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Treatment of Gaucher's Disease, a Rare Hematological Disease in
Adults with Velaglucerase-a: a Case Report with Literature Review*
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Abstract: Objective To investigate the efficacy of the enzyme replacement therapy (ERT) Velaglucerase-ain the treatment of adult hematological rare disease-
Gaucher's disease. Methods A retrospective analysis was conducted on a 45 year old male diagnosed with Gaucher's disease type |, CYP2D6 gene Ems type, and
treated with Velaglucerase-a. Results The patient started receiving half dose replacement therapy with Velaglucerase-a2400U (70kg, sufficient amount should be
4200U) in June 2023 due to economic reasons. The patient was treated with Velaglucerase-aat a rate of 2400 U per month for a total of 8 months. The spleen no
longer enlarges, hemoglobin and platelets remain at normal levels, and bone density returns to normal. Conclusion Velaglucerase-ahas a good therapeutic effect
on adult Gaucher's disease type |, which can control disease progression, improve blood count abnormalities, and maintain organ function stability.
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