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ABSTRACT Objective: To study the changes of left ventricular sphericity index (LVSI), ratio of monocyte count to high-density
lipoprotein cholesterol (HDL-C) (MHR) and serum galactose agglutinin 3 (Gal-3) in patients with dilated cardiomyopathy (DCM), and
analyze their relationship with cardiac function in patients with DCM. Methods: 68 DMC patients who received treatment in our hospital
from January 2018 to October 2022 were selected as the study group, and 50 healthy individuals in the same period were selected as the
control group. The study group patients were divided into the MACE group and the No MACE group based on whether they had major
adverse cardiovascular events within 6 months of discharge. Compare left ventricular ejection fraction (LVEF), left ventricular end dias-
tolic diameter (LVEDD), left ventricular end systolic diameter (LVESD), LVSI, monocyte count, HDL-C, MHR, and serum Gal-3
between groups. Results: (1) The LVEF of the study group patients was lower than that of the control group, while the LVEDD, LVESD,
and LVSI of the study group patients were significantly higher than those of the control group (P<0.05). (2) The monocyte count, HDL-C,
MHR, and Gal-3 in the study group were higher than those in the control group (P<0.05). (3) There was no difference in LVEF, LVEDD,
LVESD, monocyte count, and HDL-C among DCM patients with different functional grades (P>0.05), but there was a difference between
LVS1, MHR, and serum Gal-3 groups (P<0.05). (4) The LVSI, MHR, and Gal-3 levels in the MACE group were higher than those in the
No MACE group (P<0.05). Conclusion: LVSI, MHR, and serum Gal-3 are elevated in patients with dilated cardiomyopathy and are asso-
ciated with cardiac function grading, which can be used as evaluation indicators for cardiac function deterioration in DCM patients.
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Table 1 Comparison of general clinical data between two groups

Groups Research group (n=68) Control group (n=50) t/a? P
Age (years) 60.38+ 8.23 61.02+ 7.42 0.435 >0.05
Male (n (%)) 36 (52.94) 27 (54.00) 0.013 >0.05
BMI (kg/m?) 25.61+ 3.25 25.34% 3.15 0.452 >0.05
Smoking (n (%)) 23(33.82) 14 (28.00) 0.454 >0.05
Hypertension (n (%)) 14 (20.59) 9(18.00) 0.123 >0.05
Diabetes (n (%)) 10 (14.71) 6 (12.00) 0.180 >0.05
SBP (mmHg) 122.02+ 13.82 119.12+ 6.32 1.380 >0.05
DBP (mmHg) 78.62+ 8.62 76.98+ 7.13 1.097 >0.05

*®2 WHEBHEOHEEIRER (L 5)

Table 2 Comparison of echocardiographic indicators between two groups(xt s)

Groups n LVEF (%) LVEDD (mm) LVESD (mm) LVSI (%)
Research group 68 36.81+ 2.68 65.92+ 9.48 55.68+ 10.23 62.38+ 9.43
Control group 50 64.32+ 8.75 46.32+ 3.54 30.42+ 3.48 38.62+ 3.04

t 24.446 13911 16.746 17.156
P <0.001 <0.001 <0.001 <0.001

*® 3 MASSWEIERILR (L 5)

Table 3 Comparison of two sets of laboratory indicators (vt s)

Groups n Monocyte (x 10%L) HDL-C (mmol/L) MHR Gal-3 (ng/mL)
Research group 68 0.79+ 0.26 0.92% 0.36 0.86% 0.21 6.02+ 0.92
Control group 50 0.45% 0.11 1.33% 0.12 0.34% 0.11 4.89+ 0.73

t 8.685 7.736 15.961 7.179
P <0.001 <0.001 <0.001 <0.001

& 4 REWINEES S DCM EHEF OB EIEIRIEE (2£ 5)
Table 4 Comparison of Echocardiography and Laboratory Indicators in DCM Patients with Different Concentric Functional Grades (vt s)

NYHA grade
Index F P
I (n=23) III (n=25) IV (n=20)

LVEF (%) 36.23+ 3.25 35.62+ 3.24 35.03+ 3.21 0.738 >0.05
LVEDD (mm) 63.82+ 9.23 66.02+ 8.12 67.78 £ 9.63 1.057 >0.05
LVESD (mm) 54.29+ 1035 55.92+ 9.41 56.77+ 9.66 0.361 >0.05

LVSI (%) 56.38%+ 7.52 60.49% 9.41 69.41+ 8.93 12.485 <0.001

Monocyte (x 10°/L) 0.72+ 0.21 0.82+ 0.23 0.85+ 0.26 1.895 >0.05
HDL-C (mmol/L) 0.88+ 0.23 0.89+ 0.24 0.93+ 0.25 0.257 >0.05
MHR 0.75+ 0.22 0.89+ 0.30 0.99+ 0.32 3.953 <0.05

Gal-3 (ng/mL) 4.98% 0.68 5.68% 0.71 7.61x 0.79 74.585 <0.001

2.5 AElEKZR DCM B LVSI.MHR #1 Gal-3 Lb3; K&V 6 1~ H N, 68 i) DCM 4 b & 4= MACE B 5 A
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Table 5 Comparison of LVSI, MHR, and Gal-3 in patients with different clinical outcomes (x* s)

Groups n LVSI (%) MHR Gal-3 (ng/mL)
No-MACE group 39 59.42+ 8.62 0.82% 0.25 531 0.69
MACE group 29 76.98% 9.15 0.97+ 0.31 8.09+ 0.72
t 8.093 2.208 16.130
P <0.001 <0.001 <0.001
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