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Prognostic value of low triiodothyronine syndrome on short-term prognosis of patients with acute-on-
chronic liver failure

DING Rui, ZHAO Hong, WANG Qi, FAN Ying, WANG Yan-bin, YAN Jie, ZHANG Ting, LIU Li-gai,
CHENG cheng, WANG Jing-jing, XIE Wen (Department of Hepatology Division 1, Beijing Ditan Hospital,
Capital Medical University, Beijing 100015, China)

Abstract: Objective To discuss the prognostic value of low triiodothyronine syndrome (LT;S) on short-
term prognosis of patients with acute-on-chronic liver failure (ACLF). Method A total of 75 ACLF patients
without primary thyroid dysfunction in Beijing Ditan Hospital, Capital Medical University from January 2017
to December 2017 were selected. The patients were divided into survival group (36 cases) and dead group (39
cases) according to their survival state during 90 days. Biochemistry indicators (ALT, AST, TBil, albumin,
globulin, lactic dehydrogenase, y-glutamyl transpeptidase, alkaline phosphatase, cholinesterase, total bile acid,
total cholesterol, C-reactive protein, serum creatinine and serum natrium), coagulation indicators (international
normalized ratio and prothrombin time activity), with or without LTS, thrombocyte, MELD scores and
complications related to ACLF (ascites, hepatic encephalopathy, hepatorenal syndrome and gastrointestinal
bleeding) were compared between the two groups and the relationship between LTS and prognosis was
also analyzed. Results The differences of albumin, alkaline phosphatase, total bile acid, C reaction protein,
prothrombin activity, MELD score, LT,S, hemorrhage of digestive tract, hepatic encephalopathy and hepato-

renal syndrome were statistically significant between survival group and death group (P < 0.05). COX
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survival analysis showed that prothrombin activity (HR = 0.345, 95%CI: 0.159~0.751), C reaction protein
(HR =1.028, 95%CI: 1.013~1.043), LT,S (HR = 1.113, 95%CI: 1.045~1.186), MELD score (HR = 1.1033,
95%CI: 1.039~1.170) and hepato-renal sydrome (HR = 1.008, 95%CI: 1.003~1.013) were independent
factors for 90 days of death in patients with ACLF, among which prothrombin activity was the protective

factor (P = 0.007), C reaction protein, MELD score, LT;S and hepato-renal sydrome were risk factors (P =

0.001). Conclusion LTS is one of the important events of evaluating the prognosis of patients with ACLF.
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