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Abstract: Objective To build the hepatits B cirrhosis dysbiosis indicator (HBCDI) and assess its correlation with the
severity of hepatitis B cirrhosis. Methods Blood and feacel samples of healthy controls, patients with compensated
cirrhotics, and patients with decompensated cirrhotics (40 cases per group) in Beijing Ditan Hospital, Capital Medical
University form November 2017 to January 2019 were collected. 16S rDNA IonSSTMXL sequencing and other
bioinformatics were used to get relative abundance of target genuses in order to identify if there was any difference.
Enterococcus, Streptococcus and Lactobacillus were selected as numerator which showed significant differences in
MetaStat analysis, and Enterotypes Bacteroides, Prevotella, and Ruminococcus were selected as denominator. Spearman
analysis was used to analyze the correlation between HBCDI and MELD score, INR, and TBil to evaluat its correlation
with the severity of liver cirrhosis. Results The computational formula of HBCDI was the ratio of the relative abundance

of (Enterococcus + Streptococcus + Lactobacillus) and the relative abundance of (Ruminococcus + Prevotella +
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Bacteroides). The HBCDI of objects in healthy group, compensated group and decompensated group were 0.017,
0.033 and 0.357, respectively, the difference was statistically significant (H = 3.95, P << 0.001). The AUC of HBCDI to
diagnose hepatitis B decompensated cirrhosis was 0.75 and its correlation coefficients with MELD score, INR, and total
bilirubin were 0.32 (P = 0.05), 0.38 (P =0.017) and 0.19 (P = 0.048), respectively. Conclusion HBCDI is an important
index reflecting the gut dysbiosis of hepatitis B cirrhosis. The bigger the HBCDI, the more serious the liver disease.

Key words: Dysbiosis; Hepatitis B; Liver cirrhosis, compensated; Liver cirrhosis, decompensated
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