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Abstract:Objective To explore the evaluation effect of silent information regulator 2-related enzyme 3
(Sirt3) and cysteine aspartate specific protease-1 (Caspase-1) in peripheral blood mononuclear cells on diabetic
cardiomyopathy ( DCM) and their correlation with myocardial fibrosis and left ventricular function.
Methods From May 2020 to August 2024,116 patients with DCM admitted to the Baoji Third Hospital were
selected as the DCM group,and 116 patients with type 2 diabetes without cardiomyopathy were selected as the
control group. All patients underwent echocardiography to detect the expression of Sirt3 and Caspase-1 in pe-
ripheral blood mononuclear cells,as well as myocardial fibrosis indicators and left ventricular function indica-
tors. Logistic regression analysis was used to investigate the impact of the expression of Sirt3 and Caspase-1 in
peripheral blood mononuclear cells on the occurrence of DCM in type 2 diabetic patients. The receiver operat-
ing characteristic (ROC) curve was used to analyze the diagnostic value of the expression of Sirt3 and
Caspase-1 in peripheral blood mononuclear cells for the occurrence of DCM in type 2 diabetic patients. The De-

Long Z test was used to compare the differences in the area under the curve (AUC). Pearson correlation anal-
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ysis was used to investigate the correlation between the expression levels of Sirt3 and Caspase-1 in peripheral
blood mononuclear cells of the DCM group and myocardial fibrosis indicators and left ventricular function in-
dicators. Results The expression level of Sirt3 in peripheral blood mononuclear cells of the DCM group was
lower than that of the control group (P<C0. 05),while the expression level of Caspase-1 was higher than that
of the control group (P <C0. 05). The results of Logistic regression analysis showed that low expression of
Sirt3 and high expression of Caspase-1 were risk factors for the occurrence of DCM in patients with type 2 dia-
betes (P<C0.05). The AUC of combined detection of Sirt3 and Caspase-1 for diagnosing DCM in patients with
type 2 diabetes was 0. 879, which was higher than 0. 815 and 0. 807 of the detection of individual indicators
(P<C0.05). The levels of serum soluble growth stimulation expression gene 2 protein (sST2),type [ colla-
gen,type [l collagen,left ventricular end-diastolic diameter (LVEDD) ,and left ventricular end-systolic diame-
ter (LVESD) in the DCM group were higher than those in the control group (P <C0. 05),while the left ven-
tricular ejection fraction (LVEF) and the ratio of early diastolic to late diastolic ventricular filling rate (E/A)
were lower than those in the control group (P<C0. 05). The expression of Sirt3 in peripheral blood mononucle-
ar cells of the DCM group was negatively correlated with serum sST2, type [ collagen, type [l collagen,
LVEDD,and LVESD (P <C0. 05) ,and positively correlated with LVEF and E/A (P <C0. 05), while Caspase-1
was the opposite. Conclusion In the peripheral blood mononuclear cells of DCM patients,the expression level
of Sirt3 is decreased,while the expression level of Caspase-1 is increased. The low expression of Sirt3 and the
high expression of Caspase-1 are associated with the occurrence of DCM, left ventricular dysfunction and myo-

cardial fibrosis in patients with type 2 diabetes. The combined detection of Sirt3 and Caspase-1 can more effec-

tively assess the risk of DCM in patients with type 2 diabetes.
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B EBELOE (FEE Corning 24 #1845 :430791) . R
Thermo Fisher Sorvall ST 16R 2.0 H1 (3£ FE £ 2k &
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Logistic MG, 4558 W, Sirt3 K #£i5 . Caspase-
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A5 i 8 SE WaldX* OR(95%CI) P

(g /el 3.264 1.492 4.785 26.153(1. 405~487.027) <<0. 001
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£ AUC95%CD cut-off ff REPFED  FFRED Youden FEHK
Sirt3 0.815(0. 759~0. 863) 1.58 78.45 82.76 0.6120
Caspase-1 0.807(0. 750~0. 855) 1.76 71.55 87.93 0.5950
K& 0.879(0. 830~0. 918) 0.53 94. 83 83.62 0. 7850
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2.6 DCM 44k & ifn 54> % 41 i Sirt3 ., Caspase-1 %
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LVEDD —0.382 <C0.001 0.357 0. 001
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LVEF 0.421 <0.001 —0.425  <C0.001
E/A 0.395 <<0.001 —0.419  <C0.001
3 i e
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T- A4 fe, S 28O0 TR 15 A1 DCM,
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