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Change of blood lipids in acute myocardial infarctionand its influence on prognosis”
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Abstract; Objective To study the changes of blood lipids such as triglyceride(TG) , total cholesterol(TC), high density lipo-
protein cholesterol(H-DLC) and low density lipoprotein cholesterol(LDL-C) in the patients with acute myocardial infarction(AMI)
and its significance in prognosis. Methods By random sampling survey on the clinical data of 206 cases of coronary heart disease
(CHD) with AMIC as the AMI group) and 240 CHD patients without AMI (as the control group) . this study researched the par-
tial lipid indexes and the adverse events in hospitalization duration. Partial patients in the AMI group were performed the follow up
survey. Results The levels of TG, TC, LDL-C in the AMI group were significantly lower than those in the control group(P<C0.
05). The level of HDL-C had no statistical difference between the two groups(P>>0. 05). Multivariate Logistic regression analysis
showed that the probability of adverse events occurrence during hospitalization in the AMI patients was related with the age and
HDL C(P<C0. 05) ,among them, which was positively correlated with the age (regression coefficien t=1. 922) and negatively core-
lated with the level of HDL-C (regression coefficien t=—1. 401). Multivariate Logistic regression analysis showed that the proba-
bility of adverse events occurrence within 1 year in 112 AMI patients with successful follw up was related with age and the level of
LDL-C during hospitalization(P<C0. 05) ,among them, which was negatively correlated with the LDL-C level during hospitalization
(regression coefficien t=— 0. 287) and positively correlated with the age (regression coefficien t=0. 672). Conclusion The levels
of blood lipids in CHD patients with AMI are lower than those in CHD patients without AMI. The probability of adverse events
ocurrence during hospitalization and within 1 year is associated with the age and the level of blood lipids.
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