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[ ZE] BHH NEFRBITRCLH(UAP) EF 2 L BRI IRANGE ST (PCL) RAT R R f 4 7 F ek T
3t B HE TG, Tk ¥ UAP B 00 BlRALY A 3 41, 40 30 6l . KA T4 NTRE O R ITIe X4 T 45
X 20 mg, RAT 2 ~4 h O IRITHAAMIT 45 20 mg; P A S NG D IRTIHAAMITH5H K 40 mg, KT 2 ~4 h v
MR IT AR AL T 45 40 mg; & A B4 AR DR THARMIT 458 % 60 mg, RFT2 ~4 h 2R ITIARMIT45 60 mg, FT
HEHFHENIRE 48 ~72 h M5 PCL LR &40 PCL RAT R JG MBS B ) T8 S IUILAE R & 1, &8 C LB &
G EREPCIARE 0 RANELERRCREFHG LT, R JHANZTHARE 24 h SIS EG I ZFHHK C AL
FAREKTRATE(P<0.05), KAZTH FHBLARZ AN THE LS PCIL AR A 095 LI T 09 & & % 5 5]
23% 13% 0% , A 2 HFHE7F(P<0.01), FATHEERR CBFHEL A FE R FKTIKAN ZLH(0% ¥k 23% ,P
=0.005), PCI K5MiF 30 X 3 A LATRIehE hiz TAFHEL L, Hib UAP &X454 PCI RAT4EH A
A T AR T 454 K 60 mg T A B F HAK 5 PCI A8 % #9 5 ILAE 52,
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Effect of Different Loading Doses of Atorvastatin Calcium on Unstable Angina Pecto-

ris Patients after Percutaneous Coronary Intervention

GUO Xiao-Yan, HUANG Xue-Cheng, and WANG Qi-Wu
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na)
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[ ABSTRACT ] Aim  To observe the effect of different atorvastatin calcium loading doses on prognosis of unstable an-
gina pectoris (UAP) patients before percutaneous coronary intervention (PCI). Methods 90 UAP patients were ran-
domly divided into 3 groups (30 patients per group) , after admission, the low-dose group was given 20 mg of atorvastatin
calcium everyday in combination with 20 mg of atorvastatin calcium 2 h to 4 h before PCI.  The medium-dose group was
given 40 mg of atorvastatin calcium everyday in combination with 40 mg of atorvastatin calcium 2 h to 4 h before PCI.  The
high-dose group was given 60 mg of atorvastatin calcium everyday in combination with 60 mg of atorvastatin calcium 2 h to
4 h before PCI.  All patients underwent PCI within 48 h to 72 h after admission. ~ Observe the changes of creatine kinase
isoenzyme (CKMB) , cardiac troponin I (¢Tnl) , high-sensitivity C-reactive protein (hs-CRP) of each group before and af-
ter PCI and the major adverse cardiac events (MACE) within 30 days after PCI. Results cTnl and hs-CRP of high-
dose group after 24 hours of operation were significantly lower than the low-dose group (P <0.05). The incidence of my-
ocardial infarction related to PCI of low-dose group, medium-dose group and high-dose group of patients was 23% , 13%

and 0% (P <0.01) respectively. The incidence of MACE of high-dose group was significantly lower than low dose-group

[¥FmHEB]  2013-12-20

[EE€WB] mMTHREMRSHEARIF LT H (2¢2010007¢)

[fEE®N] M, OI5E BB, BE 07 10 0 8 O 5 0K, E-mail i cornary @ sohu. com, B{*7 A, #0432, il L-4F ¢
He SR WFSE 18] R e O , E-mail SN xchhnn@ sina. com, FE R, W78 4 BI R, WF 58 07 1) 760 0% , E-mail 4 1145568462
@ qq. com,



1040

ISSN 1007-3949 Chin J Arterioscler, Vol 22 ,No 10,2014

(23% versus 0% , P =0.005).

reascularization event occur.

The follow-up for 30 days after PCI, three groups had no death and target vessels

Conclusion  Short-term pretreatment with 60 mg atorvastatin calcium each day can re-

duce significantly procedural myocardial infarction in UAP patients undergoing elective PCI.

