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[ Abstract |

pression and correlation.

ObjectiveTo investigate the plasma adiponectin in senile patients with coronary heart disease and NT-proBNP ex-
Methods 50 cases of coronary heart disease senile patients who were chosen, were divided into acute
myocardial infarction group (16 eases),not stable angina pectoris group (18 cases), stable angina pectoris group (16 cases) and
normal group (50 cases). The determination of plasma plasma adiponectin and NT-proBNP level were analyzed. Results Plasma
adiponectin levels in senile patients with coronary heart disease group was obviously reduced,and stable angina pectoris, not stable
angina pectoris,acute myocardial infarction 3 group serum adiponectin in turn reduce, the difference between groups was statistically
significant(P<Z0. 05) ; plasma NT-proBNP levels increased significantly,and stable angina pectoris,not stable anginapectoris, acute
myocardial infarction 3 group serum NT-proBNP increased in turn,the deference between groups was statistically significant (P<C

0.05). APN level was correlated negatively with NT-proBNP(r= —0. 236, P<C0. 05). Conclusion There might be important value

of APN and NT-proBNP for the prevention,treatment and prognosis of coronary heart disease senile patients.
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