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O 25X AMIIE IR A AR I7 A J5 M/l i 4k R+
M5 P9 B2 Theg  TIMI L3 43 2% 1 5%
sk o3 R X FHR

WE BB sk E a4k JUiE st (acute myocardial infarction, AMI) & # 2 iR 22 i 74K
RN IT (PCl) KRG D AE B T o B A R ) A 8 AR S 84878 7 (TIMI) o7t 4 R B s AR 69 v
FHik 80 B3 AL/ HEARIER S WA 2008 1 A—2013 9 AMK& 6 AMI AR &, A MANFRE, 45
REALEL F R o Hy i8S 2B 8 7 4B ( R ARIE S 2820 ,40 15)) Ao L34 I 4R (TR AR LR, 40 #9)) , w697 1 B 4T
PCI, % 31#:1 CD62P.CD63 #= GPlIb/lla .ET-1 .NO 13 VWF K-F ,PCl A Pl 2 Zhk 1 TIMI fr ik &
FE d 7 A (CTFC) , B B2 PCl RHT G 69 A do JEFo s B F AL B Ak, 55 4 B xR (K 1135
HAEAT 40 &) 0bik, BR 5k Rakis  AMI &4 ) i iE1L 3547 CD62p.CD63 % GPIlIb/lla % 4k
A4 VWF B F & ET-1 2% 7% (P <0.01),NO 2% %K (P <0.05), #4357 1 B, CD62p.
CD63.GPIIb/lla % vWF B .ET-1 & NO #4477 1 2% F % (P <0.05, P <0.01) ; B4t THMa(P <
0.05, P <0.01) ,NO K-F# 24 (P<0.01); K530 X L&A IIFHRAE 1 AKX ELZAR(P<0.05,P<
0.01)., ML E% PCl KJ5 TIMI s A= CTFC 34 ¥ B2 5, i O % EF I 7k £ £ 47, TIMI o
MIBKFRE G, ZFALITFENL(P<0.05), M4 PCl K)g £ T4y (LVEF) ¥ARRZ(P <
0.01) i8S %87 MR ETFETHALM (P<0.05);%HA30 K5 AL SLR6 Fl, TRITH 3,8 H %
3B 6 ), SRR B, B B FH R A FEA40% (16/40) ;i8S KA F L SR 2 B, FRITIM2 B, A
F3B 2 ), Bl RPEIE T K, B dn B FAE R A B 15% (6/40) , LIRS f e F4R K A RILER, £ TR Yt
FEN(?=2.27, P <0.05), &t BRI ETHAEAM B4 3ER PCl A G ARk W ot T & &R 52 4
R, 5T & TIMI i Ae ik s BRI 45 2 4
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Effects of Tongxinluo Capsule on Platelet Activating Factor, Vascular Endothelial Function, Blood
Flow of Thrombolysis in Myocardial Infarction in Acute Myocardial Infarction Patients after Delayed
Percutaneous Coronary Intervention CHEN Zhang-qgiang, HONG Lang, WANG Hong, and YIN
Qiu-lin  Department of Cardiology, People’ s Hospital of Jiangxi Province, Institute of Cardiovascular
Disease, Nanchang (330006 )

