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Abstract

Gastric carcinoma is one of the most common
malignancies worldwide and remains the
third leading cause of cancer death in both
sexes worldwide. Phosphatase of regenerating
liver 3 (PRL-3) is a tyrosine phosphatase that
has been reported to be overexpressed in
gastric tissues and play an important role in
lymphatic metastasis and peritoneal metastasis
of gastric carcinoma. It has also been reported
that PRL-3 has a negative relationship with
the prognosis of gastric carcinoma patients.
More and more researchers have focused on
the regulatory mechanism of PRL-3 in gastric
carcinoma, aiming to elucidate the possible
pathway and influencing factors. However,
the exact mechanism of PRL-3 in promoting
lymphatic metastasis, peritoneal metastasis
and recurrence of gastric cancer is unknown.
This paper will review the role of PRL-3 in
gastric carcinoma with regard to its structure,
function and possible mechanism in gastric
carcinoma development.

© 2016 Baishideng Publishing Group Inc. All rights
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