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Abstract

AIM: To investigate the expression and clinical
significance of high mobility group box-1 protein
(HMGB1) mRNA in chronic hepatitis B.

METHODS: The expression of HMGB1 mRNA
was detected in peripheral blood mononuclear
cells (PBMCs) of 54 patients with chronic
hepatitis B and 10 normal controls by reverse
transcription-polymerase chain reaction (RT-
PCR). The levels of plasma tumor necrosis
factor-a (TNF-a) and lipopolysaccharide
(LPS) were measured by enzyme linked
immunosorbent assay (ELISA) simultaneously.
The levels of total bilirubin (TBIL) prothrombin
time activity percentage (PTA) were examined
by biochemical methods.

RESULTS: HMGB1 mRNA expression was
significantly increased in severe hepatitis
patients in comparison with that in chronic

www. wjgnet.com

hepatitis B patients and normal controls
(0.89+0.06 vs 0.70+0.10, 0.58+0.08, P <0.01).
Marked difference also existed between the
latter two (0.70+0.10 vs 0.58+0.08, P <0.01). Of
the 23 patients with chronic severe hepatitis,
the HMGB1 mRNA levels in 11 unrecovered
patients were notably higher than those in 12
recovered patients (0.93+0.04 vs 0.85+0.05, P
<0.01). Of the 12 recovered patients, the levels
of HMGB1 mRNA were significantly decreased
in the stage of recovery as compared with those
in the stage of onset (0.72+0.07 vs 0.85+0.05,
<0.01). There was positive correlation among
HMGB1 mRNA expression and plasma LPS,
TNF-o and TBIL (v = 0.74, 0.64, 0.71 respectively,
P<0.01) and negative correlation between
HMGB1 mRNA expression and PTA (r =-0.82, P
<0.01).

CONCLUSION: HMGBI plays an important role
in the pathogenesis of chronic hepatitis B, and
HMGB1 mRNA level is closely associated with
the condition the disease.
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