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Clinical trial on postoperative heart function of emergency PCI
and selective PCI in patients with AMI
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Abstract: Objective To evaluate the postoperative heart function of patients with acute anterior myocardial
infarction (AMI) receiving emergency percutaneous coronary intervention (PCI) within 6-12 h of attack or selective
PCI. Methods Seventy-seven patients wih AMI were divided into an emergency PCI group (30 cases) and a
selective PCI group (47 cases). The patients in the emergency PCI group received emergency PCI within 6 to 12
hours after attack, the patients in the selective PCI group were treated by elective PCI (over 12 hours) after 7 to 10
days. LVEDd, LVEF, NT-proBNP and cardiac troponin I (CTNI) were monitored on the day of admission, every
other day and 10 days later, then compared between the two groups. Results In the emergency PCI group, LVEDd at
the time of admission and discharge had no significant difference (P > 0.05), while the LVEF decreased at discharge
(P <0.05). In the selective PCI group, the LVEDd increased and LVEF significantly decreased at discharge (P < 0.05).
The differences of LVEDd and LVEF at admission and discharge were significantly different between the two groups
(P < 0.05). The NT-proBNP and CTNI levels of the emergency PCI group were significantly lower than those of the
selective PCI group (P < 0.05). Conclusions The heart function will decline in a short time in the patients with AMI

undergoing emergency PCI within 6-12 h of attack or selective PCI, but it decreases more in the selective PCI group
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than in the emergency PCI group, which indicates that emergency PCI operation within 6-12 h of attack has positive

effect on the cardiac function of AMI patients. The mechanism may be that emergency PCI operation can provide

revascularization as soon as possible and save more survival myocardium.

Keywords: acute myocardial infarction; emergency PCI; selective PCI; heart function

2P0 PLFESE (acute myocardial infarction, AMI )
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Sk KR IR R PR AR S O U SRR FE AR |
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( percutaneous coronary intervention, PCI ) TS EEkE
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Lo AU
1.3.3  CTNI  —Fpfusdt . Rk a0 WU A i
THAREY, HAham vk . R A BRI ik A NT-
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F1 FMAHBEELRZEMIER
AR L (%, LRSS /1 WEPRIE [ INAEAE /
413 - B 1%
X+s o % %
218 PClL 4
61.67+10.94 76.7 53.3 30.0 6.7
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P pC1 41
61.70+12.07  68.1 42.6 29.8 10.6
(n=47)
i x’ -0.013 0.661 0.855 0.000  0.034
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X (P>0.05), Z1i2 PCL4LH ABE LVEF i, 22
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e 53.83£3.714 50.19 +9.164

RPN E=EN -1.13+0.214 524+ 1.305
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