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Minimal Change Nephrotic Syndrome After Apitoxin Therapy : A Case Report
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Introduction : Bee stings have previously been implicated in the development of nephrotic syndrome, but the reported cases
in the literature are rare. Furthermore, there has been no case of nephrotic syndrome after bee venom (apitoxin) therapy.
Apitoxin therapy is growing in popularity, especially in South Korea, where it is commonly used for pain relief in a number of
different diseases. Side effects of apitoxin include pain at the injection site as well as itching, rash, swelling, malaise, and
anaphylaxis. In this paper, we report the first case of minimal change nephrotic syndrome (MCNS) after apitoxin therapy. Case
: We experienced a 28-year-old female who developed generalized edema 6 days after an intramuscular injection of apitoxin.
The physical examination and laboratory findings were relevant with nephrotic syndrome and the renal biopsy revealed minimal
change nephrotic syndrome. The corticosteroid treatment induced prompt remission with resolution of edema and normalization
of the laboratory findings. Six months after the end of the treatment, the patient was well with no recurrence. Conclusion : This
case illustrates that apitoxin therapy, commonly used for natural health care in South Korea to treat conditions such as nerve
pain, multiple sclerosis, tendonitis, fibromyositis, and for bee desensitization, can be very dangerous. The patient’s allergy history
and a skin test for apitoxin should be considered prior to its use. Further study with larger patient populations and longer follow
up is needed to understand the clinical implications of the use of apitoxin.
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