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[ABSTRACT] Aim To observe the changes of serum high sensitivity C-reactive protein (hs-CRP) and endothelial
cell-specific molecule-1 (ESM-1) levels and short-term prognosis of ticagrelor in treatment of patients with acute ST-seg-
ment elevation myocardial infarction (STEMI). Methods A total of 107 patients with acute STEMI were selected, all
of whom were treated in department of cardiology in our hospital for new onset of symptoms and received emergency PCI

successfully. The patients were divided into two groups according to the application of ticagrelor in dual antiplatelet
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therapy ( DAPT) : ticagrelor group (n=>54) and clopidogrel group (n=53). Two groups of patients were observed for
changes of hs-CRP and ESM-1 immediately after admission as well as 24 h, 4 d and 7 d after medication, their correlation,
and influences of ticagrelor on short-term prognosis of patients with acute STEMI. Results Hs-CRP and ESM-1 of the
two groups of patients were obviously elevated at 24 h after medication, and there were statistical differences ( P<0.05),
and hs-CRP and ESM-1 of the two groups of patients were decreasing at 4 d and 7 d, with statistically significant differences
(P<0.05) ; ESM-1 was increased with the increase of hs-CRP, showing a positive correlation between ESM-1 and hs-CRP
(r=0.535, P<0.001), there were no statistical differences in comparison between the two groups in incidences of ischemic
end event, hemorrhagic event and total adverse events (P>0.05). Conclusions Ticagrelor can more quickly reduce
the cell inflammation and stabilize endothelium in treatment of STEMI patients, so as to improve the stability of atheroscle-

rotic plaque, reduce the formation of thrombus and ischemic end events, but it does not increase the risk of bleeding,

which is worth of clinical application.
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Table 1. Comparison of baseline data between the two groups

BRIl ARl Pl

EgE|

(n=54) (n=53)
B/ (#) 31/23 31/22 0.910
W (Z) 53.28+11.85 52.49+11.69 0.730
TR BT (kg/m?) 24.80+2.55 24.21x2.46  0.226
DE R EEBI(%) ]
2 A0 26(48.1) 25(47.2) 0919
R 30(55.6) 27(50.9) 0.633
R IR S 21(38.9) 24(45.3)  0.503
TEE Lo G B 5(9.3) 4(17.5) 1.000
TC( mmol/L) 4.88+0.55  4.75£0.66  0.290
LDLC ( mmol/L) 3.09£0.41  3.18£0.40  0.272
TG( mmol/L) 1.35£0.43  1.3320.43  0.785
ST 2590305 [ (%) ]
Ko FIFE 54(100.0)  53(100.0) -
GP T b/ T a 11 51 24(44.4) 23(43.4) 0913
B 2 AABHH R 43(79.6) 45(84.9)  0.475
ACEI/ARB 41(75.9) 40(75.4) 1.000
T2 54(100.0)  53(100.0)  1.000
CCB 18(33.3) 19(35.8)  0.784
THARARIS W) 47(87.0) 45(84.9) 0.751
PPIs 28(51.9) 30(56.6)  0.622
H,RA 13(24.1) 12(22.6)  0.861
BB (u/L) 39.39+8.50 41.45+6.96 0.174
BT (u/L) 34.56+5.45 35.50+6.76  0.433
LT ( wmol/L) 88.38+11.09 85.11£9.90 0.111
PRZ A (mmol/L) 6.88£1.65  6.55£1.92  0.343
7 384 LB ( mmol /L) 7.67+2.30  7.99+2.42  0.483
EF {8 (x100%) 0.50+£0.04  0.49+0.06  0.511

% 2. #4H hs-CRP Fl ESM-1 7K F Lb 4
Table 2. Comparison of serum hs-CRP and ESM-1 levels

between the two groups

B Emis L SRS R 4l

MH (n=54) (n=53) P
hs-CRP (mg/L)
At B 7.83£2.84  7.91x2.72  0.779
kRZjJ5 24 h 26.07+5.34  27.89£6.50  0.002
IRZG G4 4 K 12.46+4.00  14.81+5.51  0.001
MR25 )55 7 K 6.15+1.67  7.03x2.31  0.011
ESM-1( ng/L)
A e B 1.1320.15  1.12+0.18  0.806
kRZjJ5 24 h 1.20+0.18  1.27£0.19  0.046
R 2555 4 K 1.13+0.17  1.20+0.18  0.045
MR25)5 55 7 K 1.05+0.16  1.12£0.16  0.012
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Table 3. Comparison of major efficacy endpoint events of 30

days in the two groups

Bk aiis 4l S nAs T2

oA (n=54)  (n=s3) T©M
B2 FAE (%) ] 1(1.9) 3(5.7)  0.363
DEHEIET 1(1.9) 1(1.9)  1.000
Ak AT BT 0(0.0) 1(1.9)  1.000
BabikafkinizEd®  0(0.0) 0(0.0) -
il A< 0(0.0) 1(1.9)  1.000
W6 (%) ] 5(9.3) 4(7.5)  1.000
FE M 0(0.0) 0(0.0) -
HoAth 3 2 1L 0(0.0) 0(0.0) -
WL I 1(1.9) 1(1.9)  1.000
BRI 4(7.4) 3(5.7)  1.000
BARFAFI(%) ] 6(11.1) 7(13.2)  0.740
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B 1. ;& hs-CRP F1 ESM-1 7K 48 3 14 85 A5
Figure 1. Scatter diagram of correlation between serum hs-
CRP and ESM-1 levels
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