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ABSTRACT Objective: To investigate the correlation between the levels of endogenous Apela, NT-proBNP and IL-6 in the serum
of patients with heart failure and ventricular remodeling and cardiac reserve function. Methods: From May 2018 to May 2021, 120
patients with heart failure after AMI were enrolled in the study. Participants were divided into two groups: ventricular remodeling group
(n=51) and non-ventricular remodeling group (n=69). In addition, 47 healthy subjects who received physical examination during the same
period were selected as controls. In addition to left ventricular wall thickness (LVWT) and left ventricular mass index (LVMI), serum
endogenous Apela, NT-proBNP and IL-6 expression levels were also measured. Analyze the correlation between serum endogenous
Apela, NT-proBNP and IL-6 with LVWT and LVMI, and evaluate their value in predicting ventricular remodeling. Use 6MWT value,
D/S value and A WMSI to assess cardiac reserve function. Results: The left ventricular wall thickness (LVWT) and LVMI were different

among the three groups (P<0.05); Compared with the control group, serum endogenous Apela levels were lower in the ventricular
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remodeling group and non-ventricular remodeling group, while IL-6 and NT-probNP levels were higher. The levels of Apela in the
ventricular remodeling group were lower than those in the non-ventricular remodeling group, while the levels of IL-6 and NT-probNP
were higher than those in the non-ventricular remodeling group. There were differences in serum endogenous Apela, IL-6 and
NT-probNP levels among the three groups (P<0.05); In patients with heart failure after AMI, serum endogenous Apela was negatively
correlated with LVWT and LVMI (r=-0.485, -0.428; P=0.001, 0.007). In addition, serum IL-6 and NT-probNP were significantly
positively correlated with LVWT and LVMI (r=0.512, 0.426; P=0.000, 0.000) (r=0.592, 0.530; P=0.000, 0.000); Logistic regression
analysis showed that the lower the serum Apela level, the higher the serum IL-6 and NT-probNP levels, the greater the possibility of
ventricular remodeling. Therefore, serum endogenous Apela, IL-6, NT-probNP and Killip grading are risk factors for ventricular
remodeling. Conclusion: Early combined detection of serum endogenous Apela, IL-6 and NT-probNP levels can improve the accuracy of
predicting ventricular remodeling and contribute to the early prevention and treatment of heart failure after AMI.
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Table 1 Clinical characteristics of patients in the three groups

Gender Hypertension Diabetes Smoking
Groups Age (years) . LVWT (mm) LVMI (g/m2)
(Male/female) (n,%) mellitus (n,%) (n,%)
The control group 47 28/19 62.39+ 14.07 17(36.17) 8.76+ 1.87 114.32+ 28.44
Non - ventricular 127.73%
. 69 35/34 60.99+ 12.96 30(43.47) 16(23.19) 26(37.68) 10.41+ 2.97*
remodeling group 30.25%
Ventricular 15221+
. 51 30/21 61.37+ 13.28 25(49.02) 14(27.45) 29(56.86) 12.13+ 3.86*#
remodeling group 41.43%4
x*/F 0.358 0.102 0.352 0.149 4.308 14.509 15.472
P 0.822 0.847 0.556 0.687 0.123 <0.001 <0.001

Note: comparison with control group, *P<0.05; comparison with control group, *P<0.05.

2.2 MiEIEHRILER
SXIRAAE, = T IBAREE L = HIE A IR
Apela 7KFEAE, 17 IL-6 Al NT-proBNP /K P8, 028 T

Apela KK FAR L EHIBLA , 1Mij IL-6 Fl NT-proBNP 7K -5
TARCEEEH . = 4 M0 PN E M Apela JL-6 NT-proBNP
KA ZER(P<0.05), (£2),

2 ZHMBRIREE (2L 5)

Table 2 Comparison of serum indexes among the three groups (xt s)

Groups n Apela(ng/L) IL-6 (ng/L) NT-proBNP (ng/L)
The control group 47 22.86% 6.43 124.53+ 36.61 174.53% 55.67
Non - ventricular remodeling group 69 7244+ 18.62* 75.62% 19.74% 814.37+ 168.42*
Ventricular remodeling group 51 142.59% 41.27* 51.26% 1547+ 1146.32+ 274.51*
F 0.102 102.817 319.018
P 0.847 <0.001 <0.001

Note: comparison with control group, *P<0.05; comparison with control group, *P<0.05.

23 MmiEERS O EEBHIMEXE
TE AMIL 5.0 il R, yE EYE Apela 5 LVWT
I LVMI 2 BERAX (=-0.485,-0.428;P=0.001,0.007). It

Ah, I3 IL-6 NT-proBNP 5 LVWT F1 LVMI £ & 2 1F # 5¢
(r=0.512,0426;P=0.000,0.000) (r=0.592,0.530;P=0.000,0.000),
(£3).

3 AMIFOARIBEENFRERS CEERHNEXESN

Table 3 Correlation analysis of serum parameters and ventricular remodeling in patients with heart failure after AMI

LVWT LVMI
Serum indexs
T r P
Apela -0.485 0.001 -0.428 0.007
1L-6 0.512 0.000 0.426 0.000
NT-proBNP 0.592 0.000 0.530 0.000

2.4 MiEIEtRS OGS TheERIAE X

AMI 50 J s B E T, i IR Apela KT 5
6WMD F1 D/S 2 & 2 i M X% (r=-0.659,-0.561;P=0.
001,0.001), JAh, Ifil3f IL-6 7K 7 \NT-proBNP 7k - 5 6WMD
1 D/S 2 5 3% E A0 56 (1=0.203,0.381;P=0.000,0.000) (r=0.

521,0.481;P=0.000, 0.000), (F4),
2.5 EFH Logistic B354

Logistic [0 43#1 7%, LG Apela KE#AEK, L7 IL-6 il
NT-proBNP 7K ¥l ey , /038 5 50 Y AT REPERR A, PRI, 1 375 P D
M Apela IL-6 \NT-proBNP Fl Killip 432% Je.0> %5 5 38 it 5 [
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Table 4 Correlation analysis of serum indexes and cardiac reserve function in patients with heart failure after acute myocardial infarction

6WMD D/S
Serum indexs
r r P
Apela -0.659 0.001 -0.561 0.001
IL-6 0.203 0.000 0.381 0.000
NT-proBNP 0.521 0.000 0.481 0.000
F 5 DEBBEHMERR Logistic B354
Table 5 Logistic regression analysis of influencing factors of ventricular remodeling
Indexs OR 95%CI P
Apela 1.452 1.123-1.875 0.010
IL-6 1.263 1.098-1.462 0.018
NT-proBNP 1.182 1.032-1.358 0.031
Killip classification 2.003 1.732-2.342 0.000

3 e
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