The liver of obese patients with hepatic steatosis exhibits a severe dysregulation of key

splicing machinery components as compared to obese patients without hepatic steatosis
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Obesity, a disease that is reaching epidemic proportions worldwide, is caused by a combination of genetic and lifestyle COHORT CHARACTERISTICS

factors. One of the most common pathologies associated with obesity is hepatic steatosis, an accumulation of fat within the
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The expression of a number of relevant splicing factors and spliceosome components is altered in steatosis (ST) livers compared to non-steatotic (NON ST) control livers.
Interestingly, some of these alterations seem to be dependent on the degree of liver steatosis.
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Figure 3. A: Effect of hepatic steatosis on the expression of spliceosome components and splicing factors. mRNA expression levels [adjusted by a normalization factor (NF) calculated from the expression level of HPRT and beta-actin] of the different spliceosome components and
splicing factors in the liver of obese women with and without steatosis. B: Effect of hepatic steatosis on the expression of spliceosome components and splicing factors in the liver of obese women with different degrees of steatosis. Values represent the mean x SEM, Asterisks

Figure 5: Receiver operating characteristic (ROC) curve analysis to
determine the accuracy of the components of the splicing
machinery as test to discriminate between obese patients with or
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u|—) indicate values that significantly differ from Non-Steatosis values (t-test *p<0.05, **p<0.01, ***p<0.001).
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without liver steatosis [the closer the ROC curve is to the upper
left corner of the graphic (i.e., higher sensitivity and specificity),
the higher the overall accuracy of the marker used].

Figure 4: Correlations between the hepatic mRNA expression levels of splicing factors and spliceosome components and circulating levels of Glucose (A), GGT (B) and HDL (C) in
patients with steatosis. Correlation coefficients were calculated by Spearman s test.

In conclusion, the expression of specific splicing machinery components is significantly altered in the liver of obese patientswith hepatic
steatosis, wherein correlates with relevant clinical parameters.
Ongoing studies would clarify the potential pathological implications of these findings, which could help to predict a worsening in
steatosis, and may provide novel diagnostic biomarkers and therapeutic tools for this disease.

UIC

CONCLUSION

/ 1 .o - Pocter. - ...
GP131 - Obesity - Mercedes del Rio Moreno % IMIBIC » Ciberobn copal  LuEsy SessionOnlifie
UNIVERSIDAD b CORDOBA e AT CHICAGO

2

ECE2016 |- SRR po t9r®

T O | essionOnlin
MUNICH, GERMANY R : - n ,ne
18th EUROPEAN CONGRESS OF ENDOCRINOLOGY Rig .

Obesity

Poster
presented at:

ECE 2016

Mercedes del