ABSTRACT Objective To explore effects of Tongxinluo Capsule (TC) on platelet activating factor
(PAF), vascular endothelial function, thrombolysis in myocardial infarction (TIMI) blood flow, and heart
function in acute myocardial infarction (AMI) patients after delayed percutaneous coronary intervention
(PCIl). Methods Totally 80 AMI inpatients were recruited at Department of Cardiology, People’s Hospital
of Jiangxi Province, from Jan. 2008 to Sep.2013. Those in line with inclusion criteria were randomly as-
signed to TC treatment group and the conventional treatment group by random digit table, 40 in each
group. Besides, another 40 healthy subjects from examinees at Outpatient Department were recruited as
a healthy control group. PCl was performed after 1-week treatment. Then blood samples were collected,
and then blood contents of CD62P, CD63, GP Il b/lll a, ET-1, NO, and plasma von Willebrand factor
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(VWF) levels were detected. Coronary TIMI blood flow and corrected TIMI frame count (CTFC) were de-
termined during PCI. Meanwhile, noninvasive blood pressure (BP) and heart rate (HR) were recorded
before and after PCI, and cardiac function measured. They were compared with the healty control group.
Results Compared with the healthy control group, blood contents of CD62p, CD63, GP Il b/llla receptor
compound, vWF, and ET-1 significantly increased, but NO significantly decreased in AMI patients (all P <
0.05). After 1-week intervention of TC, blood contents of CD62p, CD63, GP Il b/llla receptor compound,
vWF, NO, and ET-1 significantly decreased (P <0.05, P <0.01). Compared with the conventional treat-
ment group at the same time point, blood contents of CD62p, CD63, GP Il b/ll a receptor compound,
vWF, and ET-1 decreased more significantly in the TC group (P <0.05, P <0.01), increased NO levels
were also more obviously seen (P <0.01). The aforesaid parameters changed more obviously at day 30,
as compared with those changes at week 1 (P <0.05, P <0.01). The TIMI blood flow grade and CTFC
were more obviously improved after PCI in the two treatment groups. Better TIMI blood flow was seen in
the TC group. TIMI level 3 blood flow rate was higher in the TC group than in the conventional treatment
group with statistical difference (P <0.05). The left ventricular ejective factor (LVEF) after PCl was obvi-
ously elevated in the TC group and the conventional treatment group (P <0.01), and the improvement
was more obviously seen in the TC group (P <0.05). There were 6 cases of recurrent angina, 3 cases of
ventricular tachycardial (VT) /ventricular fibrillation (VF), 6 cases of heart failure (HF), 1 case of cardi-
ac sudden death in the conventional treatment group, with the total incidence of cardiovascular events
being 40% (16/40) . There were 2 cases of recurrent angina, 2 cases of VT/VF, 2 cases of HF, no cardiac
sudden death in the TC treatment group, with the total incidence of cardiovascular events being 15% (6/
40). There was statistical difference in the recurrent rate of cardiovascular events between the two
groups (y’= 2.27, P <0.05). Conclusion TC not only could prevent coronary embolism of AMI patients
after delayed PCI, attenuate vascular endothelial injury, but also could improve TIMI blood flow, and
strengthen cardiac systolic function.

KEYWORDS Tongxinluo Capsule; acute myocardial infarction delayed percutaneous coronary inter-
vention; platelet activity ; vascular endothelial function; thrombolysis in myocardial infarction blood flow
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PRI R P P BE ZE PR s , ™™ F AR A O g , )™ B
JIF B DIREAN 4, HUIR BRI o

4 — TR 80 BV E A R BB O I F
2008 4E1 H—2013 49 HUIAHT AMIfEBE B, T4
BEALEC T 2650 Al O IR F AL (RIFRIE 252,40 1))
I IIEIT AL (RIFRF ALAL,40 B) o D454, 4RIk
35~75 %, WHUAITYL, I 36 ~74 %, WL
PR AR WIS 5L AMI I AR AR EE SRR L M
GIFME g i R (R 1), ER TG E
(P >0.05), [FIHFEEEL 40 455K HARBE T2 KA
BN R IR, Horp 5 27 44,4013 445 P4 RR
(69.8 £24.8) %, AWFFEE T ILVEH AR EE B e

x1 WAHA-BRFRLILE (xts)

i H HHLLL(40 f]) L1 (40 )
SEBAERS (%) 61.7 +13.6 60.5+14.6
FEIFE(h) 71.7 +26.5 70.5+25.6
WAL (% ) ] 35(87.5) 36(90.0)
PRI (o) 2614 2812
TEFESARI[ (%) ]

HiBE 22(55.0) 23(57.5)

T RE 18(45.0) 17(42.5)
iJE(mmHg)

