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Effect of fQRS on main adverse cardiac events in patients with acute myocardial infarction undergoing
coronary intervention

DUAN Wen-ting, MA Xiang-hong, LI Guang—ping

(Department of Cardiology , The Second Hospital, Tianjin Medical University, Tianjin 300211, China)

Abstract Objective: To investigate effect of fQRS on the degree of coronary stenosis and main adverse cardiac events (MACE) in patients
with acute myocardial infarction (AMI) who underwent percutaneous coronary intervention (PCl). Methods: The study included 261
consecutive patients with AMI who underwent PCI .Who were divided into two groups: ECG with fQRS (n=147) and without fQRS (n=114).
Baseline clinical characteristics , Gensini score and the incidence of MACE up to(14.2+0.8) month after AMI were compared between the two
groups. Results: (1)Patients with fQRS of ECG had higher ¢Tnl levels and Gensini score,lower left ventricular ejection fraction (LVEF)in
comparison with patients with non—fragmented QRS (P <0.05). (2)A Kaplan—Meier analysis showed a significantly lower MACE events—free
rate in patients with fQRS than those without fQRS (Log-rank test: P <0.001). The cardiac mortality rates were no difference between two
groups (Log-rank test: P=0.115). (3)A multivariate Cox proportional hazards regression analysis indicated that diabetes mellitus disease,
LVEF and the presence of fQRS at the 48th hour were independent predictors of MACE. Conclusion: The presence of fQRS at 48 h is an
independent predictor of MACE in patients with AMI undergoing PCI.
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Tab 1 Baseline clinical characteristics of two groups
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fQRS 21 147 65+12 68.0 65.3 59.9 40.1 19.0 32.7 11.6 6.8
e -0.809 1.965 0.422 0.103 0.001 0.097 2.039 0.152 0.743
P 0.419 0.161 0.516 0.748 0.972 0.756 0.153 0.697 0.389
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nfQRSZH 114 10.2x17.4 21.1243.7 56.5
fQRS £ 147 7.1x10.1 23.8+48.3 48.6
t 3 ¥ 1.669 -0.459 1.601
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98.2 98.3 93.9 56.1 55.3
95.9 95.9 90.5 55.1 585
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Tab 2 Comparison of biochemical indexes and echocardiography results between two groups

¢Tnl/ CK/ CK-MB/  BUN/ Cr/ UA/  WBC/ I/ LVEF/ 7Bz LVEDS/ LVEDD/ E[HEZEs) AxEkEE
(ngmL)  (U/L) (UL)  (mmol/L) (pmol/L) (wmol/L) (107L) (mmol/L) % 1% mm mm R /mm MR /mm
nfQRS 41 11.8+14.1 122041 664 116x106 6.1x1.6 72.1421.4 306+86 93#3.1 73427 554%103 633 334276 49.5:56 68428  7.8427
fQRS 41 159+15.6 1600+1 910 146+129 6.2+1.6 8062233 336£80 93x2.9 73226 350.9+9.1 724 37.0:9.4 51.8+73  6.1#3.1 6.842.6
(B¢ 2042 -168 -1.963  -0.413  -3.025 2771 -0.118 -0.097 -3737 2292 3391 2740 1.865 3.019
P 0.033 0.094 0051 0680  0.003 0006 0906 0923 <0001 0.130  0.001  0.007 0.063 0.003

LVEDS: 22 E WA K MF%, LVEDD : 22 = &F3K K N A%
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Tab 3 Comparison of coronary angiography results between two groups
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e 1.490 2.779 0.601 0287 0.144 0092 3.644 0.149 3.271
P 0.475 0.249 0.549 0.605 1.000 0.762  0.056 0.699 0.071
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Fig 3 The Kaplan—Meier analysis of cardiac mortality events in

patients with and without fragmented QRS
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Tab 4 Cox regression analysis of major adverse cardiac events

OAE 48h WATE fQRS  0.308(0.162~0.582) <0.001 0.370(0.189~0.725) 0.004

o % Cox BT LK% Cox [T
' HR(95%CI) P HR(95%CI) P

(=65 %) 0.777(0.458~1.320) 0.351
il 0.676(0.364~1.258) 0.217
W 2.059(0.546~1.653) 0.855
TR S 0.486(0.287~0.828) 0.007 0.508(0.290~0.888) 0.018
e ML 5 0.857(0.499~1.471) 0.575
HPREC 0.650(0.384~1.099) 0.108
KR 1.018(1.002~1.035) 0.030 1.015(0.998~1.033) 0.084
KA 0.934(0.910~0.959) <0.001 0.952(0.922~0.983) 0.002
T EERBED A 1.004(1.000~1.008) 0.074 1.004(1.000~1.009) 0.070
BT i 0.756(0.494~1.158) (.19
=3 0.513(0.295~0.892) 0.018 0.844(0.464~1.536) 0.579
Gensini T4} 1.010(1.004~1.017)  0.002 1.006(0.997~1.014) 0.197
AL QU 0.743(0.424~1.302) 0.299
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( )
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AN 1.414(0.345~5.802)  0.631

B Z IR 1.073(0.633~1.818) 0.793

ACEIZ ARB 1.046(0.617~1.773)  0.869

i1 2254 2313(1.133~4.720)  0.021 1.699(0.796~3.627) 0.171
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