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Abstract

AIM: To detect the expression of IL-22 and IL-17
mRNAs in peripheral blood mononuclear cells
(PBMCs) from patients with chronic hepatitis B
(CHB) infection and to analyze their significance
in the pathogenesis of CHB.

METHODS: Thirty-three patients with moderate
CHB, 21 patients with severe CHB, 16 patients
with liver failure, and 16 cirrhotic patients were
enrolled in the study. Ten healthy volunteers
were used as controls. RT-PCR method was
used to detect the expression of IL-22 and IL-17

mRNAs in PBMCs from these subjects.

RESULTS: IL-22 expression in PBMCs from pat-
ients with moderate CHB, severe CHB, or cir-

rhosis was comparable, but all was higher than
that from controls (P = 0.000). IL-22 expression
in PBMCs from patients with liver failure was
significantly lower than that from other three
groups of patients (P = 0.000). IL-17 expression
in PBMCs from four groups of patients was
higher than that from controls (P = 0.000). IL-17
expression in PBMCs from patients with liver
failure was slightly lower than that from other
three groups of patients, although no statistical

difference was found.

CONCLUSION: Down-regulation of IL-22 is
unfavorable to repair of hepatic cells after liver
injury. Up-regulation of IL-22 expression may
be important in alleviating liver damage. IL-17
levels in patients infected with HBV are in-
creased significantly. IL-17 may participate in
the inflammatory process in chronic HBV infec-
tion and play an important role in development
of liver fibrosis.
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