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Table 1. Commonly used glucocorticoids

Glucocorticoid Equivalent dose (mg) antiin ﬂ;{;ﬁ;‘tf(fry offect mineralolz::iz(‘)/ied activity Plasma half-life (hour)
Short-acting
Cortisone 25 0.8 0.8 0.5
Cortisol 20 1 1 1.5~2
Intermediate-acting
Prednisone 5 4 0.6 3.4~3.8
Prednisolone 5 4 0.6 2.1~3.5
Methylprednisolone 4 5 0.5 >3.5
Triamcinolone 4 5 0 2~>5
Long-acting
Dexamethasone 0.75 20~30 3~4.5
Betamethasone 0.6 20~30 3~5
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