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Impact of Metabolic Syndrome on the Prognosis of Patients with Acute Myocardial Infarction Accepting Thrombolytic Therapy. Zhang
Jieyw,Tang Qizhu. Department of Cardiology ,People’s Hospital , Wuhan University , Hubei 430060 , China

Abstract Objective To investigate the influence of metabolic syndrome( MS) on prognosis of AMI patients accepting thrombolytic
therapy. Methods We screened 157 patients with primary acute myocardial infarction admitted to our hospital. 72 patients with complete
data were divided into metabolic syndrome group (35 cases) and non — metabolic syndrome group (37 cases) . Then we analyzed the in-
cidence of major cardiac events and mortality of the two groups to reveal the influnce of MS on the outcome of AMI patients accepting
thrombolytic therapy. Results In patients with AM1, the incidence of MS was 48. 6% . The fatality rate of MS group was 31.4% , asv
compared to 10.8% in non — MS group (P =0.031). There was significant difference in mortality of AMI between the two groups. Con-
clusion There are high prevalence and fatality rates of MS in AMI patients, which suggests the need for us to carry out early identification
and medical intervention for secondary prevention of MS.
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The Effect of Edaravone Combined Ozagrel Sodium in Treating Progressive Cerebral Infarction. Dou Ruxiang,Li Zhuoxing ,Lin Kaisi.
Departmengt of Neurology, Guangdong Province Shenzhen Buji Renmin Hospital, Guangdong 518112 ,China

Abstract

Methods

Objective To investigate the effect of Edaravone combined Ozagrel sodium in treating progressive cerebral infarction.
85 patients with acute progressive cerebral infarction were randomly divided into two groups: treatment group with Edaravone
combined Ozagrel sodium(n =43) and control group (n =42). Control group was only allocated Ozagrel sodium treating for 14 days. The
primary efficacy was evaluated by NIHSS(the National Institutes of Health stroke scale, NIHSS) , ADL( Activities of daily living, ADL)
and clinical deeective. Results Our study showed that the score in ADL and NIHSS in treatment group was higher than that of control
group. Edaravone combined Ozagrel sodium could significantly reduce neurological deficits and the effective rate was up to 90.48% , as

compared with control group. Conclusion Edaravone combined Ozagrel sodium are remarkable effective on PCI and have no obvious ad-

K I H YT e b R B B 5 (R e[ 2008 124 - 26) s YR RRB 7H5) 9E B¢ Y5 B (T4 BEY7 28 ) (200903224 )
PERH PR 518112 IRIITIT T i IX A1 7 A TS B e M 28 0 7
WIRAER 52, 75 4 : douruxiang@ 163. com

- 80 -



	YXYJ07 78
	YXYJ07 79
	YXYJ07 80

