45 B [0l 7 Hak
IS H AN R AR L TE SR T 5 22 5, HED MMP-9 43 44
Tl R AEAE ACS 2RI, Bhr i KA E A AR 28
X MMP-9 73 W B 5E 0 2. UsCRP ££ FH 24
Ja R FF S T %, H 4 MMP-9 #1 UsCRP
W R BES TC A1 LDLC ¥R B R B35 281 IEAH 2%,
P[5 R 0 FE 5 5 B B 5 A e 1 A o), TR
ACS BFHRERA KA EMITREME B TRE S
AP, i — 9D e R B k1 R A

AT 5 A 0 2H A6 R IR O bR A s, (E T AL )
R ODEEERZER LR ZE M, X5 MIRACL #F 7%
P ACS B B BTHLAR AT 80 me/d VBT, FEIK T
W) 16 JE R R S i S J R 43 75 BN B I
SRR EHA —EEZR. WNSEHAHLLT
RIERA KR FEVIR; @OFEARE R, Ik 5
(AR e R Bl ok ot 785 7% B 9 A4 1) Al et IR 3 ik 4T
SAT T RIFHIE R, 1M MIRACL W 7% & ik £ 2k
3E Q WO IS H AR A NT IR 6B, BEHRER B
PRE N A —E B RIGR L s F . AR 7RI 4
1 1 2 AYRE PRI B3, BAR TC %% 2. 0 mmol/L, LD-
LC F%% 1. 1 mmol/L, {EABTE 12 & B & AML, CAG
RIS 2R P9 R AR RN e R B Kk B R R AR, W
RFTRIATT, $e7n 9k B (1 B AR 6 T AT REXS S 28 N
BAVERAR K. iR 20 ks A BE Hps A8 3t g ie A i
JIg LA BRI 3 ERT 25, AR ) 2 0 PR s, 2 1k v I B AN (H
Rt e PR 2 Jik 6 A B B 7 0t i, 3 k2 18 1 sk 1



616

ISSN 1007-3949 Chin J Arterioscler, Vol 14, No 7

XSGR . A Tyagi 251 Frz= 025l 3 4
PCI A J5 B85 5 5 R 30 ik 9 Rz 48 B Y MMP 3% 3k
AR, VT Sd i S A A0 P UG ISR DL K
eI L, AT REVRD BB

AW TR M 2L T E N ACS 1T PCI A S5 &35 IR
FH 40 mg/d BT FEARAR YT (4998 AR S Bt 28 97 3L, 45 RAE
SEERE IR KA =BT FE AR AL YT 22 2 AT 5, X5 X &
B RS R 8. KFEMTAMIT EGE
P AR T R%, X 98 RE Rl F- MMP-9.Us-CRP 2 &
SERANEIVE R o A 56 i A7 75 W 8203 191 80/ B U5
IR [0 5 A N ) 28 3 R - b R 2D 5 — R A1) ik sy
DO 1), H AT BRATT AR S IS A,
HOAAE, R HE— 0 Ffk 38 m S5 Rl 7, AMEE R
N CPAN At VT SR 25 1008 7 AR B ks R R AL 2 45 B SR
WIETT 1R o
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