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Platelet function and tirofiban treatment in patients with non-ST-segment elevation acute

coronary syndromes following stenting
Liang Hai-feng’, Yang Ming’, Cui Jian-ying?, Han Ling', Gao Kang', Zhao Yan', Chen Ping'

Abstract

BACKGROUND: Individualized anti platelet therapy remains controversial in perioperative period of percutaneous coronary
intervention (PCI). Moreover, the combination administration for anti platelet, administration time and duration are poorly
understood.

OBJECTIVE: To test the influence of stent planting on the platelet activation in patients with non-ST-segment elevation acute
coronary syndromes (NSTE-ACS) and the effects of tirofiban.

METHODS: A total of 125 patients were randomly assigned to two groups: tirofiban (n=62): clopidogrel +aspirin+ tirofiban; control
group (n=63): clopidogrel +aspirin. Both groups were treated with PCI. The maximum platelet aggregation rates (mPAR) induced
by arachidonic acid (AA), platelet activation marker CD62p were measured before and 6, 24, hours and 7 days post-stenting.
Moreover, clinical endpoint cases were monitored within 30 days after PCI.

RESULTS AND CONCLUSION: After PCI 6 hours, mPAR and CD62p were reduced significantly in tirofiban group compared
with pre-PCl operation and control group (P < 0.01) and that in control group were significantly higher than pre-PCI (P < 0.01). No
significant differences were observed in the mPAR and the CD62p in two groups at post-PCI 24 hours (P > 0.05). After PCI 7
days, mPAR was reduced in tirofiban group compared with pre-PCl operation (P < 0.05). The incidence of clinical ischemic event
in tirofiban group was significantly lower than the control group after PCI 30 days (P < 0.05), but no significant differences were
detected in clinical bleeding event (P > 0.05). After PCI 6 hours, the platelet function is activated. On the basis of double
anti-platelet treatment (clopidogrel +aspirin), the platelet function is further inhibited by tirofiban in patients with NSTE-ACS after
PCI.

Liang HF, Yang M, Cui JY, Han L, Gao K, Zhao Y, Chen P. Platelet function and tirofiban treatment in patients with
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FoiE: 125 GUEHERENL 0 2 Al BB AL (n=62): B W] DLAR+ SRS T+ D AR TE; X IRAL(n=63): Bl ] DLAR+ St i% i 5
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SEHG 5 A T LA S BN S AEST B f i a bk
ji ik &5 4 1iE(non-ST-segment elevation acute coronary
syndromes, NSTE-ACS) & # A [F] ] 8] £ 1) if /MR TG 4k
KPR 4 7 S 48 NG S L /N B D RE R A 1R 5% Wi B
H, PPAPUIL N 258 B AEPE/ENSTE-ACS & 4 PCI
Bl TP A H 25 176 25 A G B s 487 L 5 I PR ol 1T
AR CTE, LA IR B E IRIT .

1 MRMFTE

Wit HUBETEREAL AT .

At E) Rt 5. 5206 1-2007-05/2009-037F 1 #B 1= Bl
R 2 B J 52 6 P Bt Lo R 58

I R AR 2R B AT R ITIPCI
M fENSTE-ACS 3, s AREllogdi. JEST
Bin DI LB 12540, 7241, 5341; T4
14(68.749.6)% .

SR SR KSR AR L SE R 2 S )
200745 1 AR PR 2 45 0 LTI 22 43 2 SRR Tk 0o 0
JESTEHA R LSS W 5367 151 . 5 HI B & AR5
24 hpy, I/MRIFE<100x10° L7 a8 =25% 1)~ B ki,
AN . I £ (50~100)%x10° L % < 50
10° L E Y, dyifn 3f SR I TIMIBRE: OTIMIE
BEH I : 208 (1N FF>50 g/LEk £ 40 i i FH T F4>0.15;
PP I OVEUEEZE . @TIMIEREE L. O AnEs A7 i afi .
30 g/L< IMZLEE 11 R FE<50 g/ LERAL 4N i R R [8>0.1;
AENFAL I 40 g/L<IMAT A < 50 g/Lek0.12 <
LA AR R F%<0.15, ANFIH AL 1 R Pk AR I
PR WX BRI I, 4T 4 R < 30 g/lb. @B EE
SCH LI RAE: Ak B R kR i 9t R AR

