2006 8 14 4 Chin J Intervent Cardiol, August 2006, Vol 14, No 4

2% WA wiehk TBE a4

[ 1 (AMI) (PCI) ,
(L= carnitine, I= CN) - 12h
ST AMI PCI 42 ECN 22 20
( Ck-MB) ™P ST > 50%
(LVEDD) (LVEF) ,I=CN Ck-MB
, ; ; 1 hST > 50%
; 3 LVEDD , LVEF AMI
PCI
[ )| ; ; , )

Myocardial protection of I-carnitine in patients with acute myocardial infarction undergoing primary
percutaneous coronmary intervention L/ Ygping, GUO Ljun, ZHANG Fuchun, et al. Department Cardiology,
Peking University Third Hop ital, Bejing 100083, China

[ Abstracl Objective To evaluate the myocardial protection effects of I~ camitine in patients with acute
myocardial infarction (AMI) undergoing primary percutaneous cownary intervention ( PCI). Methods Fortytwo
consecutive patients with SI' elevation MI undergoing primary PCI within 12 hours from sympiom onset were
randomized to two goups, the I-CN treated group ( n= 22) and contwl group ( n= 20). The ncidence of
reperfusion arrhythmia and low blood pressure during PCI, the resolution of elevated ST segment and the changes of
left ventricular end diastolic diameter (LVEDD) and left ventricular ejection fraction ( LVEF) were obsewved
Results In I= (N treated group, the peak value of CKcMB was significantly lower and the time to peak value of
CK-MB was shoiter compared with the control group. The incidence of reperfusion arrhythmia and low blood
pressure during PCI was markedly reduced and the incidence of > 50% resolution of elevated SI-segment in 1h
dter PCI was increased in the |- CN treated group. LVEDD was less but LVEF was higher in the treatment group
compared with the control goup 3 months after PCI.  Conclusion I-CN has significant myocardial pmotection
effects in patients with AMI undergoing primary PCI, which is characterized by inhibiion of the reperfusion injury ,
reduction of infarction area and myrovement of left ventricular remodeling
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