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MZE . BY it anEhaprEeie (ACS) ZHBIRAIRANGE ST (PCL) KRG EH 5 A BB E
IRk, FiE IR 2014 45 A 2016 4 5 A £ %% PCL& 789 90 4] ACS B EAF AR £, KK
WHF ok 3t BALFo UL IR 20, 40 45 ), SLERZA 8 A Bk st ik, *TRRLL S A RAs &, A4 B o
PHRBEKRELEFE (MPAR ), TEME G MR 40 Betk (sCD40L ), P2Y12 B #4x (PRU), ## C
B %8 (hs—CRP), M2 EEOH -9 (MMP-9), —AMLA NO. WA F -1 (ET-1) KF. ER %
o DG IT G, LA MPAR | sCD40L, PRU K-FAK T 240 (P <0.05) ; AL hs—CRP, MMP—-9,
ET—1 AKPAKT 240 (P <0.05), NO KT & TR (P <0.05), PCl KGH 7 F45, MuEE R Bl g
oAl SRMATA S ERE Hh  SRARREFHEL A RN 11.11%(5/45), IELH 6.67%(3/45), £+
R FEL (P >0.05), it ACS %4 PCI RS w A BRAE 3 EBATH A DNARE T, T AT E o]
MBEARSE, RBRE N KERR, BV RS IER R EHF LA, ARG RIES A .
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Influence of Ticagrelor on patients with acute coronary syndrome

Qing-zong Xu
(Emergency Ward, the Third People’s Hospital of Dalian, Dalian, Liaoning 116031, China)

Abstract: Objective To explore the effect of Ticagrelor on patients after percutaneous coronary intervention
(PCI) of acute coronary syndrome (ACS). Methods Ninety cases of ACS receiving PCI in our hospital between May
2014 and May 2016 were selected as the research subjects. They were divided into control group and observation
group by random digital table, with 45 cases in each group. The observation group was given Ticagrelor and the
control group received Clopidogrel. Maximum platelet aggregation rate (MPAR) and the level of plasma soluble
leukocyte differentiation antigen 40 ligand (sCD40L), P2Y12 reaction unit (PRU), hypersensitive C-reactive protein
(hs-CRP), matrix metalloproteinase 9 (MMP-9), nitric oxide (NO) and endothelin-1 (ET-1) were compared between
the two groups. Results After antiplatelet therapy, the levels of MPAR, sCD40L, PRU, hs-CRP, MMP-9 and ET-1
in the observation group were statistically lower than those in the control group (P < 0.05); the level of NO in the
observation group was higher than that in the control group (P < 0.05). After half a year of follow-up, there was no

stent thrombosis, cardiac death or severe organ bleeding in the two groups; the incidence of adverse events in the
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control group was 11.11% (5/45), while that in the observation group was 6.67% (3/45), there was no significant

difference between the two groups (P > 0.05). Conclusions For patients with ACS, antiplatelet therapy using

Ticagrelor after PCI can better alleviate platelet aggregation, relieve intravascular inflammatory response and reduce

postoperative cardiac adverse events. It is worthy of clinical application.

Keywords: Ticagrelor; acute coronary syndrome; platelet aggregation; plasma soluble leukocyte differentiation

antigen 40 ligand; inflammatory mediator

LIRS K25 B 1E (acute coronary syndrome,
ACS) &R kEze, BEdem . fe 7 ik T2
O LR PR, SR JREFE T B R L i
BN BT SE RN R AR T R A B AL
il ACS H ik 2 J e R 3 ik /- AR YT (percutaneous
coronary intervention, PCI ), (A ARIGHE-L O NUESERY
WU IR, ACS BB R/ MRIAYT . A
MR PRI T 2, BRI B IR 5 Hh B/ s
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ABIFSE FAESE— D PR T i 00 I AR, Bl
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1 #ERSAEE
1.1 HRER

VEHL 2014 4F 5 H -2016 4F 5 H il T4 KET S
“ ANRERIGRE ACS B 90 BT 54, RH]
BENUEC 71K 90 1] ACS F35 43 A %) BRZH FIMSEAH
UL 45 0. IARRIE" . DFER= 20 % OFfFA
Bl o IR 27 e 4 2 / 2 L O IR 2 23 2 1 OG T AN
FOERLOGYR . Ak NESER A D2 BiniE 5 O
WHEZ PCLIRYY, T 12 h WETFAR, sbRiif, Jo
FARMIIKIE 5 DABERTICPL /IR H L
OB HIESMAS, FERE ; @G ARG
HEBRFRUE ™ . OXABGR I 2P s 5 @)™ a0
HRHE . OHEBEE ; QI 1 MHABRKWFAR
g1 AMEEE ; @A T e R . CBPEE L
PRI B8 e LIRS 5 (I 30 A A7 il 1 i i A5 05 82
OB I EIFEREA S BRY PR 3 O, #f
LRGP, RNREELAIRYT KB AT ZAR B B
TR oy ttiE i .
1.2 BITHE