HepgARoE: QORI A VTR B, B, &P I 5
Bl L ] 5 . @R T $>300%10° L 'aki<100x
10° L. @WIEF>2.0 g/LEL s /INakJEIE %< 30 mL/min.
@34 JE A A2 ] B 98 245 F N FH AL 1697 3
Oz B A2k G BB (E R AT 2 5 N A
W L), ©)F 0 7 BE H 2 (Killip 2 L ITTZR LA 1),
OVEN AT 5. @PCIZERIE KPCIRNMUEF . @WK
45 JE 47 4:>180 mm Hg(1 mm Hg=0.133 kPa), #F5KJi
Fr42>110 mm Hg. QO 3= 3 ik Ek 5 < i (intra-aortic
balloon pump, IABP)ifI7 4. @STEHA R kL
FEAE G

1250 R E BENL > A 24 B B HEHEL](n=62): [ ]
VCAR+SUE RS B+ B HEE s X IE41(n=63): [ =] JChk+
SRS s N E T NIBIT IR s A 15

FAREE

AT AR AL E YT NBE G B UR FH SRS B
300 mg. B VCAR300 mg, IJE%s T &Mk E75 mg,
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1k/d, Bl wUEAR100 mg, 1%/d, 3 dbA b, &P EEE
Y1 i A PCIRT 82 b ik 30 Qv 59 5 % e ot
10 pg/kg, IHEARZTF3 min. FifiJFLL0.15 ug/(kgemin)
N T 2 5 S T AEHE8 h, 4R o 2
100 U/kg. #IiEAT Ol B A Osh B I B 2B AL
MAEPYIR . O UL . o TNTEEH MR A . JF T30
NGB BAJG6, 24 h7 dRMLIE & TR TG 5 .

i /) % & K B2 4 & (maximum platelet aggregation
rates, mPAR)IZE: K H & 3.18% MR E10.3 mLIT &
2SR ML IR K27 mL(1 : OBt R Ay LA
1 000 r/min 0210 min, $EHCE /MRS, )43 i
YT LA3 000 r/minEs.0230 minkL R AT /R I 3
BN LS AN T 5 (10~20)%10° LY, FH AT 1M/
I 22 1 B /N UL 2 25 (200~300)%10° L 1 ¥ 1t
AR L2 R B 1/ #5200 pl 43 i in N 21257 He ik
BN, N HISC-2000 DU i 4 i /N SR S5 SORE & I /MR
112 R B M0/ INAR LS PR35 Y B 1 15 A 90 F1 105 71 & i /)N
BRI e pE, el B 37 CHLE3 min; ik
10~20 s/i, K5 1/10 PR RUAE AL DU 05 R (4 ot 9 S 0
0.5 g/L)ifs S/ AN & I/ B ifi 2% v (46 2E DY 95 18 el
CAYMAN. SIGMAZ w2 fit, Jbatfb il v fAE),
WRBENTEADT3 min, KA ke .

CD62piMzE: FH ZL R B 2 Il B i bk, MO Mt
B (S EBD A 7)) IS 512 mL, BERAT; 22 HkE
5 pLAi i AN 10 pl gl i fb Hi R 62p#E 41 5 (1
(cluster of differentiation 62p phycierythrin, CD62p-PE)
A A 53 4k Pt B 61 7 B R 9% O & (cluster of
differentiation CD61 fluorescein isothiocyanate ,
CD61-FICT) ) %k} 51 56 45 fl2ke /7 CD61-FICT, 1gG1 i
ORISR U (PUAARIE R BD A ] ); TR A 7 B
MG S 20 ming B SN R 78 2 R AT mL
10 g/LZ ZE A FIPBSIH s i [H 220 min, ‘&4 CiK
FRTE, 24 hW& R4l (BD, FASCCalibur)illE
CD62pKIA 4%

MERLg . BEVTI 30 d, LA RIRFRFR1E A LG
PREEAT: O . @F = SCH L(TIMIERE & L E
). @F R OHUEIE. @FET:. ©LNLH (55
PCIHIC O IUER I Oy B T & A NIRIT s D&
FTAT ARSI S5 BB AEA) o A TR RATPCUR A
FURIHERRARIE, AVE A ISR iFa5h5

Hh@®©. QN FE, @~ON sk Fiff.