SBP 156.7 +20.8 158.5+20.7

DBP 86.7 +11.5 86.5+11.8
1fiLf§ (mmol/L)

TG 2.4+0.5 2.5+0.6

TC 6.5+2.4 6.7+2.6

HDL-C 1.1£0.5 1.1+0.8

LDL-C 4.2+0.7 4.4+0.9
MiBE (mmol/L) 9.7+1.7 9.6+1.6

Ui : SBP Sy i ; DBP S &F 5K e TG Jy =Ht H-ifhi; TC v B M [#]
i s HDL-C Sy iy 45 L NG 4 I [T 5 LDL-C DAy {185 J8E I 25 P L [T e

5 JRIT UL WAL PClRTHCHE LY T A LA
TR (B 75 mg HUMFEHE - 207451 258 B2 A
77 520080090 ) 300 mg i i f, Bl ] VT b K
(£EH 100 mg, 7 [ B 25 24 IS 25 (R A B A 7177 i
fit*5-:J20080078)300 mg i fif i , 4EF5 it S LU AR T 4
75 mg/d FIFTHE Sk A 100 mg/d, PCI g 4 T b ) It
RS T B 2 RBELA 77 RS R IR 28 I 4 ik R %
eI AT IR W, W0 S A H LG
JrEERN 0 b AR GHORY 3 0 A ( FE B N A
W KB - R 5 R U2 A S KR R AT
A2y RS 25 0. 26 g, 1 FE LIS 251 1 B
OSEE RS . 219980015) o BEKS Ri, FEK 3 IR, %
22 1 F LA AT PCLGBYT ,PCI i & PCI S 1 J#.30
KT HIR LA /MR TG AL - : CD62P .CD63 e Hli i

F (glucose protein, GP)Ilb/lla 5Z{4& . N K % 1 (en-
dothelin-1, ET-1) .—% L& (nitric oxide, NO) L)}
I AR I A9 A7 (von Willebrand factor, vWF) 7k
-, PCI AR EAJE 10 . 20 min4y 3152 TIMI il 3
S S A IE 1 I 3R Wi &% ( corrected TIMI frame
count,CTFC) , [ 1C 5% F 25111 J& i A B 1 s 0 6
224k

6 WEHRR SN 7 ik

6.1 I /hHE R I R O = A X
(EE MK-3 22 Al ) A i i /s Al 2 1 35 P br 2 8 B
CD62p .CD63 FiFll GP Il b/l a Z k& A ¥ ikK
FOAF & W B B R AR 2w, A R
3% ,HLEAE S 5% ) R HMERIE R (%) .

6.2 MW EIIRENE R HIXBAR I 0 [ AH
TFEDC B 9% W BT 38 36 ( ELISA) M 22 VW 1) 38 3k 7K F-
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Ty B o PSR fo 28 DU 35 D I 2% ET-1 7K
(ET JoCi S e & A AR 45 S R B, #e vl B 5454 )
SR E 2K NO & i (#2048 2E W) TREHIRA
FRLZN w) P it iR & Ui TR ) -

6.3 TIMIILFEPHHE 0 Fh M 78 I i L 4
JCHT w9 I I3 v 3 ) 51 2 o 72 2 v 1ML 43
FoRL BB I R 753 o (M2 R ) 52 2. LGS
Rest e, (H s 3 UL B0 B3 2. I 5
TR I IR E E R ) . CTFC: &
8 Gibson CM %#°) Jy ik, M 5 ik 3 5% 1) B 4% LA
30 /s A T L [BIAIC, H RS2 A A B 2B 43 Sy F i
S B AR 2 Ik i 2R s (AR ) B R R 18
B WU A . K ETRE S A iR LA 1.7 1E AT RE
S I g Wi

6.4 .OIIEERI RETFIARE 1 JH ARG 30
KA NER (36 [ B ARE2 F] Agilent 5500 #Y)
M LVEF, FETIMEEARG 30 K0 LA Fh R AR,
FLHE PR OB O 1 s CEPE DR (EPEO 8
T D EES) GO TRERIE A .

