B RAREZ R EBoRZes 2017456 H28 H 4516 4 556 ]  Chin J Mult Organ Dis Elderly, Vol.16, No.6, Jun 28,2017 - 433 -

- GRS -

U HR %t S ML 4% B8 B ML /N AR T 3 B R = HE HY 55 i

= 1,2 2 %
TATF L WAk
(1Ll v BE R R 2 50 I PR IS 2 e 0 PR, I 03000257 K7 42 B I g0 PR, JE 5T 100088 )

(# ZE] BRI AR AR XA I SR T8 S 00 /N ] 556, SR WA % bk s 75 e i/l 2R 4R 11
M. iR BIBMEAHT 2016 47 1 7 3 10 J] AR KR ZE 80 IR Bt o0 N RHHZ 32 48 KRR 3 ik A A (PCT) 3697 BN FH 1t 44 38 75 [
(TEG) Wi BT il /MRS B 151 Bl ARAEIE WA 5> Ry WAL IR ZE (o =72) FOAEMAR A (n =79) o B U5 1 B 101 1) S R
J& 6 NH W EZAR R OIS (MACE) B, R PCIARE 3 d LRE L ASH  WAHZL S 1) ADP Hi il 334 i
e AR AR, 2 F A G245 X (80. 94 +£22.57 vs 66.65 +26.25, 81.64 +20.37 vs 69.15 £22.89; P <0.05), Ffij
6 N1, AL 85 KA MACE 7 91 5350 i =44 3 491 5 AR AR 20 f8 3 & A= MACE 9 f8i], Bt i =44 4 4] 5 P AL A 1 0™
T I R AL B ) MACE S il =4 & AR B L 22 S TG 4 SL(P >0.05) o £5i8 WA T 158 Sk 25 Hu i /s
MR E BT

[X#iA] LR ATBIT s WM B/ R AL 5 s 3

[hES%RE] R541 [ xEftREmm] A [DOI]  10.11915/j. issn. 1671-5403.2017. 06. 101

Impact of smoking on safety and anti-platelet aggregation of clopidogrel
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[ Abstract] Objective To investigate the impact of smoking on the antiplatelet effect of clopidogrel by observing the rate of platelet
inhibition between the smoking and non-smoking patients after the administration. Methods A total of 151 patients undergoing percu-
taneous coronary intervention ( PCI) followed by monitoring of thrombelastography ( TEG) in the General Hospital of PLA Rockets
Force were enrolled in this study. They were divided into smoking group (n =72) and non-smoking group (n =79). The incidences of
bleeding and major adverse cardiovascular events ( MACE) were recorded in hospital stay and in 6 months after operation, and
compared between the 2 groups. Results TEG demonstrated that the platelet inhibition rate (adinosine diphosphate pathway) was
significantly higher in smoking group than in non-smoking group in 3 day and 1 month after PCI (80. 94 +22.57 vs 66.65 +26.25,
81.64 +20.37 vs 69.15 £22.89; P <0.05). In 6 months after operation, MACE was reported in 7 cases and minor bleeding in 3
cases in smoking group; MACE was reported in 9 cases and minor bleeding in 4 cases in non-smoking group; no severe bleeding was
reported in either group; There were no obvious differences in the incidences of MACE and bleeding between the 2 groups (P >0.05).

Conclusion Exposure to smoking may enhance the antiplatelet effect of clopidogrel.

[ Key words] percutaneous coronary intervention; smoking; anti-platelet aggregation; clopidogrel

Corresponding author: HU Tao-Hong, E-mail: hutaohong2010@ 163. com

[ 41 2B 5T R I R R G A B X I/ Bl e G T A IR A R R
WA M, W % FC AR % R BN SRR R 75 ot A T 1 Rk e 4 e
SR A T AT LI B, IR R 2R S R
FFAESI HEBLR G MR . MR R PR,

(2540 I e 52 e A R BE S0, < W3R 25 1 !
e AR G RS, EN M BB IEE 1.1 ARt g
HL BRI PRBFFSTIE S . ACBIFST S5 753 o A 05 24 [ 437 2016 4F 1 H 5 10 H 78 K5 2 A e

Wi HHEE: 2017 -01 —17; {&[EIHH]: 2017 -02 -22
BE1EE: HAPKLL, E-mail; hutaohong2010@ 163. com



<434 - AERFEZEVETORSGE 2017456 H28 H 516 % 2561 Chin J Mult Organ Dis Elderly, Vol.16, No.6, Jun 28, 2017