FEMBIEAR: MR KRSER . CD62p/K-F.
IR AR R AR

Wit KhE. FEE: SERRIIAE—ES, T
SEWEAE L = UL Ti. oS BfEE, VPR AR
o KRHBEEVHYG, BT ing ¥l mmssil.

FItE A BB —1EH R SPSS 16.08 {158
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GETALRE, R VR bl EoR, TR RERIT 4 1L
T, AUMIESRI Kk AL ECBOR T BIHLIK AL
U BT . HREHERIN PR, P <0.050 %5
A RH PR L

21 AEFHHEHM NEF12561, KKV AT E
Sl K ERE S A5 SR RE 7], B 2858 ik 06 iR 118
i,
22 WA EHFERTA

FEBE IR WAL HER. Yhal. HE
PN~ A 2515 I 22 2 3 6 B PE (P > 0.05),
eSS

R B PR X AL B IR AL

Table 1 Clinical characters of tirofiban group and control group

Tirofiban group Control group

Clinical character (n=58) (n=60) P
Age (xs, yr) 69.5+9.0 68.0+8.5 >0.05
Gender (f/m) 26/32 25/35 >0.05
Smoking (n/%) 26/45 29/48 >0.05
Hypertension (n/%) 39/67 42/70 >0.05
Abnormal blood fat (n/%) 25/43 28/47 >0.05
Peripheral vascular 417 5/8 >0.05
disease (n/%)
Cerebral infarction (n/%) 5/9 712 >0.05
Diabetes (n/%) 23/40 21/35 >0.05
Previous PCI (n/%) 3/5 3/5 > 0.05
Previous CABG (n/%) 2/3 0/0 >0.05
UAP (n/%) 22/38 21/35 >0.05
NSTEMI (n/%) 36/62 39/65 >0.05
Clinical administration
B-blocker (n/%) 54/93 56/93 >0.05
ACE-I| or ARB (n/%) 58/100 59/98 >0.05
Statins (n/%) 56/97 60/100 >0.05
Aspirin (n/%) 58/100 60/100 > 0.05
Clopidogrel (n/%) 58/100 60/100 >0.05
Low molecular heparin (n/%)  55/95 58/97 >0.05

CABG: coronary artery bypass graft

T4 8 2 AR S B B 48 TR ELA: YA 1) S IR 30 ko
AR K K S BB ONBUT o b 2 0 WA (P >
0.05), W#2.

F 2 BEARPI L0 AL B PCIRHE
Table 2 Characters of PCI in tirofiban group and control group

Clinical character Tirofiban group Control group P
Disease condition (/%)

Single 15/26 20/33 > 0.05

Two branches 24/41 23/38 >0.05

Three branches 19/33 17/28 >0.05
Number of stents (n)

1 23/40 25/42 > 0.05

2 27/47 24/40 > 0.05

3] 7112 9/15 > 0.05

>3 1/2 2/3 > 0.05

2.3 # ¥ 3F YExF NSTE-ACS % & mPAR & £ 89 % f)
W3,

#*3 B ZAYEXT NSTE-ACS i 1EE VIR S 1 mPAR
FIL )5
Table 3 Influence of tirofiban on the maximum platelet
aggregation rates induced by arachidonic acid in
patients with non-ST-segment elevation acute coronary

syndromes (xts, %)
Group n 24 h post-stenting 7 d post-stenting
Tirofiban 58 14.27+5.24 13.5746.01°
Control 60 15.8815.46 14.3645.17
Group n Pre-stenting 6 h post-stenting
Tirofiban 58 14.98+5.39 6.22+3.62*°
Control 60 15.1916.11 19.0146.37°

