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[ Abstract] Objective To evaluate the association between soluble growth stimulation expressed gene 2 (sST2) and prognosis in
patients with ST-segment elevation myocardial infarction( STEMI) undergoing PCI. Method This study enrolled 173 patients with STEMI
undergoing PCI in The Seventh Medical Center of Chinese PLA General Hospital from January 2016 to January 2019. Preoperative serum
sST2 was detected for each patient. The primary endpoints of 12-months’ follow-up were major adverse cardiovascular events( MACE). The
association between serum sST2 and 12-months MACE was analyzed by using univariate and multivariate analysis. Results The 12-months
MACE rate of patients with high sST2 level was significant higher than that of patients with low sST2 level(21. 8% vs 10.8% , P =0.04).
In details, the target vessel revascularization, but not cardiac death and non-fatal myocardial infarction, rate of patients with high sST2 level

was significant higher than that of patients with low sST2 level (P <0.05). In the multivariate logistic regression model, serum sST2 ( HR

2.07,95% CI1.12 ~5.64,P <0.01) were also a strongly independent predictor of MACE. Conclusion Increased serum sST2 level is
associated with the increased risk of MACE in STEMI patients undergoing PCI.
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Clinical Features and Prognosis of Patients with Takotsubo Cardiomyopathy
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[ Abstract] Objective To summarize the clinical features and prognosis of patients with Takotsubo cardiomyopathy. Method We
collected and summarized the hospitalization data of patients with Takotsubo cardiomyopathy in our hospital from January 2010 to March
2019, and divided them into psychological stress group (8 cases) and non-psychological stress group (6 cases) according to the stress
factors. These clinical data were regularly analyzed. Results A total of 14 patients were enrolled including 12 females (85.71% ). The
age of onset was (71.00 £7.92) years. Compared with the psychological stress group, the age and level of free triiodothyronine were higher
and the triglyceride was lower in the non-psychological stress group. White blood cell count, neutrophil ratio, pulmonary systolic pressure,

QT interval, creatine kinase MB isoenzyme (CK-MB) , cardiac troponin T(c¢TnT) , and brain natriuretic peptide( BNP) of all patients were
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