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[ ABSTRACT] Aim  To assess the efficacy and safety of sequential therapy with atorvastatin (80 mg atorvastatin pre-
treatment within 24 hours before percutaneous coronary intervention ( PCI) and following 40 mg atorvastatin for one month
after PCl) in patients undergoing elective PCI. Methods 328 patients undergoing elective PCI were grouped into
atorvastatin sequential therapy (ST group, n=127) or routine therapy (RT group, n=201). The primary endpoint was
peri-procedural myocardial infarction ( defined as a CK-MB elevation >3 times upper limit of normal levels (ULN) ) and
the second endpoint was 30-day major adverse cardiac event (MACE, a composite end point, including all-cause death,
MI, target-lesion revascularization) , respectively.  Glutamic pyruvic transaminase ( GPT) elevation =3 times ULN as a
safety endpoint was also addressed. Results No patient had loss of follow-up.  The incidence of peri-procedural my-
ocardial infarction was 8. 7% in the ST group and 17.9% in the RT group (odds ratio: 0. 435, 95% confidence interval ;
0.212 10 0.889, P=0.020). The incidence of 30-day MACE was 9. 4% in the ST group and 18.4% in the RT group
(odds ratio: 0. 435, 95% confidence interval ; 0. 231 to 0. 925, P =0.027). GPT elevation =3 times ULN occurred in 5
cases in the ST group and 1 case in the RT group (3.94% in the ST group vs 0. 5% in the RT group, P =0.034).
Conclusion Atorvastatin sequential therapy reduces peri-procedural myocardial infarction and 30-day MACE but may re-

sult in more elevated aminotrasferase =3 times ULN in patients undergoing elective PCI.
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2 52 i R B KA AR (percutaneous coronary in-
tervention, PCI) J 35 T K2y 10% ~40% & 4.0 JJLA
13, H 5 FER RO IESE A (major adverse cardiac e-
vent, MACE) ¥ i IAH 56"  KREUEHRE RV, &
P56 4R 3l ik 27 & 1iF (acute coronary syndrome, ACS)
AT PCLETSS T IR S AT 7T ARG T AL
JILAR 15 B MACE #9422 SR, 74T #6301 PCI
ARG R A8 AR B0 S SR X R
BT AT AR AR AR AR G S i, A 52
FRUHRTIEGRLIT I BE3877 (PCLA NG 24 b P14 T BT
FEARAIT 80 mg, PC1 AR5 45 T FIHE A Ath T 4 K 40
mg, [T 1 AN H) BT TAT ] PCL & 1A R
SN
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Bl ArvE 1 N F K A ST B s e ST Bt
BACHER, FELAVER NI REA S LM,
KAl A W % & B ( glutamic-pyruvic transaminase,
GPT) &4 MARMITER  ELXNBRHEBET
% ( creatine kinase-MB, CK-MB 1/ 2 & ALAL 45 & A
(cardiac troponin,cTn [ ) # %, ANEHZ 2 HFH
BRAFMMERETA, REAZRFLEEGELHE
WA T W F 4% 3T 7 5 3697 (PCL AT 24 h 77 80 mg,
WE 1 AAE X4 meg, Z 5 & K 20 mg K H R
A s HFAIBT A% THR20 mg FIFERMIT,
1.2 PCI#1E

Bt H % PCI R BT % F 200 mg [ 7] T AR & fi
& 300 mg @A FH , ke T LR & (80 ~
100 U/kg) 4 # 7 {6 % fn B 18] 250 ~ 350 s, R F
JUAE | ¥ E @ (glycoprotein, GP) 1T b/l a % 4 47t
o ARYEIE K 46w FBAEAM N LR, M I TIMI
1 3 R FRAIRE <20% AN NRIA
1.3 BEFARELEFR RS

PCI AR &K H1 % F 4 K 100 mg [ & IC Ak & ok
BEImg, ZY 12 A, ITHHR %S, PCI
AH KA G 24 h 4 0 CK-MB, % &% 1 7.0 AL
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protein, hs-CRP), CK-MB X GPT E % L [R {&
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mg/L AL FHiE . X 0 o 7 AR A AR RO AR %
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=3 5 ULN L % &4 R,
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4118 2 57 K B JF B X Student’ t B3y, F B EA 4
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tensin converting enzyme inhibitor, ACEI) (B % & [H
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2.1 HEERAFE

