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Clinical study on the effect of serum gamma-glutamyl transpeptidase on long—term prognosis of patients
with stable coronary artery disease
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Abstract Objective: To explore the effect of serum gamma—glutamyl transpeptidase(GGT) on the long—term prognosis of patients with
stable coronary artery disease. Methods: A retrospective cohort study was conducted by using Tianjin Chest Hospital database during
2014-2018. A total of 295 patients with stable coronary artery disease were enrolled and followed until the earliest of outcome occurrence.
Patients were divided into event group and non—event group according to whether adverse cardiovascular events (MACE) occurred during
follow—up, and patients were also divided into four groups according to the quartiles of GGT. Cox proportional hazards regression model was
used to analyze the effects of GGT on MACE. Results: The median follow—up of this study was 4.06 years, and a total of 86 patients (29.15%)
with stable coronary artery disease had MACE events. Patients in the event group had higher levels of age, hypertension, TC, LDL-C, ALT
and GGT than those in the non—event group(all P<0.05). GGT levels of patients with three—vessel disease was higher than that of patients
with double—vessel disease and single—vessel disease(all P<0.001). Cox proportional hazards regression analysis showed that GGT
(compared with < 25 U/L group, the HR of 31 U/L < GGT <38 U/L and > 38 U/L group was 1.109, 1.299, respectively), age (compared
with <60 years old group, HR = 1.683 in=60 years old group , 95% CI: 1.394-2.032), hypertension(HR=1.562, 95% CI: 1.201-2.032), TC
(HR =1.286,95% CI: 1.079-1.533), which had statistical significance on the long—term MACE events in patients with stable coronary artery
disease(P < 0.05). Conclusion: The increase of serum GGT level is related to the occurrence of MACE in patients with stable coronary artery
disease, which provides a theoretical basis for further clinical studies.
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Tab 1 Cox regression analysis of variable assignment
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Tab 2 Comparison of baseline indicators between patients in the MACE event group and those in the non—event group
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Tab 3 Univariate Cox regression analysis of MACE events in

patients with coronary heart disease
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Tab 4 Multivariate analysis of MACE events in patients with

coronary heart disease
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