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[ Abstract] Objective To investigate the adrenocortical function and other laboratory parameters

Zhao Junyan', YangZhiyun®’, Liu Jigin’, Zhao Rui'.

in patients with type B posthepatitic cirrhosis, and to investigate the relationship between adrenal
Methods Total of 50 cases with

type B posthepatitic cirrhosis were divided into two groups as with or without Al according to their serum

insufficiency (Al) and clinical characteristics and laboratory parameters.

corticosteroid levels. The Child-Pugh grades, scores and laboratory parameters of all patients were evaluated,
respectively. Results Child-Pugh grades and scores of 13 cases with type B posthepatitic cirrhosis
complicated with Al were higher than those cases without Al ( P all < 0.05). The levels of albumin and
high density lipoprotein-cholesterol (HDL-C) were lower, but the level of total bilirubin were significantly
higher in the cases with AI (P all < 0.05). In addition, coagulopathy was more frequent in the cases with
Al Conclusions The patients with type B posthepatitic cirrhosis with Al have worse liver function. The
coagulopathy an lower HDL-C level may involved in the genesis of AL
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