28 [z 5t R Bl K A AR YT (percutaneous coronary
intervention, PC1) JF 81 T 5.0y 16 J7 B9 42 o6, {2
PCI 32 7% AT BE I ER O LA 05 B RAE SV, [ P b S
ik HRGE PCT A0 ILEAE ( peri-procedural my-
ocardial infarction, PMI) [ &% %8 10% ~40% ,
B PCL 1 FEIA O WURSE S B 3 A RGOSR &
AR O T HARRE S T3 M i 5 & A O LA B
RS TH iR 2 ~ 3 i

LSO W] PCT AR F 67 for 7T 2K 2591
I AT LA A8 PMI ¥ & A2, ARMYDA #5517
WUESEHY] PCTARET 18 SRR 12 b JF 46 Bef
FEARAMBTT 57T DL 2 el et 0o FE B PCI RS 2
AR O S M ( major adverse cardiac  events,
MACE) , A fF.OIRMEAET O JIUVREZE 5 YCHE if A8 1ff
E B, HETEN PCLARFIA [R5 fE T E
TR e Lo g S8 TS Y e DA R GE . AT
i WAL ARG AE L0 29/ (unstable angina pectoris
UAP) SB35 PCI AR A7 47 A [ 577 5 B 46 A At 7755 %6F
PCI AHIG L WUREAE K20 LA 105 1) 52 00, 483 UAP &
& PCILHT G {7 T 225 W30 7 14 b B BRI 671 i
AN = BTE A T T 45 19 UAP SBE TS 1Y 22 5%

1 W&REFE

1.1 ARINERSE

HI2011 41 A ~2013 F6 A HEHA¥H
Z B E RS f g AR A B UAP B 90 B, fr A
BAEZFRERER ENKER~T2h NEZ
PCl, K AHFHM N3 4, F430 A, (1)KAE
A NI JE TR HE A TT 45 (M E 1 2GR IR A B A
FEYE R 20 mg, RET 2 ~4 h 0 BB 46 £ 49T 45 20
mg; (2) A 4 NBEJE BT HE AR 0T 45 5 K 40
mg, R 2 ~4 h B AR FTHE & 7T 45 40 mg; (3) & 7 &
Ao NI e 1R FTFE AR A T 454 K 60 mg, KAT2 ~4 h
o AR BT HE & f T 45 60 mg, FARH A il B BR
HIFR, HRTE. FEEZRD PANERAKR
IR 34 Fk 48 A-4E (acute coronary syndrome, ACS) & # ;
R AT B 0 JEAT R LB B B T g
(creatine kinase MB,CKMB) ./ ALAL4E & & 1( cardiac
troponin 1,c¢Tnl) @it EFEH; ~F 0 FE, A0
% 4t 4 (left ventricular ejection fraction, LVEF) <

0% # ;e v a2 BmAGH; BEhEt 2, M
Ef >200 pmol/L # ; LE A&, T MY 2 E X R IEE
BEZWITEGIETWES,
1.2 BT AE

FrERENT G R AR HERALE RKER
B 37 % 7] (angiotensin converting enzyme inhibitor
ACEl) /% % 5K & % K 4% 70 7| (angiotensin receptor
blocker, ARB) \B FELi# 7|, T &] [T #k f7 7% Jr 4 K 100
mg,PCI AR 3 h 7 77 5 B 2 A 45 % 600 mg, b
- BHERIEREFEEH /R AEE allb/Ma % &
TR, A RN B4 s X %, PCL K
AR MR E <30% X hF AR, FiEAE
FREERA RS FHEI X, MERMITHEE X 40
mg EVIANA RBRAAREEFERTS mg £ 1
G P B IS A7 7 A R 100 mg K AR
1.3 MiFERR

e # B 4 PCL A AT A7 PCI K J5 12,24 h
ik Ak 3 CKMB . ¢Tnl, % % C & 5 & A (high-
sensitivity C-reactive protein, hs-CRP) , K 7] & K &
24 h 1 3 & 7 % % 5% (alanine transaminase, ALT) ;
FRFEAREFME A F H CKMB 0 ~25 U/L,cTnl 0 ~
0.5 wg/L,hs-CRP 0 ~3 mg/L,ALT 0 ~40 U/L, &
B3 BT Nk B PCL AR HT Tl 3478 E% EE , %
FB 2012 4 A7 A7 B 4 3Rko0 ILAE J0 89 48 — s L
YW AR B & Tl E# 8 &2, 0 PC1 K& cTnl
FEE<5x99% B4 HE LR, ZKWEET S PCLAE
% B9 0 AL A% ;4 PCT R JE Tnl >5 x99% %14 +
ROFEHEAUTABZ—, KAKET 5 PCLAEX
B0 ILAE 20 . (1) #5 42 =20 min 8y 5 fn M B JE ; (2)
ST B R BT R I Q ;5 (3) % ® AT I
Bk A AR 2 R IR L B A R B
EIZ(4) 7 HHG BLIE A % Kk SR 0 £ BE S 2
FRENYHRFIEE, RERELEARTAFMG
(FETH AR A il B Bk A IF ), W& PCL A
FE30 RNEELRQEENH, AFECHREERT L
AAE L PR %t iz & 2 QAL LB 5 PCI
A % B0 LR B0 R B R 2 UAE BB (ST Bt g A
RESTHAFA LM QCNFER), BRE LG i
TR EEEREZ PCl SN 31 B K,
1.4 ARRM

