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Abstract

AIM: To study the relationship between
abnormal glycometabolism and ultra-sensitive
C-reactive protein (hsCRP) in non-alcoholic
fatty liver (NAFLD).

METHODS: One hundred and ninety-one
NAFLD patients were divided into normal glu-
cose metabolism group and abnormal glucose
metabolism group according to the oral glucose
tolerance test (OGTT). Their serum hsCRP levels
were measured.

RESULTS: The serum hsCRP levels in the ab-
normal glucose metabolism group were higher
than those in the normal glucose metabolism
group(4.01 = 1.45 vs 0.96 £ 0.41, P < 0.01), which
were positively correlated with the glucose tol-
erance (r = 0.74, P < 0.01).

CONCLUSION: Serum hsCRP levels are related
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with abnormal glycometabolism in NAFLD pa-
tients.
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