2P < 0.01, vs. control group; °P <0.05, °P < 0.01, vs. pre-stenting

LB NATE P AP 50 A mPARKIA 22 5% 0
BEMEE (P > 0.05), HEAJG6h, &PH4mPAR
FIE BEART ENGT S AP < 0.01). HEAJG6 h,
A mMPARR A BN AT R E T (P < 0.01). BAJG
24 h, WA K SENGAHL, mPARKIAZE R
FEMER (P >0.05). BENJG7d, BT HEYI 5% AL
MPARKIAZ R L W EHEZ (P > 0.05), EAJ7 d,
B YA mMPARR L BENATIHE, ZRf RENR
X (P<0.05); *HEH5ENFAHL, mMPAREZILXZE ST
BENEE (P> 0.05).

2.4 # % 4 gL 3 NSTE-ACS % # CD62p 7K F ) % vk
k4, K1,

# 4 BBAEPENT NSTE-ACS % CD62p /K- IS
Table 4 Influence of tirofiban on the CD62p in patients with
non-ST-segment elevation acute coronary syndromes

(xxs, %)
Group n Pre-stenting 6 h post-stenting
Tirofiban 58 17.08+6.87 5.053.59%°
Control 60 16.95+7.54 21.30£9.37°
Group n 24 h post-stenting 7 d post-stenting
Tirofiban 58 15.537.75 15.367.47
Control 60 17.77+7.78 16.21+7.60

P < 0.01, vs. control group; bp< 0.01, vs. pre-stenting

ISSN 1673-8225 CN 21-1539/R  CODEN: ZLKHAH

HRAT I, SCHENTSE Y AEIEH 50 A
CD62p/K-1-22 5 6 . & 1t 2 (P > 0.05). A J56 h,
B PR YL CD62p K1 B WAL T BT AR AL (P <
0.01). EAJi6 h, XFHE41CD62p/K T &3 T E AT
(P<0.01). BEANE24 hKENGT d, WAEF 2K
5 & N AH E CD62P /K - 22 5 TG W ME s (P >
0.05).
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Influence of tirofiban on the CD62p levels in patients

elevation acute coronary

1 EWIEYIX NSTE-ACS % CD62p /KI5

2.5 #HFIEYIINSTE-ACSE 6 KA EFH L A& £ oY
#em  PCIE30 d, &% AESEALIG AR S F4F & 2 AL
T pal, =50 5EER (P < 0.05). 4L H I
FfERAERZE SR FEER (P> 0.05), W&K5.

*5 BPAYIN NSTE-ACS MBImREZ sz R A R I3 M
Table 5 Influence of tirofiban on clinical endpoint cases in
patients with non-ST-segment elevation acute coronary
syndromes (%)
Thrombo- Meaningful ~ Myocardial
. . . Death
Group n cytopenia  hemorrhage infarcttion )
(n) (n) (n)
Tirofiban 58 1 1 2 0
Control 60 0 2 8 0
Grou n Myocardial ~ Rate of ischemia  Rate of hemorr-
P Ischemia (n) incidence (%)  hage incidence(%)
Tirofiban 58 1 5.2 3.4
Control 60 2 16.7 3.3
3 it
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ST K2R B E R F ARSI B2 B2, AERE
2y Jik A BRE R ARG 284 0 M AR TS BT 3 B0 T S Bk i
ZEAE . BIESTEAR B MLLAEEZE . AESTEHA E AL
JUURI A AN AR 58 B0 B o LN Al — 2R 51 480
IS5 TR AN I AR, MR R 1 L EER L
Bt 25 X6 1% A UL AS BB VR AN RLC IE A A8 TT BRI 3%
W, ST N KA S T ik A5 i B 3 A o ek Bk
75 RIS T 10 = BRI F B AR AE S 48 N e
Hh AN G PR 4 0 SR A A B B 3 % e ik N e
R, R T A B I IR AL, R 2Dt 1
R . KLk, Bl ] T ARG A SO 7 1 XE Bt
I /NARE ST H A A2 B Tl Ik 5 5 A L It/ MRE 9T 1)
S b SR 7T ] DT AR B SR A% 7 L2 43 I BELT T 1t
IR E D AFIR R, K2 IRRERERD], 4 -
P ILMRTT AR N1 20% 452 PCIT &
T R AT R S B A S BT LA, ik
RPN AT X 2 el ik 25 B AiE PCILE T R T2 A
g1, S U EE D0 S Ay R R — I ) B AN
(o Al 2t — 25 5P CI I F A P MRIE ST, Wk
B B R S R A, A AT T IR 1 R
g

