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Mo R oSN RIR, AFLDZ R FET 18 2H ) 18 v B =F B2 R 2 PR AR AL
FE T IR B AR IRCRE B 1) AR bR o B, AFLD LA i FE 0T B 2H (1) )17 18 B R 45
MAFAERE 2R . AFLDA i iE w4 ek 5 Bexs ALt TR B, EREET]
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BREJE (Ruminococcus) FHNTF F[E%. LEfSesr#T&k ILAFLDZH Al{d B B 4H 5 6
BEEZRMFE, AFLDAKKRIEE (Fusobacterium) . Lachnoclostridiumf1 K7 &
PWH & (Escherichia Shigella) ¥R %W %, WATHEE (Bacteroides)  HEHIKIKH
J& (Prevotella) MZFFH @ (Faecalibacterium) ¥ E S EEIK, ZRHEGITHFEE X
(LDA > 4, P < 0.05) . Hrf, FHXFFEE AR B Bk B AU B DL AR X 3
JEE 0 1 B BK B SR 12 BT AFLD I 52 i3 LAERFE (receiver operator characteristic,
ROC) £k N2 51 90.817. 0.757410.820, HEomE AT BEAFE A X 43 i B X JE A0
AFLDIRUAE b5 6. 4518 AFLDEE IE M AF S B A AR EESR, 5
AFLD% V) FH O IR B BR 1R A ADURT 11 J8 FAAEG A ik BR 11 S (19 38 0 mT e AR Do VI 1 P -
Wz Wr i bR EY)
KRR ARMPERTRE, TR R BIEREEE; IR

DOL: 10.3969}.issn.1674-7380.2023.01.004

HETH: HATAERBERIEI (EABE) (CFH2020-1-2171) 5 dbat i B R # R 4 WA R E K

OIH (XXT26) 5 EEKE SRR RS SRR R ER LI (202144 (2021YFC2301801)
JEIRfE#: A% Email: hchxing@sohu.com




20 - BEERTERTRERE -

Characteristics and clinical significance of intestinal microbiota in patients with alcoholic
fatty liver disease

Chi Xin"**, Sun Xiu"**, Xu Yifan"**, Cheng Danying"”, Liu Shun’ai*’, Cheng Jun™’, Xing Hui-chun'”
(1.Department of Hepatology Division 3, Beijing Ditan Hospital, Capital Medical University,
Beijing 100015, China; 2.Beijing Key Laboratory of Emerging Infectious Diseases, Institute
of Infectious Disease, Beijing Ditan Hospital, Capital Medical University, Beijing 100015,
China, 3.National Center For Infectious Diseases, Beijing 100015, China)

Abstract: Objective To investigate the changes of intestinal microbiota in patients with
alcohol related fatty liver disease (AFLD). Methods Patients with AFLD in Beijing Ditan
Hospital, Capital Medical University from December 2019 to December 2020 were selected
as AFLD group (26 cases), and healthy people matched with gender and age were selected
as healthy control group (32 cases). Demographic information such as height and weight
of subjects were collected. At the same time, blood and stool samples, living habits and
living areas were collected to detect the clinical indicators [alanine aminotransferase (ALT),
aspartate aminotransferase (AST), alkaline phosphatase (ALP), y-glutamyl transpeptadase
(GGT) total bilirubin (TBil), creatinine (Cr), total cholesterol (TCHO)] of hematology and the
composition of intestinal microbiota. The characteristics of intestinal microbiota in patients
with AFLD and its relationship with clinical indicators were analyzed by alpha diversity
analysis, principal coordinate analysis and LEfSe analysis. Results Alpha diversity analysis
showed that the abundance and diversity of intestinal microbiota in AFLD group and healthy
control group were similar. In the principal coordinate analysis (PCoA) based on weighted
UniFrac distance and unweighted UniFrac distance, there were significant differences in
the structure of intestinal microbiota between AFLD group and healthy control group. The
structure of intestinal microbiota in AFLD group has changed. Compared with healthy control
group, the relative abundance of Firmicutes, Proteobacteria and Fusobacteriota increased,
while the relative abundance of Bacteroidetes and Actinobacteria decreased. At the genus
level, the relative abundances of Escherichia Shigella, Megamonas, Fusobacterium, Dialist,
Lachnoclostridium, Lactobacillus, Tyzzerella, Streptococcus, UCG-002 and Romboutsia
in AFLD group were significantly higher than those in healthy control group. The relative
abundance of Prevotella, Bacteroides, Bifidobacterium, Faecalibacterium, Blautia,
Lachnospira, Roseburia and Ruminococcus decreased. LEfSe analysis showed that there
were 6 bacterial genera with significant differences between AFLD group and healthy control
group. The number of Fusobacterium, Lachnoclostridium and Escherichia Shigella in AFLD
group increased significantly, and the number of Bacteroides, Prevotella and Faecalibacterium
decreased significantly, and the difference was statistically significant (LDA > 4, P <
0.055). Among them, the area under the receiver operator characteristic (ROC) curve of
Ruminococcus and Bacteroidetes with decreased relative abundance and Streptococcus with
increased relative abundance were 0.832, 0.768 and 0.823, respectively, suggesting that they
may be used as microbial markers to distinguish healthy control from AFLD. Conclusions
There are significant differences in the structure of intestinal microbiota in patients with
AFLD. The decreased Ruminococcus and Bacteroidetes and increased Streptococcus, which
closely associated with AFLD, may be served as biomarkers for the early diagnosis of ALD.
Key words: Fatty liver disease, alcoholic; Liver disease; Intestinal microbiota; Clinical
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FRM (alkaline phosphatase, ALP) . GGT. [
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X ey d =y

1.3 %it 5432 {# H Shannonfg ZF1Simpsons %1
TR o FEPE s BT A EE &5 A0 JE InBCRE B 134T &
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AST 0.810 0.690~0.929 < 0.001
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