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New progress of IGF-1 and allosteroid injection in the treatment of

sudden deafness complicated with type 2 diabetes

Summary Glucocorticoids are a recognized treatment for sudden deafness, and there has always been a con-

tradiction between the control of blood glucose levels and the use of glucocorticoids. The systemic use of hormones

may lead to a series of adverse events, which are dose-dependent. High doses can induce an increase in blood sug-

ar, especially for patients with type 2 diabetes. which can aggravate their condition or cause complications. The

systemic application of glucocorticoids has been largely replaced by local glucocorticoids treatment. Topical insu-

lin-like growth factor (IGF-1) is used without increasing blood sugar, thus avoiding the possible complications.

The author intends to compare the local IGF-1 treatment and local glucocorticoid treatment to systemic therapy.

The efficacy of local IGF-1 therapy in treating corticosteroid-refractory sudden sensorineural hearing loss combined

with type 2 diabetes is reviewed.
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