7 SiteEgrik SRA SPSS 13.0 Stk
AbE T A TR TORER H x £s 3R, IALIRYIT RIS Lt
BORHt K%, 3 ARl LSRR R 7 2250075 114K
PR x° Ko, P <0.05 NESAS I HE L,

# R

1 B /RS AR R 7 R0 Y RG4S R L
B(F£2) AMI AL/ Mg b5t CD62P ,CD63
1 GP 11 b/l a 321452 A W) 7K -4 f e X HR 24 i 25 4
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(P <0.01), M4 P R T BE MY I 3% vWF Fi1 ET-1 1)
TRV 5 i B X R I 15 =5 (P <0.01) ,NO i %
R (P <0.05) .

2 W4l PCI ARG /N Ak PR i 4 7Y
FWebn b (£ 2)  BOHKIEIT 1 A)E, %
4 1M/ % Ak ¥ CD62P . CD63 il GP Il b/l a }%
I3 vVWF (ET-1 \NO 7K V-4 PCI A Fif #4145 A [m] 2 Ji
) R (P <0.05, P <0.01);PCI RJ5 30 KI5 &HE %
FiRFEFR, CD62P.CD63 #1 GP Il b/l a A & Ifi 3%
VWF Fil ET-1 KPR AL ARG 1 JABfiE— 25 N
(P <0.05, P <0.01),{H NO B .7} (P <0.05) ;
OB T 30 KEH AL 30 KRG LA LIbrtbix,
ERINE G2 E X (P <0.05, P<0.01),

3 W4 PCl AR5 TIMI L 20 4% . CTFC . IfiL
RGO (2 3)  WALEE PCILAJG TIMI L iR
G4 S CTFC % PCI R4 B k35 (P <0.01) ,
HAROE AT 5 A (P <0.05) , TIMI 3 il i K
PR . LB MLE 0 PClL ARG JF FEE, 22
ST GIHE (P >0.05),

4 i PCl KA. J5 LVEF le# (% 4) W4
PCI ARJ5 LVEF BB R85 (P <0.01) , i 045 2H ek
FEH I (P <0.05) .

5 WdlL M ESEFREMNIMILE  HR4
30 KGH A 0L 6 fil, = /= Wi 3 4, .0 J) =il
6 B, CURTERRSE 1 B, o0 A 4 R A% 40% ;3

DT RO B 2 ], 5 A R 2 9], 0 ) N 2
B, O VB RRBE O ], Ja0 A S 2 A 8 15% 5 4
O LA F R R AR R, B RA SRS L (x =
2.27,P<0.05),

o

UEKBFFEIN CD62P.CD63 & GP I b/l a %
TR A3 00 At/ AR S A 1, 2 S I /AR 3
AR AEYERRIC Y . CD62P J& B i f B A FR A1 1Y
ML/ 3 6 Y 43 15 i 4, CD63 A by J — Fl g
CD62P B A sk i) 1 /N 3% Ak ic 4, GP 1l b/l a
SR AR AR 2R R G R MR R 5
L[58 %, GP 1L b/l a 7] 5 15 22 i Wi it /)N AR 1) 36 Atk
AT TR IR I X B R AT TR AL/ AR S AL AR
ALWF5E I, AMI 3% D62P .CD63 &% GP Il b/lla
ZARE AWK B3, X ul B AMI RS &
R R B/ IV f 32 B S 388 g T L/ AR b
/MR DIRETTHE M EE R, AMI R A SEEL)
1 24 % 1L /N T BE T 2 DA B AR T8 8 96, ET-1
RIS PN R A A 2 2 40 1A TR, NO R IS Y
B AN A B0 32 05 & 5K PR o IS P B ) e
bt ET-1 Fim, NO R, W 34 Lo A9 2 DK 5 B0l 4
EPARTIRE SR o VWF EZ i 4 R 40 A R, vWF
T v 2 S W P B A A 49 1 SRR A, R A ) ot 3¢
ET-1 .NO il vWF X HWr i A2 T2 i fa s o it e L Je

