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Abstract: Objective: To investigate the association of serum lipoprotein associated phospholipase A2 (Lp — PLAZ),

apolipoprotein A—1 (ApoA—1), a— granule membrane protein — 140 (GMP —140) with the degree of coronary ar-
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tery stenosis in elderly patients with coronary heart disease (CHD). Methods: We retrospectively collected elderly
CHD patients admitted to Baoji Central Hospital between October 2021 and October 2024. According to Gensini
score, patients were classified into mild stenosis group, moderate stenosis group and severe stenosis group. Spearman
correlation analysis was used to analyze the association of serum Lp — PLA2, ApoA -1, GMP — 140 with degree of
coronary artery stenosis. Multivariate Logistic regression was used to analyze the factors associated with moderate —
to — severe stenosis in elderly CHD patients. Receiver operating characteristic (ROC) curves were plotted to analyze
the diagnostic value of serum Lp — PLAZ, ApoA — 1 and GMP - 140 for moderate — to — severe stenosis in elderly
CHD patients. Results: A total of 128 patients were included in the final analysis, including 40 cases with mild ste-
nosis, 56 cases with moderate stenosis, and 32 cases with severe stenosis. Spearman correlation analysis showed that
serum Lp— PLAZ and GMP — 140 were positively correlated with the degree of coronary artery stenosis (r =0. 650,
0.837, P<<0.001 all), while ApoA — 1 was negatively correlated with degree of coronary artery stenosis (r = —
0.658, P<C0.001). Multivariate Logistic regression analysis showed that New York Heart Association (NYHA) [V
class (OR 5.70, 95%CI 1.79 —18. 20), triglycerides (OR 4.58, 95%CI 1.35-15.54), Lp— PLAZ (OR 6. 16, 95%
CI 2.74-13.84) and GMP—140 (OR 7.15, 95%CI 4.09 —12.50) were positively associated with moderate — to —
severe coronary artery stenosis in elderly CHD patients, while ApoA—1 (OR 0.49, 95%CI 0. 38 — 0. 63) was nega-
tively associated with moderate — to — severe coronary artery stenosis. ROC curve showed that compared to single de-
tection of serum Lp — PLA2 (AUC 0.827, 95% CI 0.753 — 0.900), ApoA -1 (AUC 0.813, 95% CI 0.737 —
0.890), or GMP - 140 (AUC 0. 856, 95%CI 0. 786 —0.925), a combination detection (AUC 0. 942, 95% CI 0. 904
—0.980) had a larger AUC for moderate — to — severe coronary stenosis in elderly CHD patients (Z = 2. 765, 2. 974,
2.159, P=0.006, 0.003, 0.031). Conclusion: Serum Lp— PLAZ, ApoA -1, GMP — 140 were associated with the

degree of coronary artery stenosis in elderly CHD patients. A combination of above — mentioned indexes may better

predict moderate — to — severe coronary artery stenosis in this patient population.

Key words: Coronary disease; Coronary stenosis; Aged
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Abstract: Objective: To construct a nomogram model for predicting the risk of major adverse cardiovascular events
(MACE) in patients with hypertension and chronic heart failure (CHF). Methods: This retrospective study included
patients with hypertension and CHF admitted to Maanshan Shiqiye Hospital between April 2023 and September

2024. The primary outcome was incidence of MACE during admission. Multivariate Logistic regression models were
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