WP/ NR 25407 B AEYE IR TR T bITTasz 7k
FEpUR, et BTGP 11 bITlasZ 44 5 vwF R 1B 4T 4 &
FIRAEE L IIRGD T HII S &, S e M 2ok fAe 1) 7
i, AT SELBRT /N B S A de & St Rl s, A
KIE B AN A T2, — e 1 32 34 4 (RESTORE .
PRISM-PLUS)Z S 7R, & W AEHE T DUA sk > 2t e
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Tk 5 i KR PC et = 0 A4, A szt 3 3o )
SENSTE-ACS [ 3 PCI | TF A HAA [ i ) £ fe KL /MR
AR Sl IE AR EY)ICD62p3IA K I, X 4] &
HHENGS h, MR D, X%
BES ERFEY 7K M 3 S N eE IR S0 Mok It A Py 4%
SRR A B B SR B0 9RE S N RN g It s i 3 — 25
WosA kU, Aszig sk B ok, PCISE6 h, /st T
AR, R 5 T R AR I /ISR SRR T4 T B PR
TN Qi = i e [T SO = P 57 E Bl AN TR
R RN 52 XN, BB HEHE4IPCE30 d,
It A ) e A RN R AL P SRR o IR AR — e R
BEIIA G — I, AP NMRIG T (FERE L,
I FH 2 HEHE N SR BT /N AR V6 T A A, B R
(7. H A 2 R 4 VR ARSI N R 457 %%
YAEYE10 uglkg it i, AR5 LL0.15 pg/(kgemin)ifffik
W 4 R 24~36 hU'S, AR St 243 TP CIE T A 1 1
() B AEFE(PCIAR 45 78 DHEHE10 pg/kg ) 6 fur
&, RJ5LL0.15 g (kgemin) B ki vE 4E 558 h)Hiiln MR
AT LIRS R, N R R FH R P U 30 dit
A 5 R B A HEE R I B S e T,
AENSTE-ACS &5 PCIH T AW i ][] & 2 HEPEE A4
BRI o BEANP AL /NS> FITIMIER B2 K DL
M FEE R A H 2 T W E R X, UWINSTE-ACS
5 PCIFE T A Y5 ] i) 3 % B R PE A 22 A . ARSLEG
W, AT R R SCR A R AR T, B PR
BRI L . X8 &NSTE-ACSITHIIPCIZ
A7 158 59 ik 2 R R0 AR S50 1N FH 5 2 A B A 4 2 FH VR 1)
SO 3@

I /NI A 75 ) CD62p S — il I /I B 15 [
TR 1, JBIERRFIREIN 1, RIE T /MR o
R R, IEH RS FCD62p AN TR, YL/ Mgk
i CD62p A it 5 2% A (8 ook F A 284 AR i 5 I
R A U2, SRR AR TS A AN AR T S £ 4 T
i A I /SRR A R SRR 7P, A Sk S /AR B
BEME DN bR . B W R R, CDE2PARUALE I i
M/MMR IR TR bs, 10 H S5 bk R0 N, 5
By I 36 B L PR 1 S 3 J A 524290, i HL.CD62p
ISP 5% 5 PR 59 B s A% F 7 R R ING PR TS AT — 52 1)
AR 2029,

ARSI N H CDB1FITC % e Ar 1 H i /NS M ifi 41 i
i ok, W CD62pksic P @ PEAR L, W
SN B AAS I /SR A R FE b TR . SR
7, ATHRZIPCIE6 h, CD62pH E AW i w, iX—
g L5 1/ SR AR R I 45 A — B i H S E A
KRG & T, N e AR
CD62p kit i i, AEENNES, ZHNEmE N,
R R AR R FH AR

ISSN 1673-8225 CN 21-1539/R  CODEN: ZLKHAH

4 SEwk

[11  Liang HF,Yang M.Shandong Yiyao. 2010;50(20): 107-108.
B A . /MRS A S O J]. 1L 4R BE 24,2010,50(20):
107-108.

