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[ ABSTRACT] Aim To investigate the clinical factors which influence platelet aggregation function in patients after
percutaneous coronary intervention( PCI). Methods A retrospective study was conducted on 266 patients with coro-
nary heart disease which underwent PCI.  All patients were treated with clopidogrel and aspirin dual anti-platelet therapy
and standard medication. Patients were divided into 0% ~29% , 30% ~49% , 50% ~69% , 70% ~100% groups according
to the adenosine diphosphate( ADP ) -induced platelet aggregation rate(PAR). The CYP2C19 genotypes, general clinical
information, lab indexes and coronary artery lesions after PCI were compared among the four groups. Risk factors of ele-
vated PAR were explored by logistic regression analysis. Results There were significant differences in gender ratio,
age, brain natriuretic peptide( BNP) , CYP2C19 genotype among four groups of PAR(P<0.05). Logistic regression anal-
ysis revealed that female( OR=2.713, P=0.027) , higher BNP(OR=1.002, P=0.007) , slow metabolism genotype( OR=
5.159, P<0.001) were risk factors for PAR=50% ; and female( OR=5.716, P=0.008) , slow metabolism genotype( OR=
3.149, P=0.049) was independent risk factor for PAR =70%. Conclusion Majority of patients with PAR<50%
were fast metabolism genotype, and patients with slow metabolism genotype usually had PAR more than 50% ; CYP2C19
polymorphism had strong impact to PAR. In addition, female and higher BNP might be risk factors of elevated PAR in pa-

tients with coronary heart disease after PCI.
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22 [z R Bk AR ( percutaneous coronary in-
tervention, PCI) ¥ & i R 2 M 7 Ik 25 & 1 (acute
coronary syndrome, ACS) [ 8 ZIR 7 T B, A MEA%
By 55 ] ) DE AR AR AT 1M/ INMRIR 7 C #HE me HEAE N
S0 PCL A S5 B AR HE BT I /NGRS o ARG IR
AT DS S A8 A 4 52 AU /MR T Y 2o AR
WL/ SR 4R K (platelet aggregation rate, PAR) AN
REf B RUER 78 PCI R G R R Z E K AEAR
OIS, a2 AT i SR A B
PO NUEEAEA

FMEAE & R MR (adenosine diphosphate
ADP) I ZZ AR FE BT, AT 4l i /i R LT g, H
i A = S SRR A i 4000 ) ot /)N A 3R 4 T BB 1Y S8R
HAARZE L B 53 83 PCLAR G I A &
AMAR IR 2 R A AR A K PAR R REA B
5, fF 76 F ML A% HE BT ( clopidogrel resistance,
CR)"™ ™ E S B H TS UL T2 — i A
PEZGY) TER N T 20 A0 A (5 3R P450 Big (X i 4%
AR ) A 8 S S ) 1t/ A R PR kg
ERIAHSCHT CYP2C19 Jk A 2 25 gk 2 B o Stk
R AT, REETE R, 4 ADP 1531 PAR T
S EEAR S CYP2C19 oIy Re M S5 A B R 3Rk
KB BR CYP2C19 FEH LSS R A IS AFAE HoAth
SN PAR BN R 7 AWETE B ARSI PCTRJS 3
PAR B2

1 FZARFFE

1.1 —fRER

A 2013 4 10 F % 2014 4 10 A T+ EEF#
KFEMWE S — B o g W AT & Wk 30 bk % 5F
AT PCL 397 B G B3 266 4, H 4 5 1 186 A,
LM 80 AL fEHh 31~88 ¥, T A A AR PAR
DA M 0~29% 4 30% ~49% 4 50% ~ 69% 4.
70% ~100% 4 .,

Fr& B % PCL RAT 34 % 7 & T4k (F F A
& )300 mg 1 & ik #8 F (& 3 HOK L4 ) 300 mg fi
T & ,PCI A J& 4k 22 R F| 9 5] I8 AR (100 mg/ K ) Bk A&
AMBE(TS mg/R), W EHF RGN MNK
tEE Mb/Ma R EFFRA(HFEHE) RF|EALAH
REHAVER EEA, B 24~48 h, EHH KA
ROEAREBIT FE, E N mA LG4, €4 0
ERRKEBmNH ARG ERKZZETHFRA.B
R R T K AR,

