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Abstract

AIM: To investigate insulin secretion pattern in
post-hepatitis B cirrhosis patients with abnormal
glucose metabolism.

METHODS: Ninety-seven patients with post-
hepatitis B cirrhosis were divided into three
groups based on oral sugar tolerance test
(OGTT): normal glucose tolerance (NGT)
group, impaired glucose tolerance (IGT)
group, and diabetes mellitus (DM) group. A
normal control group comprised 30 healthy
individuals. Insulin release, c-peptide release,
insulin sensitivity (IS) and HOMA B-cell func-
tion index (HBCI) were measured and com-
pared.

RESULTS: Increased serum insulin was ob-
served in the NET group and IGT group. De-
creased IS was observed in the NGT group, IGT
group and DM group. The level of HBCI was
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significantly lower in the DM group than in the = %% % #
other groups (g = 3.89, 5.02, 4.07, 5.09, 7.72 and

3.80, respectively; all P < 0.05 or 0.01).

CONCLUSION: Patients with post-hepatitis
B cirrhosis show increased serum insulin and
decreased IS. The insulin secretion in B cells is
slightly affected in post-hepatitis B cirrhosis pa-
tients with NGT or IGT, but obviously decreased
in post-hepatitis B cirrhosis patients with hepa-
togenic DM.
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