[2] Liang HF,Yang M.Hebei Beifang Xueyuan Xuebao. 2009;26(1):
71-73.

GG 1 W] D AEPEAE SV KSR A AEPCL BT AR [J].
AL AL 5 2 B 4 = 2477, 2009,26(1):71-73.

[8] 20074 e 2 o DI A 0 27 00 23 AN ARUE ME L SO A HES TR G W
DNUESE W SR T IR EE ], AL 7 2% 35,2007, 35(4):295-
304.

[4] Steinhubl SR, Talley JD, Braden GAet al. Point-of-care measured
platelet inhibition correlates with a reduced risk of an adverse
cardiac event after percutaneous coronary intervention: results of
the GOLD (AU-Assessing Ultegra) multicenter study. Circulation.
2001;103(21):2572-2578.

[5] RaoAK, Pratt C, Berke A,et al. Thrombolysis in Myocardial
Infarction (TIMI) Trial--phase I: hemorrhagic manifestations and
changes in plasma fibrinogen and the fibrinolytic system in
patients treated with recombinant tissue plasminogen activator
and streptokinase. J Am Coll Cardiol. 1988;11(1):1-11.

[6] van der Zee PM, Bir6 E, Ko Y,et al. P-selectin- and
CD63-exposing platelet microparticles reflect platelet activation in
peripheral arterial disease and myocardial infarction. Clin Chem.
2006;52(4):657-664.

[7]1 Libby P, Ridker PM, Maseri A. Inflammation and atherosclerosis.
Circulation. 2002;105(9):1135-1143.

[8]  Gurbel PA, Bliden KP, Guyer K,et al. Platelet reactivity in patients
and recurrent events post-stenting: results of the PREPARE
POST-STENTING Study. J Am Coll Cardiol. 2005;46(10):
1820-1826.

[9] Zhong RK,He ZY,Lu DF.Guangxi Yixue. 2009;22(7): 970-971.
BAE o, A Bt 2R X SRS T IBE A BT W DL ARG I T AR E LD A
ST M ER[J]. ) PEBE %, 2009, 22(7): 970-971.

[10] Wu HZ,Li J,Lv QZ.Zhongguo Yaofang. 2008;19(8): 627-630.

S A, R, /MR o/Iasz s b 24 Sh iR e B PRI IR
HFEBUIR[I]. 255, 2008, 19(8): 627-630.

[11] Haas TA, Plow EF. The cytoplasmic domain of alphallb beta3. A
ternary complex of the integrin alpha and beta subunits and a
divalent cation. J Biol Chem. 1996;271(11):6017-6026.

[12] Liang HF,Yang M,Han L,et al.Zhongguo Weixunhuan. 2009;13(6):
528-531.

GG 9 1, v, A5k B AR IR S e T £ 45 A AT TR T AR
ANBRFIC B IR . [ 3 38, 2009, 13(6): 528-531.

[13] Effects of platelet glycoprotein lIb/llla blockade with tirofiban on
adverse cardiac events in patients with unstable angina or acute
myocardial infarction undergoing coronary angioplasty. The
RESTORE Investigators. Randomized Efficacy Study of Tirofiban
for Outcomes and REstenosis. Circulation. 1997;96(5):1445-
1453.

[14] International, randomized, controlled trial of lamifiban (a platelet
glycoprotein lIb/llla inhibitor), heparin, or both in unstable angina.
The PARAGON Investigators. Platelet lIb/llla Antagonism for the
Reduction of Acute coronary syndrome events in a Global
Organization Network. Circulation. 1998;97(24):2386-2395.

[15] Kabbani SS, Watkins MW, Ashikaga T,et al. Platelet reactivity
characterized prospectively: a determinant of outcome 90 days
after percutaneous coronary intervention. Circulation. 2001;104(2):
181-186.