HRARE BFRBRA Sk LR £

BH,FEFBED@ L2 THEMNE LK RER
BORWNRM ESERE SN S (s F
AVE W W o B ) 5 4 SR B K AL
Hie,

17 S 1 ] A A B R R, R B A A
(Fdik) S BEE(AREL) i ERE(CH
) MERREE(CAHE) AR FEES N Y 4R
Bt b S e I R R
1.2 IeRELIERNE

B EH ST PCLRE 1~3 RERZH
K& B . i N AT B (platelet count, PLT), i
XE4100 i % #L 2 4 UM € ; AL BF ( creatinine, Cr) |
AT % & B ( glutamic-pyruvic transaminase, ALT) |
A #E # F B ( glutamic-oxalacetic transaminase,
AST) | B JE 21 % (total bilirubin, TBIL) . H 7 = B
(triglyceride, TG) . % % & g & @ f2 & ¥ (high
density lipoprotein cholesterol, HDLC) 1K % & g &
& fH & B (low density lipoprotein cholesterol, LDLC)
%, W % K T600 A 447 BUI € 5 AL45 & & (cardiac
troponin, ¢Tnl) . /i 44 Ik ( brain natriuretic peptide,
BNP) % | iy FE 3 T2000 .5 247 (U 2
1.3 BRIBFERZEENER

WIEEH TR EZ K PCLRE R, 24T A&
# Tk o Bkt B R R UL, SRR B ke A T
(left main coronary artery, LM) . 7 7] [§ 3 ( left
anterior descending coronary artery, LAD) |7 [l jig %
(left circumflex artery, LCX) 7 74K 34 ik (right cor-
onary artery, RCA) ¥, L& K HE A K E KT 50%
HWH AR IRE, FIEREANE N EEENL
T R o A B AL AR R A A RAT PCL R Y
TR B o B R RN LR EE
1.4 b miENE m/MMRREE R

5K F K 5 He ik % (light transmission aggregation
LAT) % 5 wmol/L ADP % & T &7 PAR; £ % i £
TPCIARGE 1~3 HFRZERE, NAHT 4
wEEHED 6L FFEREERE WA S5 mL i # ik
1B T 3.8% B AR R TR, T
AEMAE2h Z AR, B R PAR=50% L
# CR,

1.5 CYP2C19 EE &K T

& A DNA 503 fr A0l & % CYP2C19 %
HA; T PCIARJE 1~3 HE R ZHER R EH M # MK
i1 2 mL, & T EDTA #L% & # % 4 ; CYP2C19 £ H
AR R &l b AR BOR IR B 4R BE, 4 DNA
I Aok PCR 8 X BMAFEHER, K%
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WEERM + 1, +2, «3 AEMEE, RE
CYP2C19 £ H £ A M40 3 4. PR ut41, B o i
EREEAC+1/ 1) FREA,FEF 1 Dk
Brhe BEA( =1/ %2, 1/ *3); B RA4H, HEH
DATh B R (%2 %2 %2/ %3 %3/ x3),
1.6 HITES

B SPSS19.0 B # AT S it F A, A A
HERE KA vxs, ITHEHXAFAK (%) &7,
MHFHAEAP A, TEXANA R LA 2
HEFEZM, HHERBHEXAFFTRE; ARFELE
AR AESHEEL, XTHAHE LKA 2

S Uy BAE B H Logistic 44T, 4% 1 % %5 PAR F+ 5 &Y
el %5 P<0.05 = RARITFENL,

2 # R

2.1 BHE—MERMEE

4 21 B VE IR B LG AR % 22 TR 25 A
(P<0.05) ; PAR &7, 2o o Ho it 7 38 7, 4F
R AIR R (P<0.05) . 452 (A H A FE bR 0 5 |
IR S PR S B AR B 22 Y B S
B (P>0.05;% 1),

x1. BEBE-WIERF R

Table 1. Comparison of general clinical data among the four groups

0~29%4

30% ~49% .

50% ~69%

70% ~100%4H

o H (n=49) (n=86) (n=96) (n=35) PiE
LHE[HI(%) ] 6(12.2) 24(27.9) 31(32.3) 19(54.3) 0.001
FR(X) 57.6+8.4 59.8+11.7 63.5+10.4 60.5+9.9 0.009
WA (%) ] 25(51.0) 42(48.8) 47(49.0) 15(42.9) 0.900
iR [ (%) ] 28(57.1) 49(57.0) 54(56.3) 26(74.3) 0.273
PEIRE B (%) ] 8(16.3) 26(30.2) 25(26.0) 7(20.0) 0.289
BEAEYE F(%) ] 32(65.3) 52(60.5) 60(62.5) 24(68.6) 0.844

22 BAIRKENLIERELE
4z [E) B BNP K22 594 W&, 50% ~
69%4H FIl 70% ~ 100% 4 W] . & T 0 ~ 29% #H Fl

R 2. 4 HBRE MK ENLIERAI LI (vs)

Table 2. Comparison of clinical lab indexes among the four groups(x+s)