ME PCI K J5 &4 ALT F+ 5 0L, BT £ 2%
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A R M LR B K A
1.5 SItESHR

B1F SPSS 13.0 K #3847 4 it 4 A, B K K
Rz xs R EH R R IHEROR DO EL(F) &
TLER X R, B R AR P<0.05 H £ F
HHEIFE L,

x1. BEMAB

10 1041
2 # R
2.1 —RRARILLER

F L RBE AR IR B e S IR DI RE
LVEF K 3R 97 25 G U0 L 28 R R Ge it 8 L (P
>0.05;3%% 1),

Table 1. Main clinical features of patients in the three groups

mw H & 2H (n =30) Rl 2H (n =30) HEREL (n =30)
(X)) 61.82 £8.35 62.90 +6. 40 61.75 +6. 83
BB 21(70% ) 19(63% ) 17(57%)

2 BRI (1)) 7(23%) 8(27%) 8(27% )

o I 95 (8] 15(50% ) 16(53% ) 17(57% )
WA (15 10(33% ) 12(40% ) 13(43% )

L LA AT 52 ( f91]) 1(3%) 0(0% ) 0(0% )

PCI 5 (#]) 0(0% ) 1(3%) 1(3%)
SEEAR B R FE R L (]) 0(0% ) 0(0% ) 0(0% )
Hh =8 (mmol/L) 2.12+1.25 1.90 +0. 80 1.82 +0.67
JH [ 5 ( mmol/ L) 4.62+1.03 4.86 +0.98 5.02 £1.40
LDLC( mmol/L) 2.75 0. 93 2.72+0.73 2.78 £0. 65
HDLC ( mmol/L) 1.19 +0.46 1.32 +0. 54 1.18 +0.35
WLEF ( wmol/L) 79.23 +13.58 80. 45 +16. 56 76.52 £17.23
LVEF 56.25% +9.75% 55.23% +8.53% 59.81% +4.60%
o] & DT A (1)) 30(100% ) 30(100% ) 30(100% )
FMEAE 5 (f) 30(100% ) 30(100% ) 30(100% )

B BELHE 1 (1)) 24(80% ) 21(70% ) 21(70% )
ACEL/ARB( f4]) 22(73%) 24(80% ) 23(77%)

11 b/ Ma SZ ARG (B)]) 3(10%) 3(10% ) 2(7% )

LDLC . fi %% BE A 2 1 [ B3 (low density lipoprotein cholesterol ) ; HDLC ; i %% BE A 2 11 JH [ B (high density lipoprotein cholesterol) ,

2.2 PCI#HX &R L%

3WBHE A ANIRIT I | B SR B K
JE CHREAR AR Rk [R] B B 5K R ) S5 AL X
P 2E S gt L (P >0.05;%2)
2.3 PCI BUFOAERREY) (hs-CRPALT HIZE{L

fRFE A Rl M s R a2 PCL RS 24 h
¢Tnl } hs-CRP 5 ARHGX} HL 3B 8. T+ (P <0.05) ,
EFIR ARG 24 h ¢Tnl J2 hs-CRP 1 4% TR &
(P <0.05), EFIREAARIG 24 h ALT HARTH T
FHE (P <0.05) P AT EFIEF (£ 3) .
2.4 PCI #HEZH OGS OANETE

PCI ARHGARF 2 41, )k 2 R s 7] e 21 34
B Tnl 83 1E % {E L FR (upper limit of normal,
ULN), 3 41445 PCI AHSEH L AL 453 ( Tl Tt
K1 ~5 % ULN) P G222 57 (P >0.05) ; =7
w25 PCIAHISEAYCHUHSE (Tl >5 £5 ULN) '

