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Clinical application of myeloperoxidase index in 57 cases of acute coronary syndrome
Zou Guoying , Tang Xudong ,Ren Biqiong
(Department o f Clinical Laboratory , Hunan Provincial Brain Hospital /Clinical Medical College ,
Hunan University - Changsha » Hunan 410007 .China)
Abstract: Objective To study the change of neutrophil myeloperoxidase index(MPXI) in acute coronary syndrome(ACS) and
its clinical application. Methods 57 cases of MPXI from May to August 2011 were selected and divided into the unstable angina
pectoris(UAP) group(20 cases) ,non-ST-elevation myocardial infarction(NSTEMID group(20 cases) and the ST-elevation myocar-
dial infarction(STEMID) group(17 cases). Contemporaneous 20 individuals with healthy physical examination were selected as con-
trols. The indexes such as MPXI and cardiac troponin I(cTnl) were determined and analyzed among 4 groups. Results MPXI,

WBC,NEUT and NEUTY in the control, UAP and NSTEMI groups were significantly lower than those in the STEMI group(P<<

0. 05). Conclusion Routine blood cells analysis may detect MPXI rapidly

and conveniently, MPXI may be used as one of markers

for the plaque instability in ACS and is conducive to its early diagnosis and monitoring.
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