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Abstract Objective To explore the correlation and difference of damage to DNA and RNA with helicobacter pylori by detecting
the level of 8 — oxodGsn and 8 — 0x0Gsn of urine and gastric mucosa in patients infected by helicobacter pylori. Methods A total of 85
patients were involved in Hp positive group and 31 patients in Hp negative group. 8 — oxoGsn and 8 — oxodGsn were detected in urine sam-
ple by chromatographic analysis, and gastric sinus mucosa by immunohistochemical method. Results The consequence of gastric sinus
mucosa detection presented that 8 — oxoGsn was higher in Hp positive group than that in HP negative group and the difference was statisti-
cally significant (P <0.05). 8 — oxodGsn was higher in Hp positive group than that in Hp negative group,but the difference was not sta-
tistically significant (P >0.05). Urine tests showed that both 8 — 0xoGsn and 8 — oxodGsn were higher in Hp positive group than that in
Hp negative group, and the differences were statistically significant (P <0.05). Conclusion The detection results of urine were similar
with that of gastric mucosa and urine tests seemed to be more sensitive. The oxidative damage of DNA and RNA was higher in patients with
Hp infection. 8 — oxoGsn as one of the RNA oxidative damage products may be a sensitive indicator of Hp infection.
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