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Incidence and Clinical Significance of Sinus Pause in Patients with Paroxysmal Atrial Fibrillation. Zhou Sanfeng, Shi Shaobo, Liang Jin-
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Abstract Objective

rial fibrillation ( PAF ). Methods

To explore the incidence of sinus pause and to analyze the clinical significance in patients with paroxysmal at-
A total of 64 patients with paroxysmal atrial fibrillation ( AF group) and 80 healthy pepole ( control
group) were examined with24h dynamic electrocardiogram. The number of patients with sinus pause, the times of sinus pause and the lon-
gest last time were recorded and compared between two groups. Then according to whetherwith sinus pause, the AF group was divided into
event group and free — event group. During the followed — up to 6 mouths and 1 year, the incidence of syncope was compared betweenthese
Results The incidence of sinus pause was significant higher in AF group than control group (40.63% vs 0% ,P <0.01). The

and the frequency was 400.46 +297.42 showed in

groups.
mean time of sinus pause was 2.67 +£0.71 seconds, the longest time was 5.3 seconds,

the AF group. During the follow — up of 6 mouths,the incidence of syncope was higher in event group than free — event group (26.92% vs
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0% ,P <0.01) ,then during the follow — up of 1 year, the above trend remained not change(30.77% vs 2.63% ,P <0.01). Conclusion

The incidence of sinus pause is significantly higher in PAF patients than healthy ones, and the risk of syncope is higher in PAF patients

with sinus pause than those patients without sinus pause.

Key words Paroxysmal atrial fibrillation; Sinus pause; Syncope
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Influence of Jinrenchenzi Prescription on Enteric Bacteria Flora in Mouse Model with Spleen - insufficiency Syndrome. Zhao Ran, Wang
Yumiao, Huang Shujie et al. Guangzhou University of Chinese Medicine, Guangdong 510006, China
Abstract

Objective To observe the microecological regulative effect of JinRen ChenZi prescription on enteric bacteria flora in the

mouse model with spleen — insuffic — iency syndrome. Methods KM mice were divided into five groups, the normal control group,
spleen — deficency control group, positive control group, high — dose of Jinrenchenzi prescription group, low — dose of JinRenChenZi pre-
scription group. The model was established by using Raix et Rhizoma Rhei with bitter - cold flavour and purgative effet for 7 days. The
contents of representative bacteria in stool were determined by selective culture media of anaerobe and aerobe: Escherichia coli, Entero-
coccus, Clostridium perfringens, Enteric bifidobacterium and Lactobacillus. Results  After the model establishment the contents of Enter-
ic bifidobacterium (P <0.01), Lactobacillus (P <0.05) were decreased signficantly. After the admistration of JinRenChenZi prescrip-
tion the contents of above two anaerobes were recovered (P <0.05). The contents of Enterococcus (P <0.01), Escherichia coli (P <
0.01) and Clostridium perfringens were (P <0.05) were significantly increased. After gavage the JinRenChenZi prescription the contents

of of Enterococcus (P <0.05), Escherichia coli (P <0.01) and clostridium perfringens were (P <0.01) were significantly lower than

the model group. Conclusion Jinrenchenzi prescription has a regulative effect to promote the proliferation of the health factors Lactobacil-
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