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Abstract Objective In this article, we report and discuss the clinical presentation of antithyroid drug( ATD) - induced agranulo-

cytosis. Methods

We retrospectively studied 36 cases of ATD — induced agranulocytosis over the past 14 years in PUMC hospital.

Results ATD - induced agranulocytosis patient’s age ranged of 16 — 62 years old. 88.9% of ATD - induced agranulocytosis occured with

a large ATD treatment. 91.7% patients occured in the first three month of drug therapy. A case occured agranulocytosis when 8 months

duration. 94.4% patients occurs secondary infections. Conclusion

be dose dependent, not irrelevant to sex,age and the drug.
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