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[ Abstract] Objective To investigate the altered states of CD40 expression on
monocytes and serum-soluble CD40L levels in different stages of patients with acute-
on-chronic liver failure ( ACLF) and their clinical prognosticating value in patients
with ACLF. Methods Patients with ACLF (n =25), chronic hepatitis B( CHB)
(n=28), liver cirrhosis (LLC) (n =13) and healthy controls (HC) (n =20) were
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studied and CD40 expression on monocytes were detected by fluorescence activated
cell sorting ( FACS). Serum-soluble CD40L was measured by enzyme-linked immu-
nosorbent assay ( ELISA). Results Compared with healthy controls, the levels of
CD40 expression on monocytes in patients with chronic hepatitis B, liver cirrhosis and
ACLF were gradually increased, especially in the early stage of ACLF. The concentra-
tion of serum-soluble CD40L level in ACLF early-stage was significantly higher than
HC,CHB and LC and ACLF late-stage. CD40 expression and serum-soluble CD40L
level in dead patients were significantly higher than those survived in early and late
stages of ACLF. Conclusions An altered level of serumr-soluble CD40L and CD40
expression might be closely related to the severity of ACLF and may be valuable prog-
nostic markers for survival in patients with ACLF.
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