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Abstract Objective To explore the evaluation of urine nucleic acid oxidation metabolites 8 — oxo — Gsn and 8 - oxo — dGsn in se-
verity of liver damage caused by HBV infection. Methods  We collected the urine of 94 cases of patients with chronic hepatitis B infec-
tion, 95 cases of healthy people and 25 cases of hepatitis B surface antigen carrier in our hospital. Isotope dilution high performance liquid
chromatography - tandem mass spectrometry (ID — LC - MS/MS) method was used for analyzing urine DNA oxidation indicator 8 — oxo —
dGsn and RNA oxidation index 8 — oxo — Gsn, and we combined with the results of pathology and biochemical marker (ALT and AST) to
analyze the correlation. ROC curve was made to evaluate the predictive value of 8 — oxo — Gsn and 8 — oxo — dGsn to the extent of liver
damge. We also analyzed the difference of 8 — oxo — Gsn and 8 — oxo — dGsn in different degrees of inflammation and different degrees of
fibrosis. Results  88.5% (46/52) of the male 8 — oxo — Gsn in experimental group was higher than the control group and 85.7% (36/
42) of the female 8 — oxo — Gsn in experimental group was higher than the control group. Urine RNA oxidation marker 8 — oxo — Gsn was
significantly higher in high degree of liver inflammation (G, — G,) than low degree of liver inflammation (G, —G,) (4.98 vs 3.72 " =
11.117,P =0.009). The level of 8 — oxo — Gsn in patients with a high fibrosis degree was also higher than that in patients with low fibro-
sis degree (3.66 vs 3.29) , but not at a significant level (}* =3.626,P =0.323). RNA oxidation index in urine 8 — oxo — Gsn had a good
predictive value for liver inflammation ( sensitivity 82.4% , specificity 75% , AUC =0.813) and also had a good predictive value for the
degree of fibrosis ( sensitivity 83.3% , specificity 77.1% , AUC =0.824). Conclusion = Urine RNA oxidation marker 8 — oxo — Gsn may
be a good assessment marker for the degree of liver damage caused by HBV infection.
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