328 Wl FH P ABIIE . HRIRIT A 201 B, 7
BUAYTA 127 B, K2 1/3 1 2 AR IR At
1T, PRALIG RRHE 22 500 B & BF SR IT 4L
BEPR B E T 2 (R 1), JFTHRITH M
TRITHIBRPEY 5K L9 53 018 71. 7% }e 65.2% (P =
0.222) , /B F 2 GP I b/ M a SZARFSHi5
P BRITA N 3.1% , HHIRIT AN 3.5% ,P =
1.000) , ¥ 0 B A1 % FF B AE R AN RUE SR 245, W
I SR EREARRI(F 2) .
2.2 HEMULERE

WL IR LDL AL, PCI RJ5 W4l LDL #F
M (RS To EE, 7 IR 41 R BRI 4 3
2 hs-CRP 225 08 31 (P =0.703) , 45l 4A 31 14
K 67 B B4 hs-CRP T (24.4% 1t 33.3% ,P =
0.208) . PCI ARG 1 Ji, ¥ B1IRYT 4 hs-CRP (R T4
FUIRITH (P =0.018) . J¥TLIAYT AL hs-CRP T [ IR
J# ( Ahs-CRP) [0.36(0.22,0.98) mg/L] K T % #
TBYTLH0.68(0.42,2.03) mg/L] (P =0.004) (%
3) . TH, PR 4 R IR IT 47 ¥ hs-CRP
ST 43. 4% % 25.2% .
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Table 1. Baseline characteristics

®2 MARTHERFARERL

Table 2. Procedural features in two groups

Al 1T 948 P2 ) LTS " A L YA Y LT
Wk sy ooy ey iy
B4 () 158/43 91/36 PASHRAR () 78(38.8% ) 48(37.8%)
TR (R 63.2+£10.1 62.5+9.8 WS IR AE (i) 74(36.8% ) 51(40.2% )
T IR A0 S (1) 25(12.4%)  12(9.4%) SSOWE () 49(24.4%)  28(22.0%)
FAE L0 (1) 115(57.2%) 76(59.8% ) LI () 231 142
RRASE 0 S0 (A1) 61(30.4%) 39(30.8%) FEETOR) 3(1.3%) 2(1.4%)
WK ({31 38(18.9% ) 29(22.8%) H”F%%(f) 126(54.5% ) 79(55.9%)
BEERI (1) 47(23.4%) 41(32.3%) Egﬁ;};ﬁ(%@ ::E;z iZZ; ijgg Z)Z:;
%E!UE(@J) 136(67.7%) 79(62.2%) B R4 (B2/C) (1)) 104(51.7%) 69(54.3% )
BEAECoIUREFE (151]) 29(14.4% ) 24(18.9%) 575 K FE (mm) 17.6+10.6 16.5 +9. 5
BELE PCLCHT) 15(7.5%)  13(10.2%) PCI NI HRTRE  84.2% +8.1% 84.8% +8.2%
3 H AT AR A S (1) 148(73.6% ) 88(69.3% ) PCI G iR A PRAs TR 2.3% £5.4%  2.9% =5.8%
ACEI( i) 155(77.1%) 91(71.7% ) g5k (i) 131(65.2%)  91(71.7%)
B AR (1) 137(68.2% ) 83(65.4% ) FELA S 308 () 1.26 +0.47 1.22£0.43
GPII b/ MMa ZAAFEHFI(H])  7(3.5%) 4(3.1%) FHKE (mm) 19.7 £10. 8 18.6 £9.7
% 3. MAMKEIER
Table 3. Biochemical indexes in two groups
=7 WHIEIT 4 (n =201) FHOAITH (n =127) P
F:4% LDL(mmol/L) 3.18 0. 89 3.28 +0.85 0.324
PCI 5 LDL(mmol/L) 2.90 0. 82 2.79 +0.72 0.226
2% hs-CRP(mg/L) 2.78(1.70,7.62) 2.49(1.53,7.58) 0. 703
PCI J5 hs-CRP(mg/L) 2.42(1.48,6.64) 1.81(1.10,5.35) 0.018
Ahs-CRP(mg/L) 0.36(0.22,0.98) 0.68(0.42,2.03) 0. 004
2% hs-CPR=7. 0 mg/L( f4i]) 67(33.3% ) 31(24.4%) 0. 208
2.3 £QRE# 25T EME(10.4% £ 17.2% ,P =0.150) , AR
2.3.1 EEAEFMNH FHIRITALEIIRITA Mo, P BOIRYT AANFR R H0 208 2 B AR 1.0 L
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(OR 2} 0.435,95% CI & 0.212 ~ 0.889, P =
0.020) , WA/ #TiE7~, & hs-CRP B P 33597 4
Bl AR 00 LA BE kA= R B AR T BTR 97 4
(3.2% 1, 19.4% ,P =0.034) , ik hs-CRP I 7% 2H
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Figure 1. Comparison of incidence of myocardial infarction in two groups and their subgroups