30% ~49% 4 ( P<0.05) ; HAFE AR 45 41 2 [0] (1) 22 57

TG X (P>0.05,%2) ,

0~29%%4H

30% ~49% 21

50% ~ 69%

70% ~ 100%4H

o H (n=49) (n=86) (n=96) (n=35) P
PLT(x10° /1) 208.9+60.1 207.7£62.0 210.5+59.8 218.655.3 0.847
Cr( pmol/IL) 74.1£12.8 71.1216.1 73.516.3 68.717.5 0.312
BUN (mmol/L.) 5.14+1.64 5.1421.81 5.3242.13 5.23:1.47 0.921
ALT(U/L) 38.2432.6 33.9+31.3 31.5£28.2 31.8218.6 0.696
AST(U/L) 28.2+18.2 20.2+18.1 30.518.7 31.8+17.4 0.801
TBIL( pmol/L.) 10.9+3.8 11.1£10.2 10.9+9.1 11.0£5.6 0.999
eTnl( pg/L) 3.03+11.03 3.7810.99 5.85:12.73 6.03£11.70 0.412
BNP (ng/LL) 1042143 99121 2084334 3114872 0.011
TG (mmol/L.) 1.73£0.91 1.84+1.39 1.62+0.84 1.85£0.93 0.518
HDLC (mmol/L) 0.93£0.21 1.0240.47 0.97+0.25 0.98+0.27 0.461
LDLC( mmol/L) 2.48+0.93 2.8540.95 2.67+0.78 2.87+0.90 0.077
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2.3 BHBRIKFEEBRAIELER
25 2 18] S8 e R 2 ko A2 1 A8 SRR AR AT I A

x3. FEBEBRIPIFREB ALK

WL S A SR BB 22 R G A (P>
0.05;%3)

Table 3. Comparison of coronary artery lesions among the four groups

W M 0~ 2_9%2ﬂ 30% ~_49%zﬂ 50% - 69%4 70% ~ _100%2ﬂ P
(n=49) (n=86) (n=96) (n=35)
SRAR I (32) 2.5+1.0 2.6+0.9 2.7+0.8 2.4£1.0 0.462
IM[#(%) ] 1(2.0) 4(4.7) 5(5.2) 1(2.9) 0.813
LAD[ (%) ] 27(55.1) 51(59.3) 49(51.0) 19(54.3) 0.740
LCX[ ] ( %) ] 7(14.3) 12(14.0) 24(25.0) 5(14.3) 0.178
RCA[H(%) ] 16(32.7) 24(27.9) 30(31.3) 12(34.3) 0.891
BB 1.8+0.9 1.6+0.8 1.8+1.0 1.6+0.9 0.732

2.4 K4 CYP2C19 HEEBHLLE

DL PAR 4541 i iz 3 PR AU 9 A B8 EE 3] R 2 il A8
I B, HIPIZH (B PAR<50%) AR 1 43 A
Fefl s e R R, 541 (B PAR=50%) 1, 18
R (48% . 22% ) 43 A b il v B AR I B (P <
0.05) ;i H A SE R U 7 PAR 45 41 53 A 58 39 fig
(P<0.01; 1),
2.5 PAR AEHBKREZEDH

3L PAR =50% 1 PAR =70% IR 725 4 | %
R TE AR AT Logistic M 40Hr (# 4), PAR
T =50% By ST fE R R R & 2 = BNP A
ISR PAR THE =70% B9 <7 fE B 1 & &

PN DR LA P A QY

R 4. M/MMEBEZRAS R EZEH Logistic BJ3 4947

AR O R miB A i

NBEL (%)
8 8 & &

—
o

0 4
0~29%2H 30%~49%%4H 50%~69%%H 70%~100%2H

B 1. 4 M A[E PAR 4488 CYP2C19 EEE 5%
0.05,5 50% ~69%41 8, 70% ~ 100% 4 HL 55 .
Figure 1. Distribution of CYP2C19 genotype among four

a N P<

groups

Table 4. Logistic regression analysis of risk factors for elevation of PAR

. PAR=50% PAR=70%
AR OR(95%CI) P OR(95%CI) P
Ik 2.713(1.117~6.589) 0.027 5.716(1.566~20.869) 0.008
BNP 1.002(1.001~1.004) 0.007 1.000(0.999 ~1.002) 0.578
FEE R (LI E IS IR)

akRwli) 1.658(0.910~3.023) 0.099 1.600(0.579~4.417) 0.365

P A 5.159(2.237~11.899) <0.001 3.149( 1.006~9.863) 0.049

A DR B R LR Bl ko A I A SR A SR ) AR RO S o s B DR S B AEBE  PLT  Cr [BUN (ALT

AST \TBIL c¢Tnl ,.BNP TG .HDLC \LDLC,

3 1 i

ZIR I TEUE S S A B TS, SARE S TR
AT ] DEAOSUBE T I/ AR o7 AT A 25 i ACS 3
OURTEFET O UREFE L R A i 2 A2 M SR A
MARFIER " e HT T ACS B3 Al PCL RS

