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[ Abstract |

Rituximab is a kind of anti CD20 monoclonal antibody which can specifically bind with CD20 anti-

gen on B lymphocyte surface. It can be used for the treatment of B cell associated diseases. At present the clinical ap-

plication of rituximab is more and more extensive. It achieved good clinical results. This article will briefly reviews its

clinical application.
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[ Abstract |

research progress on the aetiology, mechanism, treatment and epidemiology of SCD.

Sudden cardiac death( SCD) is one of the major causes of human death. This article reviews the

[ Key words| Sudden cardiac death; Aetiology; Pathogenesis; Prevention and treatment; Epidemiology

ODIEYERESE (SCD) & ANZSIET- M EE Xz
— TR R MR AT Wk | e AT R B o B s
T A At R T PR R R A MR, AR B ] B

TR E X, SCD 248 A EEIR KME)E 1 h WA
A B DL RN R AR T S SRR AE ) F O I R TR 5 R £
HARIET: . TCieA &0 N, FE T 1 B[] A R





