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Azathioprine induced leukopeniain a patient with TPMT heterozygous mutation genotype
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[ Abstract] One female patient was diagnosed with myasthenia gravis with intermittent ptosis, chewing and swallowing difficulties,
limb weakness for 18 years.She was given the treatment by pyridostigmine and azathioprine. The dosage of azathioprine increased gradually
to a sufficient therapeutic dose. After the use of azathioprine,count of white blood cells began to decline on the fifth days as low as 2.8 X 10’/L. TPMT
gene test showed that the 7PMT7*1/*3C heterozygous mutation genotype, which is prone to bone marrow suppression. Clinical pharmacist
suggested the discontinuation of azathioprine for this patient due to high risk of leukopeniawith 7PM7%*1/*3C genotype. Doctor accepted
the proposal of discontinuation azathioprine, and then switched to glucocorticoid.
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