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In the hepatobiliary system and gut mucosa, the vast majority of plasma cells
engages towards IgA production — IgA Is responsible for protection and
tolerance against the intestinal flora of the gut.
BT continuously induces B-cell proliferation and differentiation leading to
pathologically enhanced production of IgA type antibodies and ultimately the
formation of various autoreactive IgA subspecies in cirrhotic patients.

Therefore, we hypothesized that serologic markers of BT, gut integrity and
Immunity can reliably reflect pathological processes in the gut mucosa.

METHODS AND RESULTS

» ELISA and indirect immunofluorescent technigues were applied to determine
levels and presence of 20 serological markers of the gut barrier function

» 1n 91 cirrhotic patients with acute decompensation (AD)

» 52 stable AD, 10 unstable AD, 21 Pre-ACLF and 8 ACLF patients

> at baseline and at time of readmission due to ACLF
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SUMMARY AND CONCLUSIONS

Cirrhotic patients with AD were categorized into groups according to outcomes

The Individual groups did not have enough patients for profound statistical
analyses, sub-group assessments and detection of significant differences in most
Villin Cases

Some differences were detected among groups, mostly between stable AD and
x ACLF patients

Boosting the number of ACLF samples with samples obtained at readmission due
to ACLF of originally pre-ACLF patients did not increase the identification of marker
candidates, which might indicate that the two ACLF groups (primary & secunder)
are not homogenous

ASCA IgA and Gliadin IgA are significantly decreased at time of ACLF events
compared to pre-ACLF events of the same patients

Alcohol consumption seems to influence the markers of the gut immunity and
barrier integrity much more widely than the outcome groups.

Villin, slgA and Gliadin IgA seem worthwhile to be measured in the entire PREDICT
cohort.

p=0.0003
|

bod

Stable Unstable ACLF Stable Unstable ACLF
AD AD AD AD

Primary ACLF: patients
with ACLF at inclusion

Secondary ACLF: ACLF
visit of patients with
pre-ACLF at admission

total IgA ASCA IgA

p=0.0134
—

Gliadin IgA
p=0.0479

1

p=0.0697

ACKNOWLEDGEMENTS

» We thank all the study groups involved in the PREDICT study who helped and
supported our work.

e

1 1
Pre-ACLF ACLF

= T =

Pre-ACLF ACLF Pre-ACLF ACLF

Pre-ACLF ACLF Pre-ACLF ACLF

n=21 n=15 #Due to low number of cases, close-to-significant values are also shown

This project has received funding from the European Union’s Horizon 2020
research and innovation programme under grant agreement No 825694.
This reflects only the authors' view and the European Commission is not
responsible for any use that may be made of the information it contains.

Follow MICROB-PREDICT on twitter:
www.twitter.com/MicrobPredict

MICROB-PREDICT online:
www.microb-predict.eu

.




