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Abstract

AIM: To observe the expression of Epstein-Barr virus
latent membrane protein(EBV-LMP) in different types
of intestinal metaplasia(IM), and to explore its relation
with H pylori infection.

METHODS: One hundred and seventy-one patients
with IM were diagnosed using HE staining, and 30 nor-
mal cases were selected as controls. HID-AbpH2.5-
PAS mucoprotein histochemical staining and SP histo-
chemical staining were used to determine the subtypes
of the IM and EBV-LMP, respectively. H pylori infection
was examined by HE staining, # py/ori-DNA poly-
merase chain reaction, and enzyme linked immunosor-
bent assay.

RESULTS: There was no expression of EBV-LMP in
the normal gastric mucosa, while the positive rate of
EBV-LMP in the IM ones was 33.3% and the EBV-LMP
was mainly stained in the cell nuclei. The expression

of EBV-LMP in the IM mucosa was significantly higher
than that in normal ones(”P = 0.000187). The rate of #
pylori infection was 63.7% in the IM mucosa, which was
correlated with IM (r,= 0.275, P = 0.000755). The rate
of H pylori infection in the IM mucosa with EBV-LMP
expression was 63.2% (36/57), which was significantly
higher than that in normal mucosa(” = 0.000445). H py-
Jori infection was significantly related to the expression
of EBV-LMP in the IM mucosa (r,.=0.522, £ = 0.000001).

CONCLUSION: EBV-LMP is expressed in IM mucosa,
and latent infection of EBV exists in some of them. The
expression of EBV-LMP is significantly higher in each
subtype of the IM mucosa than that in the normal ones.
H pylori expression is correlated with the expression of
EBV-LMP in IM mucosa.
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