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[ Abstract] Objective To investigate the characteristics of intestinal flora of patients with hepatitis
B related decompensated cirrhosis. Methods Total of 82 fecal specimens were collected from patients with
hepatitis B related decompensated cirrhosis and healthy persons in Beijing Ditan Hospital, Capital Medical
University, including 41 patients with hepatitis B related decompensated cirrhosis without other infection and
41 healthy controls. All samples were sequenced by 16S rDNA high-throughput sequencing. The composition,
abundance and difference of bacterial flora were analyzed by Qiime, R and LEfSe softwares, while the
difference of ecological imbalance ratio between the two groups was also analyzed. Results The abundance
and diversity of fecal microflora of hepatitis B related decompensated cirrhosis group were significantly lower
than that of healthy control group. The Beta diversity analysis of Weighted Unifrac showed that there was
significant difference in intestinal microflora composition between the two groups (P = 0.004). On phylum
level, the abundance of firmicutes was significantly decreased in hepatitis B related decompensated cirrhosis
group (Z =—2.57, P = 0.045). On genus level, the abundance of Streptococcus, Fusobacterium, Veillonella,
and Haemophilus were significantly increased in hepatitis B related decompensated cirrhosis group (all P <
0.05). While Lachnospira, Dorea, Dialister and Subdoligranulum were significantly decreased (all P < 0.05).

LEfSe was used to compare the difference of flora and its function between the two groups. It was found that
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the biological indexes of Firmicutes Bacilli Lactobacillales, Clostridiales Lachnospira and Ruminococcaceae

in both groups were significantly different (LDA > 4). Conclusions The diversity of intestinal flora and

the relative abundance of thick-walled bacteria in patients with hepatitis B related decompensated cirrhosis

without other infection were significantly decreased, and there was a significant imbalance of intestinal flora,

but the degree of imbalance was mild and the number of bacteria with significant variation was less.
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