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Relation of plasma brain natriuretic peptide to serum creatine kinase MB level in patients

with acute myocardial infarction following primary percutaneous coronary intervention
X TR0 Zhang-hua, YANG X i-li, TAN Haibmn,CHEN Jun,XU Zhao-yan, ZHANG Jbn-yu
D epartm entof Cardivlogy, First People s H ospital of Foshan C iy, Foshan 528000, China

Abstract: Objective To sudy the relation betw een plasm a brain natriretic peptide BNP) and semum creatine kinase M B

CKMB) Ivel n patients w ith acute m yocardial infarction

AM 1) follow Ing prin ary percutaneous coronary htervention

(PCI). Methods Sixty-three consecutive patients w ith AM Iwere divided nto two groups according © the tin ing of PCT,
nam ely direct PC Tand indirect PC Igroups. Plasm a BN P kevelsw ere m easured 1n all patients on adm ission and at4, 24 and 48
h afteradm ission. The CK-M B levelw asm easured every 3 h on the firstday of hospialization, every 6 h on the second day
and every 12 h on the third day. Results BN P level creased gradually follow Ing adm ission and began to decrease 48 h after
adm ission in the tw o groups of patients. The peak BN P level occunted at 24 h after adm ission, and the BN P Jlevels in patients
of indirect PC I gmoup w ere significantly higher than that of direct PCIgroup at4, 24 and 48 h afteradm ission. The peak
CK M B lkvelof the direct PC I group occuned sionificantly earlier than that of the indirect group. Conclusion Plasna BN P
levelm ay serve as an in portant cbjective ndicator for recanalization of the mfarctielated arteries follow ing PC I In the eardy
stage of AM I, w hich can help In the decision on clnical treatm entplans forAM 1.
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