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Abstract: Objective  To investigate the role of serum angiopoietin-like protein 7 (ANGPTL7) and plate-
let miR-126 in cardiac structural remodeling in hypertensive patients with left ventricular hypertrophy and
their possible interaction mechanisms. Methods A total of 122 patients with hypertension admitted to the De-
partment of Cardiology of the hospital from January 2023 to January 2024 were selected as the research ob-
jects. According to whether there was combined left ventricular hypertrophy [left ventricular mass index
(LVMD >>115 g/m”® in men and > 105 g/m’ in women |, the patients were divided into the hypertension
group and the combined left ventricular hypertrophy group. The levels of serum ANGPTL7,platelet miR-126,
other laboratory indicators and echocardiographic indicators were compared between the two groups. Pearson
correlation analysis was used to analyze the correlation between serum ANGPTL7,platelet miR-126 levels and

echocardiographic indicators. Results The serum level of ANGPTL7 in the left ventricular hypertrophy group
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was significantly higher than that in the hypertension group,and the level of platelet miR-126 was significantly
lower than that in the hypertension group,and the differences were statistically significant (P <C0. 05). Left
atrial diameter (LAD), interventricular septal thickness (IVST), left ventricular posterior wall thickness
(LVPWT),left ventricular end diastolic diameter (LVEDD) ,left ventricular end systolic diameter (LVESD),
left ventricular posterior wall thickness (LVPW),left ventricular mass (LVM) in the left ventricular hyper-
trophy group were significantly higher than in the hypertension group,and left ventricular ejection fraction
(LVEF) and E/A ratio in the hypertension group were significantly lower than in the hypertension group
(P <C0.05). There was no significant difference in the levels of interleukin-6 ,C reactive protein,tumor necrosis
factor-a, malondialdehyde, low-density lipoprotein cholesterol, superoxide dismutase, glutathione peroxidase,
total cholesterol, triglyceride,and high-density lipoprotein cholesterol between the left ventricular hypertrophy
group and the hypertension group (P>>0. 05). Pearson correlation analysis showed that serum ANGPTL7 lev-
el was positively correlated with LAD,IVST,LVPWT,LVEDD, LVESD, LVPW and LVM (P <{0. 05),and
negatively correlated with LVEF and E/A ratio (P <C0. 05). Platelet miR-126 level was negatively correlated
with LAD,IVST, LVPWT, LVEDD, LVESD, LVPW and LVM (P <{0. 05), and positively correlated with
LVEF and E/A ratio (P <C0. 05). Conclusion The increase of serum ANGPTL7 level and the decrease of
platelet miR-126 level are closely related to cardiac structural remodeling in hypertensive patients with left
ventricular hypertrophy. ANGPTL7 promotes cardiac structural remodeling, while miR-126 may play a protec-

tive role in the heart,providing new insights into the pathological mechanism of hypertension combined with

left ventricular hypertrophy.
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