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BCAT1 is Associated with Clinical Decompensation
in NAFLD: A Pilot Study
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BCAT1, which initiates the catabolism of essential branched chain amino acids, was upregulated in NAFLD patients
with clinical decompensation. Our results suggest that perturbations in hepatic metabolism are associated with poor
outcomes in NAFLD patients, and points toward the need for further investigation of such targets.

Background

d Nonalcoholic fatty liver disease (NAFLD) causes
substantial morbidity and mortality, but genetic
factors predicting poor outcomes are
incompletely understood. <3

4 Recently, a 64 gene expression profile
differentiated mild and severa NAFLD liver injury
fibrosis in humans, independent of clinical
factors.®

Objective

U To evaluate the association between gene
expression and clinical decompensation and
death with the goal of identifying molecular
pathways linked to morbidity and mortality in
MAFLD.
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Table 2: Selected differentially expressed genes
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Conclusions

4 Qutcomes: Four patients, all white women, experienced clinical

outcomes (two with hepatic decompensation, two with strokes).
Three of these had fibrosis F3-F4 and three had diabetes.
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Figure 1: Forty-two genes showed
significant differential expression
(p=<0.05) and a two-fold change in
axprassion babwean pabants with
and without the composila 4
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O BCATT initiates the catabolism of essential
branched chain amino acids and here we
found it to be upregulated in NAFLD patients
with clinical decompensation.

4 Its upregulation has previously been
associated with high liver fat content and poor
prognosis in hepatocellular carcinoma.

J Qur results suggest that perturbations in
hepatic metabolism are associated with poor
cutcomes in NAFLD patients, and points
toward the need for further investigation of
such targets.
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Figure 2: BCATT is uprequlaled
in patients with oulcomes,
particularly those with hepatic 3
decompansation,



