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Abstract

Daintain/allograft inflammatory factor 1 (AIF-1) was found in the porcine intestine and allograft heart transplant

rejection mice. The following study shows that it was distributed in the allograft heart transplant rejection mice,

autoimmune encephalomyelitis lesions, pre-diabetic pancreas of the BB rats, and ancient marine species such as

the sponge, glandular cortex, and the Dendritic cells of lymphnodes, embryos, spleens, lungs and testa, mammary

gland carcinomas, gastric carcinomas. It can promote macrophage activation, vascular smooth muscle cell

proliferation and migration, playing an important role in a variety of diseases. This article provides an overview of

recent research conducted by Daintain/AIF-1.
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