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Evaluation of DNA and RNA Oxidation in Hyperglycemic SD Rats Using ID - LC - MS/MS Wang Wanxia, Luo Shunbin ,Xia Mengming,
et al. Laboratory Center, Gansu Provincial Peoples Hospital, Gansu 730000 ,China

Abstract Objective To evaluate DNA and RNA oxidation in diabetes mellitus. Methods We used a sensitive and accurate meth-
od based on isotope dilution high — performance liquid chromatography — triple quadruple mass spectrometry (ID — LC — MS/MS) to deter-
mine the levels of 8 — oxo =7,8 — dihydro —2 — deoxyguanosine (8 — oxo — dGsn) and 8 — oxo — 7,8 — dihydroguanosin (8 — oxo — Gsn)
in various tissue specimens, plasma and urine of hyperglycemic SD rats induced by streptozotocin (STZ). Results The oxidative DNA
and RNA damage were observed in various organs and the amounts of 8 — oxo — dGsn and 8 — oxo — Gsn derived from DNA and RNA were
increased with hyperglycemic status. The levels of 8 — oxo — Gsn in urine and plasma were significantly higher compared to that of 8 — oxo —
dGsn, which most likely reflected the RNA damage that occurs more frequently compared to DNA damage. Conclusion For the oxidative
stress induced by hyperglycemia, 8 — oxo — Gsn in urine may be a sensitive biomarker based on the results in urine, plasma and tissues.
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