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[ Abstract] Objective To investigate the clinical characteristics and coronary artery lesions of patients with ventricular septal
rupture (VSR) after acute myocardial infarction (AMI) in order to provide theoretical evidence for early identification of these
patients at high risk. Methods A total of 2544 consecutive cases of AMI hospitalized in Chinese PLA General Hospital from
January 1995 to January 2010 were enrolled in this study, and those having VSR were assigned into VSR group (n = 40), and 120
randomly sampled cases without VSR were assigned into control group (n=120). Then their clinical and coronary angiographical
characteristics were analyzed. Results The VSR group had significantly higher ratio of female patients (62.5% vs 36.4%, P < 0.01), and
obviously older age [(66.85 + 10.92) vs (60.79 + 12.65) years, P < 0.01] than the control group. The serum levels of C-reactive protein
(CRP), D-dimer, serum creatinine (SCr), and troponin T (TnT) were significantly higher, while hemoglobin (Hb), hematocrit (Hct) and
red blood cells count (RBC) were obviously lower in the VSR group (P < 0.05). Conclusion Female, senior age, higher levels of CRP,
D-dimer, SCr and TnT, and lower values of Hb, Hct and RBC are risk factors for VSR in AMI patients.
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Table 1 Comparison of baseline data between two groups

VSR group  Control group
Item (n = 40) (n = 120) P value
Female[n(%)] 25(62.5) 32(36.4) <0.01

Age(years, x*s) 66.85+10.92 60.79+12.65 <0.01

BMI(kg/m?, X +s) 24.47+284  25.07+3.18 0.25
Hypertension[n(%)] 25 (62.5) 23 (54.2) 0.46
Hyperlipemia[n(%)] 26 (65.0) 86 (71.7) 0.43
Diabetes[n(%)] 13 (32.5) 32 (26.7) 0.54
Family history of 5(12.5) 23(19.2) 0.47

premature cardiovascular
disease[n(%o)]

VSR: ventricular septal rupture; BMI: body mass index
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Table 2 Comparison of clinical laboratory indices between the two groups

Index VSR group (n = 40) Control group (n = 120) P value
Hb(g/L, x+s) 123.0+17.06 139.2+14.91 < 0.001
PLT(x 10%L, x*s) 212.28 + 98.86 215.46 + 66.39 0.877
WBC(x 10%/L, x+s) 12.42 + 4.37 10.26 + 4.36 0.054
Het(%, x £5) 0.36 +0.04 0.40+0.04 <0.001
NEUT(%, x+s) 0.81+0.06 0.77 £ 0.17 0.068
RBC(x 10%/L, x+s) 4.06 +0.50 4.49+0.53 0.001
CRP[mg/L, M(Q1, Q3)] 2.57 (0.30, 7.07) 0.35 (0.20, 0.64) 0.029
D-dimer[mg/L, M(Q1, Qs)] 2.50 (1.00, 4.70) 0.51 (0.29, 0.89) <0.001
ESR(mm/h, xxs) 42.75 + 25.58 33.39+4.61 0.079
Glucose(mmol/L, xts) 10.43 + 3.780 9.56 + 4.52 0.398
SCr(mmol/L, x*s) 119.71 + 67.94 81.22 +23.31 0.006
K*(mmol/L, x=+s) 3.98+0.55 4.03 £0.57 0.672
TnTpg/L, M(Q1, Qs)] 5.44 (2.88, 15.83) 1.08 (0.38, 5.23) 0.001
Creatine kinase[U/L, M(Q1, Q3)] 1587 (752, 2626) 657 (259, 1991) 0.059
CK-MB[ug/L, M(Q1, Qs)] 144 (23, 231) 58 (14, 179) 0.088
Total brilirubin[pmol/L, M(Q1, Qs)] 16.10 (8.87, 26.22) 11.35 (7.00, 15.30) 0.218
Uric acid(umol/L, x=*s) 387.37 + 181.85 342.53 + 109.13 0.256
Direct bilirubin(umol/L, x+s) 6.35+4.87 4.59 +4.33 0.119
Albumin(g/L, x+s) 40.25 £ 11.01 39.32+£5.80 0.932
Calcium(mmol/L, x+s) 2.17+£0.22 2.18+0.13 < 0.682
Natrium(mmol/L, xxs) 137.26 + 6.87 139.94 + 3.62 0.058
TG[mmol/L, M(Q1, Qs)] 1.23 (0.78, 2.22) 1.24 (0.91, 1.75) 0.928
TC(mmol/L, x+s) 3.96+1.31 4.55+1.16 0.215
LDL-C(mmol/L, x+s) 2.44+£0.83 2.61+0.91 0.473
HDL-C(mmol/L, x+s) 1.21+0.37 1.20+0.37 0.184
ALP(U/L, x=*s) 78.38 + 33.66 65.16 + 21.57 0.091

VSR: ventricular septal rupture; Hb: hemoglobin; PLT: platelet; WBC: white blood cells; Hct: hematocrit; NEUT: neutrophil percent; RBC:
red blood cell count; CRP: C-reactive protein; ESR: erythrocyte sedimentation rate; SCr: serum creatinine; TnT: troponin T; CK-MB: creatine
kinase isoenzyme MB; TG: triglycerides; TC: total cholesterol; LDL-C: low-density lipoprotein cholesterol; HDL-C: high-density lipoprotein

cholesterol; ALP: alkaline phosphatase
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Table 3 Comparison of echocardiographic indices between the two groups (xts)
Index VSR group (n = 40) Control group (n=120) P value
LVEF(%) 40.71 + 8.88 49.39 + 10.39 <0.001
LVEDD(mm) 52.21+12.89 47.34 +2.33 0.031
LVESD(mm) 39.03 £ 8.85 35.66 + 6.42 0.083

VSR: ventricular septal rupture; LVEF: left ventricular ejection fraction; LVEDD: left ventricular end-diastolic dimension; LVESD: left

ventricular end-systolic dimension
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Table 4 Comparison of cornoary arteriongraphy between the two groups [n(%)]
Item VSR group (n = 40) Control group (n = 120) P value

Diseased vessels

LAD 28 (70.0) 92 (76.7) 0.24

LCX 15 (37.5) 62 (51.7) 0.03

RCA 18 (45.0) 66 (55.0) 0.08

LM 9 (22.5) 14 (11.7) 0.12
Lesion vessel number

Single vessel 7 (17.5) 48 (40.0) 0.32

Double vessels 17 (42.5) 21 (17.5) 0.09

Triple vessels 8 (20.0) 43 (35.8) 0.04

VSR: ventricular septal rupture; LAD: left anterior descending artery; LCX: left circumflex artery; RCA: right coronary artery; LM: left main

coronary artery
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