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Abstract ; Objective To investigate the relationship between serum malondialdehyde-modified low-density
lipoprotein (MDA-LDL) and alkaline phosphatase ( ALP) levels and major adverse cardiovascular events
(MACESs) in patients with acute coronary syndrome (ACS) after percutaneous coronary intervention (PCI).
Methods A total of 266 ACS patients admitted to the hospital from May 2017 to October 2018 were selected.
The serum MDA-LDL and ALP levels were measured on the second day of admission. The follow-up was 1
year,4 patients were lost to follow-up and MACEs were counted according to whether MACEs occurred, and
then 60 patiens were divided into MACEs group and 202 patients were divided into non-MACEs group,multi-
variate Logistic regression analysis was used to analyze the influencing factors of MACEs;receiver operating
characteristic curve was used to determine the effect of MDA-LDL, ALP and NT-proBNP in predicting
MACES. Results The incidence of MACEs in the 262 ACS patients was 22. 90% (60/262); the age of the
MACESs group,the proportion of patients with hyperlipidemia and chronic obstructive pulmonary disease, C-
reaction protein,creatine kinase, CK-MB, NT-proBNP,MDA-LDL and ALP levels were different from those in
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the non-MACEs group (P <C0. 05) ;multivariate Logistic regression analysis shows that hyperlipidemia, chron-

ic obstructive pulmonary disease, elevated levels of NT-proBNP, MDA-LDL and ALP were the independent
risk factors for MACEs. The area under the curve of serum MDA-LDL, ALP and NT-proBNP and the com-
bined detection of the three indicators to predict the occurrence of MACEs were 0. 770,0. 730, 0. 724 and

0. 852 respectively. Conclusion ACS patients with high serum levels of MDA-LDL and ALP are more likely
to develop MACEs after PCI,and the combined detection of serum MDA-LDL, ALP and NT-proBNP might be
used as an auxiliary means to clinically predict the risk of MACEs in ACS patients after PCI.
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