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[ Abstract ] Objective

disease) in old patients (aged =65).

To explore the correlation between plasma level of lipoprotein(a)[ Lp(a)Jand CHD(coronary heart
Methods
Cardiovascular, Zhejiang Hospital for coronary angiography between.danuary 1st, 2015 and January 1st, 2016. Of all 684 CHD

We analysis data of all consecutive old patients admitted to the Department of

patients and 158 coronary normal person aged =65 underwent CAG were identified. Statistical analyses were performed to
compare their baseline Lp (a) levels and clinical feature. The predictive power of Lp (a) for CHD was determined by logistic
regression. Results Of the patients admitted for coronary angiography, the mean age was 73 + 6 years. Compared with
patients without CHD, those with CHD had higher mean total cholesterol(P=0.007), higher low-density lipoprotein cholesterol(P=0.
002), higher Lp(a) (P=0.046). For CHD patients aged =65 years old, serum Lp(a)=300(mg/L) had showed a graded association
with the extent of coronary artery disease! (P=0.048). Lp (a) was a statistically significant predictor of the presence of CHD using
logistic regression (OR=7.7, P=0.012).

graded association, with the extent of coronary artery disease in patients aged =65 years.

Conclusion  Elevation of serum Lp (a) level predict the presence of CHD and showed a
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