PRI B e WM BIRYT, BAREEE - A
e, PRk sibk. BembE . FRE e, #EHlO
FARG, WA, XYL O R A SR T R
(BUNFERIERIZ5 A BRA ], Hits : 120130083, #iA% -

75 mg/ ), 5 1 R4 T 300 mg ity i, W5 75 me/ 1K,
L /d 5 WLEELE N A s v ( T Bl 307 ) B ) 24
AR L HES : 120130020, HUHE < 90 mg/ H), 4B
1 K4T 180 mg ffifte, LI 90 mg/ ¥R, 24K /d. Fif
AMANBFESRL 1A, HDEE.
1.3 MEEFR KAl TT %
1.3.1 do bR AE R4, W Verify
Now 4t £ 444 CHRONO700 Ifil /)N 36 7 4 AL ( 5%
Chrono—log 2~ ] ) 6 I 8 & 1 /s AR e K 3R 4R R
(' maximum platelet aggregation rate, MPAR ) #1 P2Y12
R WA ( P2Y 12 reaction unit, PRU ) /K3
1.3.2 s G an e oA AR 40 B AR (plasma
soluble leukocyte differentiation antigen 40 ligand,
SCDA40L) 2R JH ELISA Mg K 4 95 W7 B 125 46z 00 28 2
sCDAOL 7K -, X7 & W F1 b at 4 5 i 245 10 A BR
A
133 Somaeds R ELISA IR C RN
I (hypersensitive C—reactive protein, hs—CRP ) FlIJEJit
4B E A -9 (matrix metalloproteinase-9, MMP-9 )
KA, R & A LR AR RA R 5 SRH]
el Multiskan FC BEARAL (R 50 DU AW RHCA R
A )R — AL A NO ML N 2R ~1(endothelin-1,
ET-1) /K",
134 REEZ  ARIFHEVPEE, HEPHERE
I 55 4 A1 32 20 EAS B4 (major adverse cardiac
events, MACE ) &= 1500,
14 HITFEEE

B S MR SPSS 19.0 SEitf:, THECFOR LIS
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PR, A BERDIRBINKER B PCI AT RS B 00 7 AL b

BHEE, ZERTG R (P>0.05), BARTILME.

KR, Sk, Z2RTEGIFE L (P>0.05),

V-] E—ﬁ‘ftb@o AL/ NRIGIT R Wﬁéﬁ%%bﬂ“
bRECES, & K%, 2ZRAGIFE L (P<0.05), M

2.2 MWAREFRTAEL/METhEELLE

IBITHT, PIZHHEE MPAR, sCD40L, PRU /KF-H
B, gk, ZREgiFE L (P>0.05), AR
Ptk gt/ MRiaI7 e, M4lBE LR thig,
gk, E2RAgHEE X (P<0.05), WEHEH

%&H%% hs—CRP. MMP-9. ET-1 /K% T % HE 21 ,

NO /KT REg, Wk 3,

2.4 TiHSEZE PClI AJF MACE B H mfE5R bk
PCI RJGBEVTHEAE, PIZH B R B0 S 20 i

OEMERE T B EE R L 5 X AR R kA A

MPAR. sCD40L. PR AR TXTIRLH . L& 2.
S U AP &k W 11.11%( 5/45 ), WELHL N 6.67%( 3/45 ), 2 x> Kk,

2.3 WHBEBTIERERIRILE BRTL L ( x’=2.382, P=0.497), PR
JRITHET, PR hs—CRP. MMP-9., ET-1. NO &R0, W3k 4,

R1 WABE-MABLILER (n=45)

R ZH 55.63 +6.27 29/16 24.89 +2.56 19 16 25 32 13
Mg 56.04 + 6.53 28/17 2491 +2.63 21 15 28 34 11
X Al 0.304 0.048 0.037 0.180 0.049 0.413 0.227
P{H 0.381 0.827 0.485 0.671 0.824 0.520 0.634

®2 WAHABFRTHIRMNMRINGELE (n=45, xzs)

XJHRZH 59.38 +5.76 41.28 +4.31 392+1.23 326+1.02 227.28 +21.27 152.38 + 14.38

WA 58.86 +5.62 36.39 +3.87 388 +1.17 2.86 +0.97 231.76 +21.85 121.33 £ 12.56

XIS 0.433 5.663 0.158 1.906 0.986 10.909

PiE 0.333 0.000 0.437 0.030 0.164 0.000
®3 WMHABRFRTHEREERILE (n=45, xx5)

X HRZH 357+1.21 3.27+0.98 7328+7.63 4839478  5238+532 48.73+476  98.26+9.63  80.21 £8.28
WL 3.62+1.23 2.51+0093 7293 +£726 3628 +3.76  5251+542  3627+357 97.87+9.82  89.37+8.69
tfH 0.194 3.774 0.223 13.358 0.115 14.048 0.190 5.119
PiE 0.423 0.000 0.412 0.000 0.454 0.000 0.425 0.000

< 111 -



THEBURE R

528 4%

x4 WHBEHEPCIAEMACERHMEBERIEE (n=45)
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