KA AL TR 4 (0% . 23% , P =0.005;
#*4),

% 2. PCLHHXER
Table 2. PCI features in the three groups

W H IG5 k2 ) 2 gl
(n=30) (n=30) (n=30)
YRIT I (1)
LEET 0(0% ) 0(0% ) 0(0% )
LETiE 32 12(40% ) 15(50% ) 12(40% )
2 e 7 11(37%) 10(33% ) 14(47% )
T AR B ik 14(47% ) 12(40% ) 11(37%)
ZXMmE 5(17%) 7(23% ) 5(17%)
A () 1.60 £0.65 1.45+0.55 1.55£0.72
AR (mm) 31.00 £14.38 32.10 +13.50 29.35 +14.48
FHEZ (mm) 4.60£1.95 4.38+1.61 4.51£2.50
TR () 7.50+3.40  7.25%3.12  7.75£3.60

Y KE S (atm)  21.05 £11.07 21.15 £11.37 22.60 £11.10

atm ; KK (atmosphere )
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% 3. PCl AT REAREH) R EREW R AT IIRERI 1L
Table 3. The changes of markers levels before and after

PCI in the three groups

% H 2 rh A [kl
(n=30) (n=30) (n=30)
CKMB(U/L)
ARHT 16.35£6.31  17.60 +5.25  16.85 +4.78
ARJF 12 h 21.35+6.36  21.10£5.89  19.84 +7.30
ARG 24 h 26.11 £7.08* 24.16 £5.77°  23.92 +8.90
cTnl( pg/L)
AR AT 0.21 0. 18 0.26+0.10  0.22 +0.09
RJG 12 h 0.89+1.06° 0.71+1.11*  0.54+0.83
AJ5G 24 h 1.21+0.89*  0.81+1.07* 0.59 0. 69
hs-CRP(mg/L)
ARHT 3.24 +0.97 3.04+0.94  3.07+1.37
ARJF 12 h 6.51 £1.08"  6.50 +1.16*  5.38 £1.25%
RJG 24 h 9.32£2.45*  7.59+2.13* 6.26 +1.86"
ALT(U/L)
ARH 15.95+£3.56  17.12+3.05  16.35 +3.34
AR5 24 h 19.15+2.21  21.20£2.75 22.60 4. 69*

a N P<0.05, 5ARETHHE ;b N P <0.05, 5LH B4,

% 4. 5 PCIHHH O AR5 FAO AUEFEXT EE (141])
Table 4. The incidence of myocardial injury and myocardial

infarction related to PCI in the three groups( cases)

G rhR Rl mnlE

woH (n=30) (n=30) (n=30)

AH ¢Tnl > ULN 0(0%) 0(0%) 0(0%)
ARJG eTnl H1~5FFULN 7(23%) 5(17%) 3(10% )
AJG ¢Tnl >5 £ ULN 7(23%) 4(13%) 0(0%)™

a P <0.05, 54 LA b o P <0. 01, SRR 4t

2.5 PCIARJF30 X MACE

PCI RJ5 1T 30 K ,3 434 T0.0 M AET M 5
N LN IK = B = e R 571 B A e B 2 D =1
FaEdl PCI RJ5 30 K MACE 19 & 4= R 45 51 Ky
23% 13% 0% (P <0.05) , =754 MACE 2 #1I%
TARFIHE (0% . 23% ,P =0.005; % 5), FE 5
PCI AHIC .0 I SE B i s A G

% 5. 34 PCI R/Jg 30 X MACE( #4])
Table 5. The incidence of MACE at one month in the three

groups ( cases)

% H {05 < R R R T =

(n=30) (n=30) (n=30)
IEMESET 0(0%) 0(0%) 0(0%)
LA L 7(23%) 4(13%) 0(0% )™
PV 1 5 1M 35 A 0(0%) 0(0%) 0(0%)
B MACE 44 7(23%) 4(13%) 0(0% )™

a jJ P<0.05, 5hFEHHE ;b A P<0.01, 5MEFI A L,

2.6 HYARKM

PCI RBTITA B # ALT 7 EH [, AR5 AR
FIdl PR SRR AR E ALT FHEik 1 ~3
% ULN 9008553 500 2 51 (7% ) \2 1 (7% ) 4 1
(13% ) , TGt #2252 (P =0.578) . &41¥JC ALT
>3 i ULN 2, I H ¥ TC R B AE SOLA i kA

