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Curative effect of pegvisomant on acromegaly: a systematic review
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[Abstract] Objective To evaluate the effectiveness and safety of treatment of acromegaly with pegvisomant. Methods The

[FEBEBERSZES] R739.41; R651.1°1

databases including Cochrane Library, Medline, EMbase, CNKI and VIP were searched to collect randomized controlled trials of
treatment of acromegaly with pegvisomant. The effectiveness and safety of pegvisomant for acromegaly were reviewed by narrative
synthesis. Results (1) The signs and symptoms could be improved by pegvisomant in the patients with acromegaly. @) The serum level of
insulin—like growth factor (IGF-1) could be significantly reduced and the serum level of growth hormone could be significantly increased
by pegvisomant. (3 The pituitary growth hormone—secreting adenomas volume were unchanged after treatment with pegvisomant in the

patients with acromegaly. Conclusion Pegvisoment may effectively reduce serum IGF-1 levels and improve the signs and symptoms in

the patients with acromegaly. The short—term use of pegvisomant is safe in the patients with acromegaly.
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