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Abstract Ohjective:’l‘o exp]()re the effect of cardiac resym:hronizaiion t]ler;lpy (CRT) on vascular endothelial

funetion in patients with congestive heart failure (CHF). Method: CHF patients with dilated cardiomyopathy were

divided into optimal drug group (n=10) and CRT + drug group (n=12). Echocardiographic parameters. flow

mediated diameter (FMD) , brain natriuretic peptide (BNP) were evaluated before therapy and 12 weeks after

therapy started. Result: Compared with drug group. cardiac output ([4. 32+ 1. 50]L/min : [3. 41+ 1. 00]L/min.
P<20, 05) and FMD ([1 718 +1237% = [976+118]%. P<0. 05) were increased significantly in CRT 4 drug

group. There was a positive correlation between FMD and cardiac output (=0, 6. P=0, 003), Conclusion. CRT

could improve endothelial function by increasing cardiac output.
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Table 2 Echocardiography, BNP, and FMD xr+ts
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Abstract

LI Guoging

Ohjective:'l‘() exp]ore the change of BNP after emergency PCI in patients with AMI, Method. 80
AMI patients were recruited as AMI group. and 30 patients with normal CAG results were collected as control
group. Double-Antibody Sandwich was used to detect the level of BNP. According to Gensini System ., AMI group
was divided into three subgroups: light degree, mid-degree. heavy degree group. Result. (D There was no signifi-

cant change between AMI group and control group before PCI and 7 days after PCI (P>0, 05), However, for 12
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