3o #

PCI ]35S0 <B4 491) 2o e 4R 3l ik e
JZ A SRR Bl K 543 S it A P FE 0 i O 5
S A ML AR TE A I JE S IR T
PUBE AL L/ MRIA T, e AR 2 K P I A4 TR sk 30 ik
SRR Ab Ok 4 7% 2 X D 00 BH ), X e = T
S ARIRBC LA FEL O LR SR A S

BT ARALTT 2 5 Y SE PR A il A 3 Tt 0 1
I RATT 2254 i SRR % ELAT AT R [ | B
H M LDLC MPEH . BTHE A iT BA ol 7 T B AR
VERZ A O A5 AR 3P 7 B30 i N B D) g
W AT FRE Ty B BEH ek 2D A8 Ak I 8 il A
ST e UL 200 0% 38 5 e A S T BTN ARMY-
DA-ACS BF5E " W BE A o 11 R 3 7T 225 0 1 171
Bl PCLIGITIMAE ST B4R =i A ACS H& 43 M Bf
FERAMTTSRALIAI T2 (n =96 , KT 12 h I ARFTHERR
YT 80 mg, ARG 2 h M ARFIFLAAMLIT 40 mg) %
BRI (n =95) , PCl ARJF I A K3 O IRBTHEAR
TR 40 mg, 455 Wow , 5 2R LL0 EL, BT
Bt 7T oA T4 PCI AR J5 30 K MACE 3 T F%
(5% 6 17% ,P =0.01) , RJ5 30 K MACE XU FEAIG
88% (P =0.004) ,

HETA R RAE S5 T 7 4R 3h bk o8 4 1 16 1) 95
PRA PRI AR | hs-CRP 2 — B sy B2 B5USE Y 2 AE H8 5
HIK- T 85 5 R A I 2l B A% 5 10 B B 1) 2 1
B, BUFEEIIMIE hs-CRP /K5 56809 (1) ™
BRI | AR T4 R BRI =4l
FRRE 2 K R R 4 PCT RS 12 24 h hs-CRP 5K
HOXT LB S & (P <0.05) , i Al B4 RS 24 h
hs-CRP B Z K TR FI 41 (P <0.05) , ARBFIELE
FAUESE, PCL AT LU0 WU 958 S, it 7] 2624
YIPL 9 AR 5 7 R E A G

AR EE R B, m R4 PCI RJ5 24 h
Tl W FRTAFI LA (P <0.05) , @Al EHARE
¢Tnl >5 £ ULN (9 & 4 R W FH R TR A =4 (P <
0.01) , L PRIEA SHREAS PClHX
(R0 WUARE BE & 1 343 R 23% (13% 0% , 22 5
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#F(P<0.01), PCI RJGHEVS 1 A~ H IO UEMESET:
PRI AE I 2 R R A1 MACE B 3
TR 2H (0% It 23% ,P <0.01) , £ 5 PCI
FHIEIRC VB AE B B0/ 56, Feldman 2515 43
B PCI RJG Tnl KT 5 5 IEW S B 2 4F
FET-HIENN 1. 8 £%, Nk UAP F3% PCI ARG 1 1
for 1o 790 2 BT FE AR T T E5 AN (E 0] LR S5 RRAIR S PCT AH
K0 IR BT, , 34 1T e ek EE A I iU

ZIRRFFTAE RS PR T 2 25 W it
AR R AB R i Al 7T 25 245 W 40 e s - e 1Y
BEZTIRERRA, AURER S U A S
R—3, PCI RJFEFIEH ALT 8RR W& T (P
<0.05) (HEXEA M G, BJC ALT THi
I 3 i ULN (91, R & BRAh VT 2 25 A O 1 L
I 1) A B T B A0 A s 7 o BT HE AR A T T 859697
AN, HEr, EHNCFMIT Ry L aMm R
P KFEARFRADRIEF AR, LT VHARZE
B ERE RERR, AR T R 2R
BTFER AT 54 7 i, PRUAS B 50 B B 4/, B
AT TG YIR T RO R0, LR 2GS R
SN ()25 A — 7 S R 5 el FH R 5R) 1 BT HE At 7T
TRIT I A PEPPAR AT T 22 T 22 KA AR 1 BiF 58 45 21
RAUESE

25 FRFIR  UAP B3 PCL AR 9 6 ey i 70
(5K 60 mg) FIFEHAMTT 45 0] L 3 FAIK 5 PCI AH
KO HUESE , I H et R AT,

[ &% k]
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