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Abstract

AIM: To investigate the clinical significance of
expression of PIK3CA, PIK3CB and proteins
associated with multidrug resistance (MDR)
in colorectal cancer (CRC) and to analyze their
correlations.

METHODS: Immunohistochemistry was employed
to detect the expression of PIK3CA, PIK3CB,
multidrug resistance-1 (MDR-1), lung cancer
resistance protein (LRP), glutathione-S-
transferase n (GST-rt), and DNA topoisomerase
Il (Topo II) in 316 CRC specimens. Patients
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were followed annually by telephone or at an
outpatient clinic.

RESULTS: The overexpression rates of MDR-1,
LRP, Topo II, and GST-r in CRC were found to be
72.78%, 70.89%, 77.53%, and 76.58%, respectively.
Correlation analysis showed that PIK3CA and
PIK3CB expression exhibited a positive correlation
with MDR-1, LRP, and GST-n expression (r =
0.288, 0.128, and 0.197, respectively; P < 0.05).
PIK3CA and PIK3CB expression was correlated
with the degree of tumor differentiation and
lymph node metastasis (P < 0.05). Kaplan-Meier
analysis revealed that the 5-year survival rate
was significantly correlated with lymph node
metastasis, positive expression of PIK3CA and
PIK3CB, and negative expression of GST-r and
MDR-1. Multivariate analysis revealed that GST-n
and MDR-1 expression and lymph node metastasis
could serve as independent predictive factors of
overall survival.

CONCLUSION: The expression of both PIK3CA
and PIK3CB is increased and related to the
development and progression of CRC and MDR.
The combined detection of PIK3CA and PIK3CB
is of great significance for prognostic evaluation
and therapy optimization in patients with CRC.

© 2015 Baishideng Publishing Group Inc. All rights
reserved.
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