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Forssman blood group system

Summary Forssman blood group system is an independent new blood group system determined by the ISBT

after 2012, FORS antigen is a heterophile antigen. Escherichia coli and Shigella exotoxin protein can occur aggluti-

nation reaction. FORS antigen showed high levels of expression in the tumor, which may be related to the genera-

tion and development of tumor.
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Research status into inducement of blood donation adverse

reactions and nursing intervention

Summary With the progress of social economy and the in-depth development of voluntary blood donation,ad-

verse reactions occurred in the process of blood donation have influenced not only on the health of blood donors,

but also brought many negative impacts on the sustainable development of voluntary blood donation work. The

factors and preventive measures of blood donation adverse reaction gradually got paid the attention of the masses of

blood stations workers. To further stabilize and strengthen blood donors, and improve the quality of blood dona-

tion service, this paper reviewed the domestic literature about the inducement of blood donation adverse reactions

and the effect of nursing intervention in recent years.

Key words donation adverse reactions;inducement;nursing intervention
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