CN 43-1262/R W E kAT D48 2012 4E5 20 B4

9 1 827

2.3.2 REZE BRTODIEE, FEGITA 1
BIFET BB E | HRIGIT 4 1 BISE T H
TR MATE 232 — Wk PCL, J¥5RYT 41 MACE
M RAZR (9. 4% ) B EMTHAIRITH (18.4% )
(OR N 0.435,95% CI & 0.231 ~ 0.925, P =
0.027) .
2.3.3 HAERE JF SR A R LR T A
A S B 1 B GPT=3 % ULN(3.94% [t
0.5% ,P=0.034), %46 H# 45 HFERAMTT 7 ~
10 KA/ 83557 AR 5% 20l VR T, A e 191 1 B0 AL
BB e E A RO,
2.4 BEFARHOAAETA T

KHAZHE Logistic [FIH#E— 14k B F A
O WUBEBE Y AT RE T R 2R, e RAE S > 65 % (OR Ky
3.402,95%CI 1.398 ~8.278,P =0.007) M B 4E1&
7T 5697 (OR 4 °0.399,95% CI10. 192 ~0. 829,
P =0.014) HHASL AR (R 4) . WG Hr6d 35 ik
217 hs-CRP, R BTFE AL T 5 BTIRIT 5 5L 2R hs-
CRP /K F-Z BIfF A EAEH (F = 4.661, P =
0.032), KL, B ARARIHERR T 545 hs-CRP X
—Ag g, SR 6T R A% A2 BT HE b T e 51697 1Y
B 5 hs-CRP A2 [ T AR O U SE 0k 57 T3
M2 (OR M 3.622,95% CI 1.720 ~7.628,P <
0.001)

F 4. BFARHOHUEETNEEH Logistic 5347
Table 4. Logistic analysis of procedural myocardial infarc-

tion predictor

% OR {8 95% CI P g
ik >65 % 3.402 1.398 ~8.278  0.007
BTEARABTT FFEIAYT  0.399  0.192~0.829  0.014
B2 (B2/C L) 0.484  0.196~1.198  0.117
BEBR I 1.050  0.485~2.271  0.902
ANFasE B SO 1.033  0.484~2.199  0.934
B SZAABELH ] 1.020  0.490 ~2.124  0.958
ACEI 0.609 0.298~1.246  0.175

3w #

Y85 A AT T IR YT SR T AR L AR
DL, ARMYDA-1 58 R AT 40 mg BTFEK
fbiTHE4E 7 KW Naples 11 A 5% % FIARFT 24 h Y
BAYR 1R ) i 80 mg 17 iy i BT 4G AR AL VT . ARMYDA-

RECAPETURE #F 58 & FI AR 12 h BHE AT 80
mg + R FTRIZ] 40 mg HEHE*5 25 fig FA AR - AR )
DL G5, SR T, Veselka 2570 & 90, % T 47 £5 1Y
PCI A R B0 400 4, PC1 R R 2 KEEK 80
mg FTFEAAMLTT VA7 I AR A B R LT AR .0 LA
FEOIER R T [ 10% (FTFE AL TT41) H 12%
(XTHRZL) P =0.65], XETF G LSRR, A0
BEHE— PR Y AT LT T IR YT R, AR R Kk
B TFATEEA PCL AR B BTHEARAL T T 7 536 )T
FE AT A0 A BT R 1090 LA 43 s AR 28 K 30 K
MACE &A X, XA B TIRA T — P40 R B £k
My T ARG YT N TR PCT AR 5 13