ONEE NG WS PRI SELTE 7 M= A N E- S BN |1 RANY T
LR R IAG BN /IR 25 W97 800 T 2248 b, I R
K2 ADP 35 S0 PAR /E NIRRT/ MRA
IYRARCEFE AR I PR A 22 R 5 3k nl AG I afn,
INRRAE TR A FE e Ll (LTA ) il e 3 g &
(TEG) \BHHLI: | 45 &7 5K 25 P R 2 111 ( VASP)
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DUZE | 1/ IR EH BB 5E 1) ( PFA ) -100 | PR3 if /M 2
BEAT TN ( VerifyNow ) 55 3 A< SE 56 >R FH ) Y 27 Fo v
S e 2 LI It/ AR SE T RE A I O v, S I R =R
B AH S PEAR 4

HATC &AW CR 5 CYP2C19 K L AMA X,
CYP2C19 * 1 A 1E & T B& % M, CYP2C19 * 2,
CYP2C19 * 3 S T RE B 2 5 A 5 485 21 ) i ke 2k JE 1A
2 H ADP 1% S0 PAR W 8 5 T R 7 D Rk
REEHM A, B g i 3L R Y B PCT
ARG FEAR DM FGEAREET ) BRT
CYP2C19 3N Z B ry 2 msh  BRAEF R BoR , &
PE N | o I s PR S IR s i B AR
SH DU S S S CR MR AR

AT A 5T 45 B s, PCT R J5 ADP % S A9
PAR Ft#& 5 CYP2C19 LI RESF {7 FE N R ik A %,
PR ( 1/ % 1) BFEHL 90 A, Horf PAR<50%
B4 56 N, PRt 3k R A AR A B B0 62.2%
AR AN TIRTT . 1A AL ( 2/ %2 %2/ %
3, %3/ %3) BEI S0 N, K PAR=50%4 35 A,
P72 AR L PR Y R 2 B 70% , % SRIEA% T
N2 | % SR T T I /N 254, AR AR I PR AR
B, PAR 0 A B8 M, AR 25 S KR, AR s
PCI R J5 PAR W15 &L 55 A AR AL BL il /MR TG IT
BTN PAR T 0 22 PR 2% 00 U9 43 A, dd 7 35 [R) 780 6
T PAR A W& 520, Horp 2 A ALUZ PAR B0 S
fER P2 AR B I PAR T iy a3, (H H 5%
Wi A 2R BN G 12422 51

Zead ik — 2 43 BT /N B 2 46 Ty B 1 HC Al 5 e
PRI A5 & BV BNP X 56k .0 £ 55 PCI
ARJG PAR 520, 2o P Fil BNP FH & 302 PAR
THE LR E . Hobson %5 HIFSE & #E, #E/TF 50
O R R, L X S TR A SR g
25, MKTF 50 5 (0 B E B Z M e 200 A58
B PAR 375, Lok B E T e e, L
SR PAR=50% , =70% AN 5 B G B [ & | %
SRr WS AT, A5 KB, fiE PAR T+
=, BNP HL 2 & EE BASRitEE X, HR
T4tk 5 BNP )2 PAR THE =50% 1 fE R K &,
{HXFF PAR=70% & A 50, X Al fE 5.0 /1 58
B, O WLRE LA A, MU 52 M) P450 il 52 50 76 14
A IO DR 25 19 FR A, N EE LT /D ol A
HPIAERILIRYT .

Angiolillo R TR AN IR FH R0 59 o SR A
YL/ NRIGTT , & IR 1) & &A= CR XL
W2 AR R H 1Y 2.6 3%, X AT BE SR IR B

FEAE IR = IR S R 5 R 5% AT &
B e A A AR 2 DR G af 0 AR B, X
ADP (S RS BT LA AR Y L, ADP
S0 PAR ATRES T &, [T, Liu % IR IR K
PRI AR fit 33 0 58 0 9 B 3 0 SR A T A s e
SRIMA 58 A & B 1 iR i 2%, vl 8 5 9 1) 45 f /0
K,

FAN BRI, PCT ARG B AEPE 12 h
JE AN PAR W RS AR g & B, 1E 1
EBEZE/D 6 h J5IH PAR WIARZ BB AEBE 5200,
X AT e AR B AR B I 2% 2 2000 2 b 2 1k A
4 hJa, HO /N B0 AR 2R R 30% LA
AT LA I PR A 0 1t /0N A SR AR 1) e TR) A 45
BEAHEE D 6 h J5 HIvT 34T,

ZE E PR, X8 A A R ) R U
P/ NRIE ST T 585 B T 3 N 2 8P 52 A,
Ltk D IR 22 0 B, T R R B R 1L
B/ MIRTY , AR PCT ARJEAS KO L4 1410
AR ARFRHEA R, HBERE T R —p
O, HAREARAAAE— 2 R R, 4347 PC1 AR i/ M
REETIREME M P R A T I R A B AT 9%, ik
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