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Role of macrophage migration inhibitory factor in resistance mechanism of
glucocorticoid in inflammatory diseases
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Abstract: With strong anti-inflammatory effect, glucocorticoid (GC) is clinically the most widely used immunosuppressant.
However, some patients shows steroid resistance and do not achieve an effective response with GC treatment. Macrophage migration
inhibitory factor is considered as the only factor which could negatively regulate the anti-inflammatory effect of GC, but the
underlying mechanism is still not clear. The paper aims to review the role of macrophage migration inhibitory factor in resistance
mechanism of glucocorticoid in inflammatory diseases.
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