Rz 2 K41 PCIARRIJG ML/ME L F A N B ATEFR L (X £s)
il il Y| CD62P(%) CDB3(%) GPIb/Ma(%) VWF(%) ET-1(nglL) NO( pmollL)
[N 40 5.2+1.5 2.6+0.5 8.6+2.4 86.6+10.3 56.0 £5.3 78.9:9.5
W 40 PCI A 19.4+8.6 " 6.5£0.7"" 82.5+9.5 199.2£12.8** 110.0£8.7 ** 52.3+9.6 "
AR 17.3+8.5% 5.8+0.5 78.7+9.3%4 175.6 £11.54 102.0 £8.62 54.7+9.5
0K 13.5:1.2004 4.5:0.5%4 35.7+6.5°°444  1456+13.8°404 84.5+6.5°4 60.5+9.5°4
D% 40 PCI A 19.1+9.8** 6.4+0.6 " 82.7+9.6 " 199.9£12.6 ** 110.0 8.8 *~ 52.8+9.3"
AF1H 14.2+7.1% 5.7£0.5 74.1£9.2% 160.6 +12.14 97.5£9.5%4 50.5+9.2
30 % 9.2+1.642400 304062240 258455224400 195 5410 3ALAA00 g8 744 5LAAO 68.7+9.3°040

E SRR BRA L #E, P <0.05, ** P <0.01; 544 PCIARRATEH#E, 2P <0.05,44P <0.01; SAHEAR)E 1 JHL#, 4P <0.05,44P <0.01;

S ML R He A, ©P <0.05,°CP <0. 01

£ 3 W4l PCI ARG TIMI /3% (CTFC (ML FE SR L (x £s)
1% (mmHg)
E4 S 1~ G (Y 1] TIMI L% () CTFC (i) LF(K/min)
SBP DBP
HH 40 PCI AT 0.5+0.3 87.2+7.6 156.7 +20.8 86.7 +11.5 83.5+6.8
ARJ5 10 min 1.4£0.3*" 40.2 +6.5*" 158.5 £20.6 84.8+11.4 75.8 +6.2
20 min 2.2+0.4"*% 30.7 +5.6°*%  156.7 £20.6 86.7 +11.2 73.2+5.4
WL 40 PCI AT 0.5+0.4 87.5+7.4 158.5 £20.7 86.5+11.8 84.3+6.5
AJ5 10 min 1.8+0.4*" 32.5%6.4"" 157.8 +20.8 83.3+10.5 74.6 +5.2
20 min 2.9+0.3°" 24 24.6+5.8""*4 158.4 £20.3 85.8+11.3 73.5+5.5

T 54 PCIARHT AL, "P <0.05, **P <0.01; 5A41R)5 10 min H4L, “P <0.05; 5% M4 R 4%, P <0.05
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R4 KHPCIARRFJG LVEF L (%, x %s)

51 %K I Ji] LVEF
HH 40 PCI AHif 42.6 £4.5
AE1 A 44.3 5.2
30 X 46.3+5.4"*
R 40 PCI AHif 42.8 4.7
R 47.2+5.6"
30 X 54.4 +5.5** %

54 PCILRT LA, *P <0.05, ** P <0.01; 5% A 4L [F 1 Lt
#%,%P <0.05

WUGAEE R L, A5 ER, AMI B vWF I
ET-1 FF B S i - {d FE X BR 41, NO AIK F fit 5 X B
23X 5 Sk [ 11,12 ] 08 LA A A, X UEET AMI R
BN /N I AR B I 0 A R A2 B —E 1
P, X AT RESE AMI S5 5 2 BUBE S 2 | il AR TR
PABCF O M R A ) R R 22—

