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Abstract

Autoimmune hemolytic anemia( ATHA) is a heterogeneous group of diseases that need exact diag-

nosis of the subtype is required to select the appropriate treatment. For most AIHAs, the choice of optimal thera-

py remains to be found. Novel agents targeting B-cells, extravascular hemolysis, removing I1gG, or complement

and prospective clinical trials will make it possible to individualize therapy in the relapsed/refractory settings.

Therefore. optimal selection of therapy based on ATHA type. disease profile and patient characteristics will realize

a shift from experience to precise treatment strategies in the future.
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