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Glucocorticoids (steroids) are the mainstay of acute : : : : : -
GVHD therapy. Glucocorticoid resistance has been binding assay to help in the treatment of these patients. transplant was higher than in
characterized in several inflammatory conditions the donor and controls.

Including asthma, rheumatoid arthritis, systemic
lupus erythematosus, ulcerative colitis, and Crohn’s
disease. Glucocorticoid resistance has also been
seen in a subset of patients with GVHD. However,
to date, the biology of this steroid refractoriness in

However, 30 days after
transplant, the binding profile
of the recipient is similar to

the treatment of GVHD has not been examined. the donor.
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iIn several inflammatory conditions
including asthma, rheumatoid
arthritis, systemic lupus
erythematosus, ulcerative colitis,
and Crohn’s disease.
Glucocorticoid resistance has also
been seen in a subset of patients
with GVHD. However, to date, the
biology of this steroid refractoriness
in the treatment of GVHD has not
been examined.

donor. This could be due to influence of the transplant on
the glucocorticoid receptor. We will need to examine this
further with more patients.
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