[ 1972 4F Tambe AA 2" 1 A 45 ik A
JRYT7 B I3 (coronary slow flow phenome-
non, CSFP) il LAk, B % je Bk A A 45 4 14 5 ik 1
A AEE AR B B, B R % WA A S A BT T R
CSFP &t & i (no-reflow, NR) J£#§ 22 PCl A H
P 2 R SR 2 ik A i, I A SR TG AR A e AR Lk
JZ2 CERZR el M AR T LA UBE A BELAFAE , (L UL 4L
TCIEHVETE M B4, S Ik 1 5 R BN TIMI I3 0 ~
2% HEEZHE K 0.6% ~2.0%, (212 PCl ik
15% . 1€ AMI ZER PCI Hf 5358 K A a7 4] 2 3
Jik 236 (OAT) WF5E 4 AMI ZER PCIJS TIMI 3 2% WA
82%, 18% HHF LI TIMI Ik <2 %%, K PCI AR
o B LR - JC I A B S , AN RESE PO L 2L
T, TR PCI I 1R .0 JE 3 S8 F0 R
AN B T e B B3R AR A W BB A I R 195 A
RIS fHAE, CSFP 3 NR &ML 4 2%, i K 58
S, HRTIAK, PCI ARG H B A JC & 3 & A T REL
i« AR S LA 4 L BRI A S I R AR I K
B TR 2R L L/ IV S P A SR L B 5 PN R A A
Ve,

e Lo S HP 2 R R R R AR
W , LA LA SRR TS DRSS B Ry o WL o 300 0 245 s
FERIT NS A MR KR | A L IS 5
P2 B vk RATEE Y . SRR 23 G IR
W R BT O B B T KR | AR i |+
i 2 R IR, B K IR AR T 400 40 g oD 3
73 RT3 U0 LA R 5 W A4 i 2R 8 Tt EL L W51 8 T R 4
R HA SRR, ] BB AT e O, 1 LR
VR T S I R EF VA I, N (R A T e i 1, A

P/ IR R L FBTMARTE TER . NS 2 8k
TR i REAE 7E 7L BLO L DNA 4k, 2 i AE HE w41
BREE 1, AR T AR ZRIE . AT A kAR 3l
ok, A0 AL A SR B BT LG A= BRI LA 2 i Joa ik
AL SR I A TN R AR T o KR R e At 2y
P i 24 e B, AR A B W R, RE 5K e AR Bl K ik
M0, NI R DB o 340, 048 B 1] DA
ik ET-1, 3800 NO 1y & 1, (HX} AMI 35 48R PCI R
Je 0L INBR P T Ak S i A8 P B B RE DA & TIMIL L 3t 1Y) 5%
M) 3 A WL SCHR AR B . A58 e B, 3800 45 e 48 T 71 1
JH, B 3% CD62P.CD63 . GP I b/l a 32 {4 L4
ET-1 .VWF /K2 % FFE, NO KT, i —E
FELEF) 30 KDL F8 0525 SATA Geit2# 2 3, Ui iE
O e v AREAIR I/ MR G A, 203 AMI B35 178 A
KR, AMI I 2002 P v s (), A 2 T AR I 7 JE
J& 75 5 B0 T FE 0 FLO PR PR AR 5 A SRR BE, PCIL AR
s oy S B I3 — TG R4, T 3 Bl bk N Bk
FHCIABP) AR W G R FE 32 8 1k 10% , ™ F 52 1)
BTG o 045 1T AR 2 2 TIMI I 3 A
CTFC Mm%k, FEAR TG It i & A= 38, i X F I L 0 %
ToHWI 520 PCLAR S 1 JiF1 30 K5 LVEF ¥ i B
H BT 30 K, G045 2H 0 IS 1 (R G TR0
SO O ) e R R B R E) W s, At
T L Z AL EREA B /D SIS a5 0, HoA s A
LAV R T KRR Z HL e RIS — 250

2 £ x #t
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