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Alcohol Septal Ablation Versus Septal Myotomy for Hypertrophic Cardiomyopathy : a Meta — analysis. Yang Zheng ,Tang Qizhu. Depart-
ment of Cardiology, Renmin Hospital of Wuhan University, Hubei 430060, China

Abstract Objective To compare the efficacy of alcohol septal ablation( ASA) and septal myotomy( SM) in the treatment of hyper-
trophic cardiomyopathy ( HCM ). Methods We conducted a systematic computerized literature search of the cochrane collaboration,
Pubmed , EMBASE and Chinese journal full — text database. In addition, we supplemented the search with a hand — search of reference
lists from included studies and related magazines. After viewing the full - texts and data extractions, we did a meta — analysis. Results
Ten clinical trials were included at last. Eight trails, reported all — cause mortality, indicated that patients after ASA had a higher risk of
all — cause death mortality. There were 7 trails reported post — intervention pacemaker implantation. These studies indicated that patients
after ASA had a higher risk of post — intervention pacemaker implantation. Seven trails reported left left ventricular outflow tract gradient.
After analysis, we found that patients of ASA group had a higher left ventricular outflow tract gradient after follow — up. Conclusion Both
ASA and SM are effective therapies for HCM. SM may provide lower risk of all — cause mortality and pacemaker treatment compared with
ASA. It also provides lower LVOTG after follow — up. But more large randomized clinical trials further comparing two treatments are sug-
gested.

Key words Hypertrophic cardiomyopathy; Septal ablation; Septal myotomy; Meta — analysis
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Effect of Isoflurane and Propofol on Basic Cognitive Capability in Elderly Patients.  Mico Huihui, Zhen Yu, Wang Min, Dong Peng,
Zhao Xin, Tian Ming. Department of Anesthesia, Beijing Friendship Hospital, Capital Medical University, Beijing 100050, China
Abstract Objective

To compare the effect of isoflurane or propofol based anesthesia on the incidence of immediate and long —
term cognitive dysfunction after major non — cardiac surgery in elderly patients. Methods Totally 100 ASA [ - II elderly patients un-
dergoing elective major non — cardiac surgery were enrolled and they were randomly divided into two groups, accepting isoflurane ( Group
I) or propofol ( Group P) based anesthesia. Cognitive function was assessed using basic cognitive capability test (2.0 version) from Institu-
te of Psychology, Chinese Academic of Sciences, undertaken preoperatively and repeated at 7days and 3 months postoperatively. Results
D 91 patients finished the cognition evaluation at 7 days and 53 patients finished the cognition evaluation at 3 months. There was no sig-
nificant difference in number, age and other characteristics between two groups. @ At 7 days, POCD incidence in Group I was 28.9%
(13/45)and in Group P was 10.9% (5/46) (P =0.038). At 3 months, POCD incidence in Group I was 10.7% (3/28) and in Group P
was 4.0% (1/25) (P =0.610). @ At7 days, “to recognize word” dysfunction incidence in Group 1 was 33.3% (15/45) and in Group
P was 13.0% (6/46) (P =0.030). The incidence of other tests was no significantly difference between two groups. Conclusion POCD
incidence at 1 week was significantly higher in isoflurane based anesthesia group than propofol based anesthesia group, and the main cog-

nitive dysfunction was the ability of memory recognition. POCD incidence at 3 months was no significant difference.
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