[16] Hu DY.Beijing:People’ s Medical Publishing House. 2006:144-156.
WK — DALY BT 6 T I % IR ML AE 50 A
2006: 144-156.

[17] Walters DL, Ray MJ, Wood P,et al. High-dose tirofiban with
enoxaparin and inflammatory markers in high-risk percutaneous
intervention. Eur J Clin Invest. 2010;40(2):139-147.

[18] Valgimigli M, Percoco G, Barbieri D,et al. The additive value of
tirofiban administered with the high-dose bolus in the prevention
of ischemic complications during high-risk coronary angioplasty:
the ADVANCE Trial. J Am Coll Cardiol. 2004;44(1):14-19.

[19] Macey MG, Wolf SI, Lawson C. Microparticle formation after
exposure of blood to activated endothelium under flow. Cytometry
A.2010;77(8):761-768.

[20] Peerschke El, Yin W, Ghebrehiwet B. Complement activation on
platelets: implications for vascular inflammation and thrombosis.
Mol Immunol. 2010;47(13):2170-2175.

[21] Derhaschnig U, Schweeger-Exeli |, Marsik C,et al. Effects of
aspirin and NO-aspirin (NCX 4016) on platelet function and
coagulation in human endotoxemia. Platelets. 2010;21(5):
320-328.

[22] Sedlmayr P, Grosshaupt B, Muntean W. Flow cytometric detection
of intracellular platelet antigens. Cytometry. 1996;23(4):284-289.

[23] Vladimirova-Kitova L, Deneva T, Marinov B. Predictors of the
intima-media thickness of carotid artery in asymptomatic newly
detected severe hypercholesterolemic patients. Clin Physiol Funct
Imaging. 2010;30(4):250-259.

7289



@E FG? WWW.CRTER.org

SEHRUE, 3 LB ST By @ MR 1 & 2 Ml ) BRI E R FF 2 WD T

[24] Yip HK, Sun CK, Chang LT,et al. Strong correlation between [28]
serum levels of inflammatory mediators and their distribution in
infarct-related coronary artery. Circ J. 2006;70(7):838-845.

[25] Bigalke B, Stellos K, Geisler T,et al. High plasma levels of [29]
adipocytokines are associated with platelet activation in patients
with coronary artery disease. Platelets. 2010;21(1):11-19.

[26] Stellos K, Bigalke B, Stakos D,et al. Platelet-bound P-selectin
expression in patients with coronary artery disease: impact on [30]
clinical presentation and myocardial necrosis, and effect of
diabetes mellitus and anti-platelet medication. J Thromb Haemost.

2010;8(1):205-207.

257-259.

[27] Ray MJ, Juneja M, Bett N,et al. A comparison of anticoagulation with
bivalirudin and provisional GPIIb/llla inhibition with unfractionated
heparin and mandatory GPlIb/llla inhibition during percutaneous
coronary intervention in relation to platelet activation and the
inhibition of coagulation. Eurolntervention. 2009;5(3):330-335.

Abu el-Makrem MA, Mahmoud YZ, Sayed D,et al. The role of

platelets CD40 ligand (CD154) in acute coronary syndromes.

Thromb Res. 2009;124(6):683-688.

Wang F,Fan CL.Xinnao Xueguanbingxue Jinzhan. 2005;26(3):

FUE AR ST SR ] PR S KSR A AL O R[]0 LA
Jpi 2 HEE,2005,26(3):257-259.

Han YL.Zhongguo Shiyong Neike Zazhi. 2005;25(1):21-23.
RRHERS FUML /AN 2070 76 O S N6 Y7 T RN FT[J). o s F Rk
Jki&, 2005,25(1):21-23.

