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Predictive value of IL-26 , HDAC3 and DFR for poor prognosis in patients with acute viral hepatitis”
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Abstract: Objective To investigate the predictive value of interleukin-26 (IL-26), histone deacetylase 3
(HDAC3) and D-dimer to fibrinogen ratio (DFR) for poor prognosis in patients with acute viral hepatitis
(AVH). Methods A total of 204 patients with AVH in the hospital from June 2022 to June 2024 were select-
ed as the observation group,and were divided into poor prognosis group and good prognosis group according to
the prognosis. A total of 204 healthy people who underwent physical examination in the same hospital during
the same period were selected as the control group. The levels of 11.-26 , HDAC3 and DFR were compared be-
tween the observation group and the control group. The baseline data, DFR,1L-26 and HDACS3 levels were
compared between the poor prognosis group and the good prognosis group. Multivariate lLogistic regression
was used to analyze the influencing factors of poor prognosis in patients with AVH. The receiver operating
characteristic (ROC) curve was drawn to analyze the predictive value of IL-26, HDAC3,DFR alone and their
combination for poor prognosis of AVH patients. Results The levels of IL-26, HDAC3 and DFR in the obser-
vation group were higher than those in the control group, and the differences were statistically significant
(P<C0.05). The proportion of patients with icterohepatitis, DFR and the levels of total bilirubin, IL.-26 and
HDACS3 in the poor prognosis group were higher than those in the good prognosis group,and the differences
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were statistically significant (P<C0. 05). Multivariate Logistic regression analysis showed that icterohepatitis,
increased DFR and increased levels of total bilirubin,11.-26 and HDAC3 were risk factors for poor prognosis in
patients with AVH (P<C0. 05). ROC curve analysis showed that the area under the curve (AUC) of 1L-26,
HDAC3,DFR alone and their combination for predicting poor prognosis of AVH patients were 0. 733,0. 751,
0.742,0. 858 respectively. The AUC of the combined three factors in predicting poor prognosis of AVH pa-
tients was greater than that of 11.-26, HDAC3,and DFR alone (P <C0. 05). Conclusion The levels of 11.-26,
HDACS3 and DFR are increased in patients with AVH,which are all closely related to poor prognosis.sugges-
ting that they may be used as potential prognostic indicators. The combination of 1L.-26 , HDAC3 and DFR can

help early identify patients with high risk of poor prognosis in patients with AVH.
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