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[ ABSTRACT | Aim To compare three different test methods monitoring the situation of inhibited platelet function in
patients with acute cerebral infarction taking aspirin orally by establishing receiver operating characteristic (ROC) curve
models, and to provide guidance for individual antiplatelet therapy. Methods From February 2010 to October 2011,
127 patients with acute cerebral infarction not taking antiplatelet agents before were enrolled.  The rate of CD62P expres-
sion was detected with flow cytometry (FCM), urinary 11-dehydro-thromboxane B2 levels was determined quantitatively
with ELISA, the AA induced platelet inhibition rate was performed with thrombelastography (TEG) before and after 7-day
treatment with aspirin orally.  The sensitivity, specificity, and the area under the ROC curve ( AUROC) of the three
methods were calculated to evaluate their effects. Results CD62P expression rate, urine 11-dehydro-thromboxane B2
levels and platelet aggregation rate were significantly declined after treatment in aspirin group, and the differences were sta-
tistically significant (P <0.01).  After treatment CD62P, urine 11-dehydro-thromboxane B2 levels and AA-induced
TEG, had a certain correlation.  The sensitivity, specificity and AUROC of the three methods were as follows: CD62P
86.7% , 79. 8% and 0. 805;11-DH-TXB2 78.5% , 64.7% and 0.767; TEG-AA 81.7% , 87.3% and 0. 984. Con-
clusions TEG has a high clinical value on monitoring the efficacy of aspirin in patients with acute cerebral infarction,

which can provide more individualized guidance for antiplatelet treatment.
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T ] P A 4 BRI B L A B T i T
NI M N 259 ] 38y DR AR g BT it /N A 24
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VB A% AR FE R AR Y LR 1) AT 8 o i
AR IR P i RIS B 1 BT 3 DR AR (75 ~ 325 mg)
Hoiln /A SR BE 3 AT AR BAR S 4 i, B Sy A= Ak BT 7
VEARHRT , A A4 R AT K A i R A ZE < Bk i
IR BT 47 DC AR S8 BT 7 DE AR IR 7 AR I

BEE DI/ MR 2GR R IS Z Y TE R #H B
A AR BN — e R A AT BT L MRIE ST
= =8 & M R C 7 A R R N R BB S
TR ik B e Ak, Az i R o A A A I
XU S AFFORE A 221 TAERRAE (ROC)
AR, A TP TS AR (flow cytometry , FCM) |
TEFER SR 28 W2 2% ( enzyme-linked immunosorbent assay,
ELISA) FlIfiL 2 51 J1 410 R ( thrombelastography , TEG )
SP3BT DEARART (AR) R AR R Ik
FFXF Lo BRI SCHRBT Y I B R 4%, LI o 4t
MR EGYEST 5 ol S B AR SRS W v

1 #RFIAFE

1.1 WRITH

6 B I 2010 452 H ~2011 4£ 10 F &M% jit#E
3B 127 B, BR AR T AR P 38 I8 AR sk Bk RO T
Bk >6 MA, HFFMH 69, & 58 ), F#
53~84 % F361.85 £4.97 %, 3% L MRI +
DWI # ¥4 4 & V£ BiAE 5t NIHSS iF 4~ 1 ~ 12 4, F 34
4.7 7, B R R B RARE 10 B 1F b H#E
P, B 6 B, L4 B, EH46~79 %, FH
60.13 £5.84, HFrAr . (1) BIRER A& KA
FRE;Q)FHEHL T FRAEREKE; (3)
B kR 3k M A Ve B M i 4 R 4 fE B oo AR
FEAG B & M o o i 5 (4) T E R R R E
K RF B AW EH;(5) "ERERRFEHE R
FEAHHAEMKRERH;(6)—HAWHE Wik
Hu g R, (7) B EERE;(8) M
AHECESERERKRGH; (9) EHAFRRMEL T
FER AT & 3 0 o /AR D 5 (10) B Z R SAA

dfn # s (11) fn /MR T 20 > 450 x 10°/1 2 < 150 x
10°/L; (12) 21 % & <80 g/L; (13) N — E 3T A
BFEAFAE;(14) FA K G fiE; (15) MR Fu %
2495 (16) AR T 8] I8 Ak DA AP B9 4 o AN AR 25 4,
FE A AR W B 40 127 ] N6 BT T IE AR 3657 40, N\
W% & 4 B AR T T IS Ak 100 mg, EVE S RA T K
PE, IENEHFHEZRERES,

1.2 UEBRIAF

1% [E] MACSQuant 3 3, 28} £3; TEG5000 A % B,
£ ik 7l & ( Haemoscope ) ; X . CD62PAPC, Mou-
selgGAPC ( Becton, Dickinson and Company ) ; 11-DH-
TXB2 ELISA i #| £ ( Cayman Chemical ) ; i /N #7 %
£ % 7 AA(Chrono-log) , M7 75 T #f IE Ak i v #F
HIE GREARNG L, A NEH 100 mg,

