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The Level of CD4 * CD25 * Regulatory T Cells in Peripheral Blood in Patients with Chronic Hepatitis B and HBV - related Liver Cirrhosis.
Zhang Lei,Gu Dianna, Chen Yongping, Zheng Minghua. Department of Infection Diseases, First Affiliated Hospital of Wenzhou Medical
College, Zhejiang 325000, China
Abstract Objective To analyze the level of CD4 * CD25 * regulatory T cells( Treg) in peripheral blood of chronic HBV and HBV -
related liver cirrhosis patients and study its clinical significance. Methods 12 CHB patients, 15 HBV - related liver cirrhosis patients
and 6 healthy controls were enrolled in the study. The flow cytometry was used to detect the frequency of CD4 * CD25 * Tregs in the periph-
eral blood. Results The frequency of CD4 * CD25 " Tregs in the peripheral blood in the CHB and cirrhosis were (12.21 £1.46) % and
(11.36 £1.06) % respectively,which were both higher than those(9.86 £1.00) % of the controls( P <0.05). There was no significant

difference betwwen the CHB and cirrhosis(P >0.05). Conclusion These findings suggest that CD4 * CD25 * Treg plays an role in the

persistent infection of HBV ,but is not sure in the mechanism of HBV - related liver cirrhosis.
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The Influences of Different Loading Excise on the Expression of Nitrogen Monoxidum in the Cerebral Cortex Somathetic Area. Li Haoxu,
Liu Jiangjing, Lu Yan,Li Baoli. The Department of Anatomy, Xi'an Medical College, Shanxi 710021 ,China

Abstract Objective To explore the influences of different loading excise on the expression of nitrogen monoxidum(nNOS) in the
cerebral cortex somathetic area( CCSA). Methods Sixty healthy rats were randomly assigned to control or experimental groups with 20
animals for each group of control, general exertion (GE) and overexertion (OE). The rats in GE and OE were forced to excise according
to the revised beford standard. After having been excised for 8 weeks, all rats were killed, weighed and their brains were disassociated.
The numbers of red blood cell of rats were counted and the expression nNOS in the CCSA was determined by immunohistochemistry. Re-
sults  Our study showed that the expression of nNOS in the CCSA of OE group was significantly higher than that of control; however, it
had no significant difference between GE group and OE group. Conclusion Moderate excise increases the activities of nNOS in cortex,
which is benefit to the transformation of information and release of transmitter.
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