ARSI KB, BTHEARARTT 7 5167 )5 hs-CRP
B TR, LR 8 hs-CRP 50800 Bl AR
PR U A 3, Wi #E A 4 2 BB AR A 7T 7 5%
BITHIEN T , 5L hs-CRP SR E M 1L, R i
hs-CRP H# 1Y Bl FARWLO A R AR, X
A fig SRR B ARG YT 280 A G (4 AL BT
PURAZ IS BG I IE J5 | el 3 Je &F sk Dy g L 3l 5 O
ST N EE D e AR 711 D WA P I =
CRP S v 1B M Ja sh 7T 77 53R )Y 5 6 1Y B 22 48
FRZ—. 7E Naples 1 #5¢"®' | hs-CRP 6. 5 mg/L /F N
{5 hs-CRP WARIE, AAFFE T hs-CRP LA K2 75%
P43 fE (7. 0 mg/L) ¥E M1 hs-CRP By Y] i, Chan
LRI 58 % T hs-CRP =11 mg/L 3, PCI A
R TIRYY AT LS 1 4R 06 MACE W9A7E . 2R,
NN EIE Y] S AR .

ZHZE Logistic EYEE ¥ TEAE TN , Bl AL
LA BE 1 TN R 28 2 4 1 B2 BT 4G AR A T )3 BHR YT
DAFERFSE 2 IE T 45 Ff BT AR 3000 LASE 3 19 i ) R
LR AR A AR bk &g A AE R
FIRARSE ) BRIN X BT R 2R A 1 2 s Ak A T
THYT R TR TR A (BT AN R TR R IR T A
EL 0 2 SR 3 Pk 25 A F 58 A7 A8 SO I Y
AEBL ML, % 522 2 25 (™ o805 Ak sl i s A2 ) i AT
FARERBEY 5K T B8 S BCRAE S BT A A
TR BUARIT Ak e & 7 FH W] FEAE Bk fa s R 3=
OO A (B VR 55 B — Fh i BE . 5 ARMYDA-RECAP-
TURE BFFEHILL , AR B 50 1 & BB FE R AL VT e 523R
JrHY 5 [FIRER [ 5 hs-CRP B AN FE 5E B0 400 £
FHo 454G Veselka 257 B 9T 45 5 %t B8 & A0 S0
S TCRE R AL SR A TR PCT R B H A Tl A Ay T
BITEF AR £

YT 3R AL 6 T B 2 A MR B S 2 AR
—ANEEE R, BREAE AT R R A A VT IR T Rl g
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AT 2 T T B R T AR T 4 2 BT 4T
BATT FEBIAYT # 3. 94% 1 ¥ GPT >3 % ULN,
WEBTHEMIBITHMN0.5% (P =0.034) , HiE%E
Fili T 5 A 2R T AAEARALE 5T, 3 7] 68 5 11 PR 44
A B BIGPRFEAE 22 S A7 0C, SR, AN BE A AT
o P A S I T e AR R 5 R I g A R i
AKX,

ARIFPFEAFAETLD AL : (1) X2 WML
WEFT | ME LAk G0 BRI 14 TR 44 52 Wi S I ey (2) Bl
Vi IRI BT T AR A VT 3697 IO AS 3 22 PE 78 43 Bt rp AR
HEBR 5 (3) 7E 45 7 BT 46 £ At 7T /i 4% I CK-MB &
GPT, BbJm HAE—/ B[] g b A7 2 4, W] fig st s — L6
RS, 2, BRI TT 7 567 v R AT HE
W PCL AR IR Z 2540, SR, ARk as R EAET
AR SE LSO B hs-CRP S35, HAZETE 0 o5 1%
AMTHE RA R, Wk, A HZHATRENL X IR K
FEAR LA T DA E — 2 B A BT 4 A A 7T 7 B3R 97 %
TR PCL AR S8 (R SR X e O &0 ) A
B B A
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