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FUTURE PERSPECTIVE IN THE TREATMENT OF UROLITHIASIS BASED
ON OXALATE METABOLISM

Tatsuya TAkAYAMA Masao NAGATA Soichi MucGiya and Seiichiro OzoNo
The Department of Urology, Hamamatsu Universily School of Medicine

Urinary excretion of oxalate is one of risk factors in urinary stone formation. Prevention of undesirable
overflow into the production of oxalate definitely leads to a decrease of urolithiasis. The activity of serine :
pyruvate/alanine : glyoxylate aminotransferase (SPT/AGT) or glyoxylate reductase/hydroxypyruvate
reductase (GRHPR), the key enzyme of primary hyperoxlauria type 1 and 2, respectively, and their
subcellular distribution highly affects the oxalate production. On the other hand, urolithiasis is tightly
related to lifestyle disease, such as diabetes mellitus and insulin resistance. The hypothesis that insulin
resistance induces mitochondria dysfunction, resulting in the decrease of mitochondria-related enzyme
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activity Is a very attractive new treatment strategy of urolithiasis. Namely, the improvement of insulin

resistance might prevent stone formation.

(Hinyokika Kiyo 57: 39-41, 2011)
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DAO, D-amino acid oxidase; GO, glycolate oxidase; HKG, 4-hydroxy-2-ketoglutarate aldolase

(Cramer SD, Takayama T: Primary Hyperoxaluria Chapter 33 In Genetic Diseases of the Kidney, pp. 571-586, 2009 &Y )
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