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Expression and significance of serum Galectin-3, MMP-9, and Tryptase levels in elderly patients with acute
non-ST-segment elevation myocardial infarction before and after percutaneous coronary intervention. GAO
Yan—li, ZHANG Ying, KANG Li. Department of Geriatrics, the Second Affiliated Hospital of Air Force Military Medical
University, Xi‘an 710038, Shaanxi, CHINA

[Abstract] Objective To investigate the expression of serum Galectin—3, matrix metalloproteinase—9
(MMP-9), and Tryptase level in elderly patients with acute non-ST-segment elevation myocardial infarction (NSTEMI)
before and after percutaneous coronary intervention (PCI) and their clinical significance. Methods The clinical data of
188 elderly NSTEMI patients (observation group) admitted to the Second Affiliated Hospital of Air Force Military Medi-
cal University from March 2017 to February 2019 were retrospectively analyzed. According to the patient's hospitaliza-
tion and the occurrence of acute cardiovascular events during the 6-month follow-up, the patients were divided into 26
patients with acute cardiovascular events group and 162 patients without acute cardiovascular events group. Serum Ga-
lectin—3, MMP-9, and Tryptase levels were compared between the two groups before and after PCI. Another 100 healthy
people who were examined during the same period were collected as the control group. ROC curve was used to analyze
the predictive value of Galectin—3, MMP-9, and Tryptase levels on the prognosis of elderly patients with acute NSTE-
M1, and the factors affecting the prognosis of patients were analyzed by multivariate logistic regression. Results The
levels of serum Galectin—3, MMP-9, and Tryptase in the observation group were significantly higher than those in the
control group before operation, 3 days after operation, and 7 days after operation, and the serum levels of the observation
group 3 days and 7 days after operation were significantly lower than those before operation, with statistically significant
differences (P<0.05). Compared with the group without acute cardiovascular event, the gender, age, preoperative Killip
grade=2, history of myocardial infarction, history of hypertension in the acute cardiovascular event group were not sta-

tistically significant (P>0.05). The levels of serum Galectin-3, MMP-9, and Tryptase in the patients with acute cardio-
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vascular events 3 days and 7 days after operation were significantly higher than those in the patients without acute cardio-

vascular events (P<0.05). ROC curve analysis results showed that 3 days after surgery, Galectin—3 AUC was 0.848,
which was greater than 0.748 of MMP-9 and 0.813 of Tryptase, and when the cutoff value was greater than 36.93, the
sensitivity was 75.00% and the specificity was 82.72%; at 7 days after surgery, the AUC of MMP-9 was 0.958, which
was greater than 0.881 of Galectin—3 and 0.782 of Tryptase, and when the cutoff value was greater than 216.24, the sensi-

tivity was 88.46% and the specificity was 95.68%. Multivariate logistic regression analysis showed that serum galec-

tin-3, MMP-9, and tryptase levels were important risk factors affecting the prognosis of elderly patients with acute

NSTEMI (P<0.05). Conclusion The levels of serum galectin—3, MMP-9, and tryptase are abnormally elevated in elder-

ly patients with acute NSTEMI, and have decreased after PCI, which are all important risk factors affecting prognosis

and have high application value in predicting prognosis.

[Key words] Acute non-ST-segment elevation myocardial infarction; Percutaneous coronary intervention (PCI);
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