REANREHEZFE—

FIZEMTE. SRR BAEAT ] RAADE
JE S A 22 A2 4R 3 SR8 B 0 2R R
F 09580

TR EN: BTN P B 2 KA
RN BRANIE 7 Jo A= ) B ] & 3 K o o) A5
% & & (MPAR-AA) . o s R E AL AT & 4
CD62P 7K-F, P A8 & 690 ) 45 2
BeRA, AH3E ST B3 LB GEEILE
& 2 R AR IRANE 7 B F R4 o)
ARG T IRAR T A 49 RIIRIE. 2R RS
BRAN B 5 A 742 08 18] 57 A % % 4E3E(8 h),
AT AR PEaY I R R HAT T KA eg 2K,

REITEH SR ET . BRI
B2 B A AR B B A AR AL 5

H AT, ARAPTA N EH HITERS
BrigHied, o H AR IR LB A2 E
HAT T AR, FrT 2B BR S BRAN
BRBATT 4, EFETHAZH G TIL
M, 3BT REE AR GAF AR

BRIt IBE R 75 T2 OFRTE
Ay, EIEREHGATILOAT T, X—REL
HEAR . @R R T AR A 4 B ] B R
temtk, Z2EBRADEAMARE 6h 3] 24 h
Z A RAEIE A AW B, REEEME T T AE
P2 2H AT )G dn AR B A B . QIR L
RTINS 8 h, 48 FIEF A4,
BRRNER ARG R FREL R Y,
12X A X 2% T AR IR ) L ) A I G R
TR A I EIE R 695 . @ RIS A ARSI
DR HEAR S FEATRIAR I, HAR A e R

BAR ST — T H9 £ 7, AALRERET
AR A R IR A, A A s R
R E

LG EERIA A RAEE
JRFEIR, st ST Bis & &b Ehkss

22 AR B BRSO B R e o) 48 2
REBAT T RANFR, BLHFRAZET ) 52 A
BT AEPETiz R B AN RS 9%m, A
F AR PR GG AN L R R AE T A Ay 09 SR IR
. R R AR @I ARAE A N R R
AR Ty ik, BR T ARRESBEALHEFF
BEHm, RS TERGEHME, HiZREK
Rl R #AT T IR &R

“ols
EIEE
f

1
B

@?}EE ISSN 1673-8225 CN 21-1539/R 2010 #/#/

(T L FEBA T IR i LT

SCI YRHIENMERIATINA: AT EFRED

X FIZ: The Journal of Bone and Joint Surgery-British Volume
IR SN E )

ISSN: 0301-620X

HAREER: AT

R B 4R

LIMETF: 2.655 (2009)

HATIMILE: http://www.jbjs.org.uk/

RFEERFE: subs@jbjs.org.uk

HSCiE T

CHHXRFARIRE) (JBIS)ERLZ: 100 4Fh— ELRE B RHE A RIF 5T
N A HES A BE, B RIS RIAT PP RIS R eArii,
B A T SR 0 R AR S R R — A% O A SRR
B ARG RFIGUEDT 7S, AR A BT B .
JBJS 433 E % U E A, tA H ST 4L 00 T R . P I G
WM PIAE— R AT, HABRLATIR . JEEERE
oAt 3—4 WIHTEAMBL S WA M

ARG «
i W G0 B AR JLRL BRSE: A SRTTEUBAR
RS

O fIFHIs O Witk O ik O v

BILE

The Journal of Bone and Joint Surgery is a peer reviewed medical journal in the
field of orthopaedic surgery. First published in 1887 (as Transactions of the
American Orthopedic Association), it acquired its current title in 1922 and is
published by The Journal of Bone and Joint Surgery, Inc. in Needham,
Massachusetts, USA.

In 1948 The Journal of Bone and Joint Surgery, Inc. licensed the name of their
journal to The British Editorial Society of Bone and Joint Surgery. The British
Editorial Society of Bone and Joint Surgery has been publishing a British
Volume of The Journal of Bone and Joint Surgery (JBJS) ever since.

The American and British Volumes of JBJS are independent organizations. The
two volumes do work together with regard to advertising and subscription sales
as well as subscription processing, but the published contents of the two
journals are completely different.

The Journal of Bone and Joint Surgery, British Volume: ISSN 0301-620X, 12
issues per year, published in London by The British Editorial Society of Bone
and Joint Surgery, a registered charity. Three or four free issues of the
Orthopaedic Proceedings Supplement are included each year.

7290

P.O. Box 1200, Shenyang 110004  cn.zglckf.com