1.3 £ CD62P RiXZR#&M

KA FCM A, & & %5 FE b BURE % ik f | B4
mAFMNEERENRRNEAN, BEEH., s HE
% n 1gG APC X 3 %8 Jm CD62P APC, # J8, /b i /)
WARSE A, LIRS AE2 h BT R,

1.4 FR 11-DH-TXB2 &2l

K Fl ELISA A&l , & BUR & ,3000 r/min % 8
10 min, Bl E 7% - 80°C 1R 7, W IFFHE AR5 ™ 4% B
R &R AE,

1.5 dn /NG 30 6l 2R 46 i)

KA TEG &M, ¥ & 2 B 3 BUR # ikt , 2 71
DAMHER A IF & v B Al SRR EHE2L A
5 R AR HE AR 45 KA R R N F 4%
ARTTMA, % = [(MA,, - MA,,.. )/ (MA, .. —
MAﬁbrin)] x100% . MAAA%% AA % 5 9 o /N AR 3 %)
OMA,, N AA F R H BB MA, 0 B
e UM MA,,, 0T B BRI T,
1.6 SEIFRERIZE

et T AR A EHH F RHE ROC d &%
W E AR 5 W AR CDO2P 4| R (% ) = (BT 8T
CD62P — 3577 J& CD62P) /i 77 # CD62P x 100% , J%
11-DH-TXB2 #14|% (% ) = (357 #T & 11-DH-TXB2
- 597 J& J& 11-DH-TXB2) /3 ¥7 # /% 11-DH-TXB2
x100% ,TEG M /NMEITH E (% ) = (37 & MA%
— 3B 97 B MA% )/ 3 37 Bl MA% x 100% .,

1.7 SitFEFE

HEREAr+s X7, B LEEA B, 5
TR B RABRM t B RN LEEA X &
B 5 A0 = M A K B Pearson # % 3%, >k Al ROC %
WE AR LA, 24 ROC & E A THE
H, P<0.05 HZRHRITFEN,
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2.1 APBERE CD62P FRiEZE PR 11-DH-TXB2 & &
K TEG I/ il 2

2PN SE A BE R CD62P 6345 JR 11-DH-
TXB2 & & T BE X B 20, TEG IfiL /N A i R A

TEFEX A (P <0.01;% 1),

2.2 B¥rElfE CDO62P RiEZE PR 11-DH-TXB2 &

EX TEG M/NMEHNH =T
EIRIT AT IRYT G CD62P Kk R FIR 11-

DH-TXB2 5 i AKX, TEG 1L/ A1 il 2% 5 3 7

E(P<0.01;%2),

1. NEEE CD62P RILZ JR 11-DH-TXB2 §ER TEG M/MEIMHI=
Table 1. CD62P expression rate, urine 11-DH-TXB2 content and TEG-AA inhibition rate when entering the hospital

| %k CD62P FikH JR 11-DH-TXB2 & (ng/L) TEG-AA i %
e X IR 2. 10 17.63% +3.14% 579. 14 +87.29 34.53% +8.67%
BT H7 DT b 2H 127 21.39% +4.71%" 839.25 +116. 46" 18.95% +4.17%"

a i P<0.01, 5{@EEXT IR LA

2. FETEAREIT RIS SHEIREIERL (7 +5)
Table 2. The changes of indicators before and after

aspirin treatment

R4, =TT EBIT ROC &S ITER
Table 4. The results of three detection methods by ROC

curve analysis

Wi H JRITHT RITIE
CD62P Fik % 21.39% +4.71% 9.91% +4.17%*
TEG-AA i % 18.95% +4.17% 65.19% +22.89%*
JR 11-DH-TXB2

o 839.25 +116. 46 435.53 £176.71*
St (ng/L) *

a i P<0.01,5i/57ATHLE,
2.3 AEEN T % E R X

X} CD62P ik R 11-DH-TXB2 & & TEG
I/ N A 1) 238 330 6 Ty R A R G MR A B, 5 R
N X BT R A —E BAHOCPE (R 3) .

& 3. TR T A BEEHE K

Table 3. Different correlation between the detection meth-

ods

CD62P TEG-AA  JK 11-DH-TXB2
CD62P - -0.396" 0. 538"
TEG-AA - - -0.367°

FK 11-DH-TXB2 - -

a RWITE 0.01 /K- (B BARE,

2.4 R ROC HAZEM =FhM 7 &Ml &

HRAE ROC #h &2 Wi U] A i R B Ay 5 2
DL RO 5 R S 2 RN S (B R 2 W e A U0
ANRIREI 7 2 W AR HERPELL ROC #i £ F 1 1
(AUROC) #7~: FCM M5l AR R BB | 5 5 A0
AUROC %344 86.7% .79. 8% F11 0. 805 , ELISA /3
BN 78.5% . 64.7% F1 0.767, TEG-AA 43 5 K
81.7% 87.3% F110.984(F 4 F15 K&® 1),

WAL 7 CD62P JR 11-DH-TXB2  TEG-AA
AR 18. 89% 13.39% 26.77%
AS 81.11% 86.61% 73.23%
AUROC 0. 805 0.767 0.984
FrfER 0.051 0. 056 0.012
95%CI  0.705~0.905 0.657 ~0.877 0.961 ~1.000

