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[Abstract ] TNF signaling pathway was a valuable target , and anti-TNF drugs were successfully used to treat autoim -
mune and inflammatory diseases .But this therapy abrogate some beneficial TNF signaling , leading to increased risk of infection
and malignancy , and the onset of new auto-immune diseases . Inhibiting the soluble TNF /TNFR1 axis while saving the benefi-
cial transmembrane TNF /TNFR2 signaling untouched was a new approach .Because it inhibited the pathological effects of TNF
and reduced the side effects , and opened the way for the treatment of other diseases in which TNFR 2 inhibition was detrimen-
tal .The significance of the selective inhibition of TNFR 1-mediated signaling pathways for TNF-related diseases was discussed
and the mechanism of TNF identification TNFR was clarified , which might provide new ideas for the design of new drugs .
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