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A Case Report of Improvement of Glomerular Filtration Rate
and Anemia in Chronic Renal Failure through Herbal Medication

Kyoung-Hwan Rheu, Dong-Hyun Kim, Eun-Joo Bae, Seong-Uk Park, Seong-Woo Yoon, Chang-Nam Ko

Department of Internal Medicine Kang-Nam KyungHee Oriental Medicine Hospital,
College of Oriental Medicine KyungHee, Seoul, Korea

Renal failure means irreversible damage and depression of renal function, represented by glomerular filtration rate(GFR).
A renal failure patient with uremia and anemia is presented. Anemia, in this patient appeared before uremia did.

A 55 year-old male patient was treated for renal failure with Weilingtang(15 4715)). Improvement was observed in, not
only GFR, blood urea nitrogen(BUN), and creatinine, but also in such symptoms as difficulty in urine excretion, dyspepsia
and abdominal swelling. But anemia appeared during treatment, so a mixture of Dangguibuxuetang(¥#i#fii5) and
Xiongguitang(Z555#5) was prescribed. After this treatment, improvement in hemoglobin, and hematocrit was observed.

Key Words: renal fallure anemia, weilingtang(8%:5), dangguibuxuetang( & 8#IL;5), xiongguitang(Z5:5)
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