GEHHEPR AS B T AR EBURE

x5, SN T ERESE R ERERR S
Table 5. Different diagnostic cut off value by three detec-

tion methods screening effect for AR

5 g I (%) A% ) RS (%) TR ¢
PR
CD62P 0.227 91.3 64.7 1.56
0.248 86.7 79. 8 1. 66
0.271 82.8 72.6 1.55
0. 286 79.6 70. 6 1.50
JK 11-DH-TXB2 0. 187 90. 8 47.1 1.32
0.214 88.2 51.8 1. 40
0. 262 78.5 64.7 1.43
0. 361 72.0 65.1 1.37
TEG-AA 0.314 98.9 55.9 1. 54
0. 326 88.3 68.8 1.57
0. 395 81.7 87.3 1.69
0.402 77. 4 90. 1 1.67
3 3 i

VA L/ ARG 245 ) B S i R = bR v
AN BT BT DT AR IR iR A () 8
X BT VS ML I /AR R 7 B 52 I AR AE 22 53
TESE 5628 T AR BT DT AR ] TXA2 7= A 9 R 3L



ISSN 1007-3949 Chin J Arterioscler, Vol 20,No 11,2012

1016
ROC Hi%k .
1.0 T H & iR
 TEG-AAW&I =
— CD62P i %=
0.8 F%11-DH-TXB2MHIZR
: .
0.6
i
2
® 0.4
0.2 J
0.0 r . ; :
0.0 0.2 0.4 0.6 0.8 1.0
1-45 84

B 1. ZidE TIEFFE 40 ROC B2 THE R
Figure 1. Receiver operating characteristic curve and the

area under the ROC curve

(B SC) il i /R R DI RE M R () ) K2
W BT DU AR F T AR O i AN TR s A e
JE 22 S A2 Wl SE A [, 2% BIF 90 41 9 B 357 DS AR
RS & A R AE 1% ~45% 22 8], FRAE FAG I 5 vk
N ELA R A 1) R AR S DR A oY 1k
FCM ,ELISA \ TEG —FJ7 %, H CD62P R 11-DH-
TXB2 . TEG-AA il FAE R g5 b, H:F H ROC
LA XTI B A 2, X AR SEAT 02, % 4%
i 2 7 3 R AT RORE R S B R M DR AN
— R E 2 WIRRE

/NG AR B, I /N o JOUAE 5 5 B A
CD62P 2 % T IfiL/INHR o 55 2 1T, B A I /N AR A )
— ANRFEPE R AR BT 3T DT AR /)N A R A G 1
FABLAR A AN w336 i A 1 /) Al 24 420l 2 Ak, A 46 A=
UL (AA) BTG4 TXA2 Az sk /b it 1 BEL I
M/MRERAED, TXA2 0] LA & e T8 ., Hong 7k
fif A JCTE PE B TXB2, JK B 11-DH-TXB2 J2 Ifil H
TXB2 FFeE A, A I ARt T Bl 37 DT My
SR COX-1, Hilf R AFAHSC, TEG F N H T
B RS S U R 2R 2454 ,2004 4 FH i/ A o7
PRI 50 R W 0 BT i /N B 245 9 A 9 AR, Bt /AR 2
Py S50 Ty 12 - i/ AR E A6 RS 28 FDA it |
e, 3 A ok FF I R W I BT amn /N AR 25 W i
Jragtt

ROC BHZ XFRZi# TAERFE R £k, AUC K
ANTT IR R 2 2 W 7 i HE R PETEAN FR AR, FER T
A AERPETEN A5 B8 0 )5 BRAE , BB 2 W ik i R
RS 50 S B 4 A R AT AT, A o B

ABFFEH, /MR CD62P 41l 3% < 24.8% | JR

11-DH-TXB2 % < 26. 2% 5{ TEG-AA 1% <
39.5% W B E AN N FETE AR, il i CD62P Kk
R PR 11-DH-TXB2 & & TEG il /]N i 410 i) 2 300 45
AR 119K 4= %643 5k 18.89% . 13.39% H1 26.77% ,
HH BT IRE AT . ROC 4 T 1H
W2 W56 i M P, S2 56 25 S 478 AUROC ; TE-
GAA >CD62P > 11-DH-TXB2, 1] LA K, #H 1L T3
H IR I 5 s, TEG A2 B i M B g, o6 B
T8 Ff R P/ MRIATT . Bochsen 2510 A
4N, TEG Wil if /MR D RE 25 iR 22 <5% . K
TR RTIARESE X 68 44 2t e it o ik 7 v i 2 ot
137 TEG #6:4 Wa i i, /B 35548 , %o i BBl 4y DC e fs
R A 8 SR 4% T Pl /R 2659, e BRIf /N
MRS EA, ik, RATIAH TEG AT LIH T
e AR I /0N B 245 49 18 7 30 S T ot L A 000 8 A
i, A VELT , BB g b sz B I A4 T o R i A A A
A B, T Bl T I0f A S o e i 2 v B 3 I /AR
AMEILIRIT IR T
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