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(57) Abstract: The present invention relates to a companion diagnostic biomarker composition for predicting anti-TNF treatment
responsiveness to Crohn's disease. The present invention can be effectively used as a companion diagnostic biomarker composition
for predicting anti-TNF treatment responsiveness to Crohn's disease by confirming that the expression of specific genes (SLAMF7,
CXCL6, CXCL1, MLKL, BMPo, and LAX1) is increased in a patient group having low or no anti-TNF treatment responsiveness to
Crohn's disease.
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