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[ Abstract] Objective To investigate the impact of blood homocysteine (Hey) on in—hospital death in patients with
acute myocardial infarction (AMI) after primary percutaneous coronary intervention (PCI) . Methods A total of 310 AMI patients
admitted to the Cardiovascular Department, Liuzhou People’s Hospital from January 2015 to October 2018 were selected as the
research objects. They were divided into high Hey group (Hey > 20.0 o mol/L, 47 cases) and low Hey group (Hey <20.0 p mol/L,
263 cases) . The general data, laboratory indexes, in—hospital death rate, infarct related artery and coronary artery disease were
compared between the two groups. Univariate and multivariate Logistic regression analysis was used to analyze the influencing
factors of in—hospital death in AMI patients after primary PCI; ROC curve was drawn to evaluate the predictive value of Hey on
in—hospital death in AMI patients after peimary PCI. Results The age in high Hey group was older than that in low Hey group,
the incidence of hypertension, N—terminal pro—brain natriuretic peptide (NT-proBNP) and in—hospital death rate in high Hey
group were higher than those in low Hey group (P < 0.05) . Multivariate Logistic regression analysis showed that Killip grade at
admission [OR=3.940, 95%CI (1.960, 7.920) |, blood Hecy [OR=8.333, 95%CI (1.527, 45.474) ] , hypersensitive C—reactive
protein (hs—CRP) [OR=1.025, 95%CI (1.009, 1.042) ] and number of severe coronary artery lesions [OR=3.376, 95%CI (1.163,
9.801) ] were independent influencing factors for in-hospital death in AMI patients after primary PCI ( P < 0.05) . ROC curve
analysis showed that the area under the curve of blood Hey in predicting in—hospital death in AMI patients after primary PCI was
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0.682 [95%CI (0.516, 0.848) ], and the best cutoff value was 21.2 p mol/L, the sensitivity was 0.455, the specificity was 0.880.
Conclusion The AMI patients with blood Hey >20.0 w mol/L have a higher in—hospital death rate after primary PCI, and it is a

independent risk factor for in-hospital death in AMI patients after primary PCI, which should be paid more attention in clinic.
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Table 1 Comparison of general information, laboratory indicators and in-hospital death rate between the two groups
it H FiHeyZ (n=47) flHey#l (n=263) Z (x*) 14 Pl
EW (M (Poy, Pry) y %) 69.0 (62.0, 74.0) 60.0 (51.0, 68.0) -3.348 0.001
S (n (%) ) 0.293" 0.588
% 38 (80.9) 221 (84.0)
oL 9 (19.1) 42 (16.0)
Wt (n (%) ) 32 (68.1) 185 (70.3) 0.097* 0.756
FEFEFRAL (n (%) ) 0.290" 0.590
TiRE 25 (53.2) 151 (57.4)
JETiirE 22 (46.8) 112 (42.6)
Killip532% (n (%) ) 0.981°" 0.806
1% 38 (80.9) 219 (83.3)
4% 6 (12.8) 34 (12.9)
& 1(2.1) 2 (08)
V& 2(43) 8 (3.0)
PR (M (Py, Po;) , h) 4.0 (3.0, 8.0) 5.0 (3.0, 7.5) —0.464 0.642
FIE (n (%) ) 32 (68.1) 131 (49.8) 5.341° 0.021
bR (n (%) ) 14 (29.8) 68 (25.9) 0.317* 0.574
MmAgSH (n (%) ] 19 (40.4) 140 (53.2) 2,618 0.106
MO E LG E S (0 (%) ) 5(10.6) 18 (6.8) 0.375" 0.541
¢Tnl (M (P, Ps;) , ng/l] 3132 (70.4, 4662.9) 336.0 (69.0, 4187.9) -0.157 0.875
CK-MB (M (P,;, P,;) , U/L) 41.6 (19.2, 101.0) 35.0 (21.3, 93.6) —0.045 0.964
hs—CRP (M (P.;, P,;) , mg/L) 3.18 (1.37, 7.40) 2.36 (0.96, 5.56) -1.750 0.080
NT-proBNP (M (P,;, P5;) , ng/L) 308.8 (136.6, 978.6) 165.8 (50.0, 786.1) -2.485 0.013
BEAET: (n (%) ) 5(10.6) 6(2.3) 5.878" 0.015

TE: Hey=[RPERERER,

cTnl=C IS EHT, CK-MB=/JURRIEEE[R] T8, hs—CRP=HEKCINVEH, NT-proBNP=NASmksM kAT “Fom

X fH
K2 P4 EHBCHISE S K B ER S BRIR AR 00 L EE (n (%) )
Table 2 Comparison of infarction—related artery and coronary artery lesions between the two groups
FHBEAR ik SRR B0 kA S A
413 {1 — e _ S MfEETRE
Vil G AR Bl bk BASEIRAR WA =S

EiHey#H 47 25 (53.2) 2(43) 20 (42.6) 15 (31.9) 18 (38.3) 14 (29.8) 3(64)
{KHey2H 263 150 (57.0) 19 (7.2) 94 (35.7) 109 (41.4) 90 (34.2) 64 (24.3) 4(15)

X 1 1.126 1.567 2352

PIE 0.569 0.457 0.125
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Table 3 Univariate Logistic regression analysis of influencing factors of
in—hospital death in AMI patients after primary PCI

B B SE Waldx'fi Pl ORM 95%CI
AEi 0071 0030 5727 0017 1074 (1013, 1.139)
ABEMKillip/h%k 1352 0270 25029 <0001 3866 (2276, 6.566)
TR
[N
e 1655 0715 5348 0021 5231  (1.287, 21.263)
Ifi Hey 1629 0628 6730 0009 5099 (1489, 17.460)
CK-MB 0.004 0002 4595 0032 1.004  (1.000, 1.007)
hs-CRP 0015 0006 5918 0015 1015  (1.003, 1.028)
FEE TR K
. 1041 0437 5666 0017 2831 (1202, 6.668)
BN (

R4 AMUEH EAEPCUR BEFET FEMIIN 2 (19 2 15 K Logistic [FH 53
Table 4 Multivariate Logistic regression analysis of influencing factors of

in—hospital death in AMI patients after primary PCI
G B SE Wadyffi Pl ORf 95%CI
ABEKillip/ M9 1371 0356 14809 <0.001 3940 (1.960, 7.920)
liHey 2120 0866 5997 0014 8333 (1527, 45.474)
hs-CRP 0025 0.008 9452 0002 1.025 (1009, 1.042)
P RAR SIS SE 1.217 0544 5005 0025 3376 (1.163, 9.801)
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Figure 1 ROC curve of blood Hey in predicting in—hospital death in AMI
patients after primary PCI
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