B> N B 5 52 28 B2 e AR 3l ik A A (percutaneous
coronary intervention, PCI) A H L A Ifil # 5% J1 &
(thrombelastography , TEG ) i #lll 47t 1fiL /]y ey 25 A4 i
HASL G AR 33 ~85 % o A ABRIE: (1) il Ak
ViGORHREX 788 5 (2) MR > 1 4E H 24 h (NI , T
B > 10 S2/d"™ 5 (3) BEFE TG 5 somkE > 10 4K
HEBRARIE : (1) 3 1A IR 2 St As 5 5 (2) B
A DARE S LAY B 8 (3) B P/ RIG T 4%
SRS T 0 8 A (4) T E T E )
REAN A (FE 2 > 1R 2 A%, JHZLE >2 mg/dl, I L
BF > 177 pmol/L) 5 (5) ™ Hj& s ; (6) LIHREIV 445
(7) M F GE P o , B 476 B8 20 I /Al T 4R <
100 x 10°/L; (8) I FH M HEms 2185 3% | ro g 2% L b
IR L A S ) SE TS T A 25 o AR A A5 WA
I3 P WHRZH (n = 72) FIEAERIALH (n =79) .
1.2 Fik

RN IR S5 i S R A N I TN
i PR o L S S RESE . ABE ek IRi2
I EZE T YA , AR I TEAR (100 mg/d)
FIFEMEAE H (300 mg/d iy &, 4k L 75 mg/d 4E£F
i) INABERTC 22 ik S A% & > 300 mg, A
PG T . AR5 HERMN
1.3 TEG #%n|

MBI 1A BRI R s R, e i 1y
T PCIARJE 3 d R as EAhIL, >R H] TEG A5 1M/
MR ARG LA 4 TEG, @M H (adeno-
sine diphosphate , ADP) {11 l| 22 B[] ADP 55 5 1 Ifi. /N
AR ZEAHIEZE b ] T M Ak T T AL, B4R

DU 1R ( arachidonic acid, AA) # ] 2RI AA 5511
MR =R FEASBIFFE T S 00 ] ) D AR 7 A% o
1.4 M5

BTG 6 A sk EEA RO i F A (major
adverse cardiovascular events, MACE) (B HEFET= 0>
JWUBE ZE | 0> 20 8 I A5 1M i i A5 ) B o = 4
CALHEMR 5 R i | B B L 1 L T Ak 1 S 8 DR R ¢
1) B & AETE B

B L SR ERVETC O IR AR | HF2E |
S B SR YT Y st s TH AL RGeS i g I, R
I : PCT RS 48 h PN & A B0 Pk HS ot s JI6 ) it
DA ECHIR I S I 5 AT o oS 350 L T B i vk 3l )
R T ARBUN IR TR I SR LD E R
[ >30 g/L (il AR A% 1 o
1.5 “itsa

K SPSS20. 0 B kAT Bds b B, 8 B R
DAIRL £ dRiEZE (v £5) FoR , 4L EBCR T ¢ Ko
TP R L 4y R, Al LR T X K
P <0.05 hZEFAGIH 7 E L.

2 # R

2.1 A& A

WA B E LR REZR LR IF B XL
(P>0.05;% 1),
2.2 PR EE fuo AR E) Frbax

PCI RJ5 3 d ARJG 1 A1 IR B 1) ADP
PR B E & TAERMWA R L, ERAHRIHE
Y(P<0.05;%2),

x1 BEZABER

Table 1  Comparison of baseline data between two groups
Item Smoking group (n=72) Non-smoking group (n=79) P value

Male[ n(% ) ] 66(91.7) 71(89.9) 0.73
Age(years,x +5) 59.36 £12.93 68.37 £11.48 0.55
BMI(ke/m? % =) 25.22 +3.51 25.30 £3.26 0.91
HBP[ n(% ) ] 51(72.2) 58(73.4) 0.70
HLP[n(% ) ] 70(97) 77(97.4) 0.18
DM[ (%) ] 20(27.8) 31(39.2) 0.14
CVD[n(% ) ] 11(15.28) 16(20.2) 0.43
Clinical drugs[ n(% ) ]

BB 72(100.00) 75(94.94) 0.06

ACEI/ARB 65(90.28) 69(87.34) 0.57

CCB 29(40.27) 30(37.97) 0.78

PPI 18(25.0) 18(22.8) 0.69
CR(pmol/L,x £5) 79.56 £23.3 77.41 £21.31 0.55
PLT( x10°/L,x %) 210.78 £52.17 194.51 £54.07 0.07

BMI: body mass index; HBP: hypertension; HLP: hyperlipidaemia; DM diabetes mellitus; CVD: cerebrovascular disease; BB: beta blockers; ACEI:
angiotensin-converting enzyme inhibitors; ARB: angiotensin receptor blocker; CCB: calcium channel blockers; PPI: proton pump inhibitor; CR:

creatinine; PLT; platelet count
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Table 2 Comparison of platelet inhibition rate between two groups

(% ,x +s)

AA pathway ADP pathway
Group n
3 days after PCI 1 month after PCI 3 days after PCI 1 month after PCI
Smoking 72 83.83 +23.65 84.01 +23.45 80.94 +22.57 81.64 +£20.37
Non-smoking 79 82.97 £18.93 83.18 £18.43 66.65 £26.25" 69.15+£22.89"

AA . arachidonic acid; ADP: adenosine diphosphate; PCI; percutaneous coronary intervention. Compared with smoking group, * P <0.05
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