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Abstract

AIM: To investigate the roles of Survivin, P16
and Retinoblastoma (RB) protein expression
in the occurrence and progression of primary
gallbladder carcinoma (PGC).

METHODS: Immunohistochemistry was used
to detect the expression of Survivin, P16 and RB
in 46 cases of PGC tissues, 22 cases of cancer-
adjacent tissues and 19 cases of benign lesions.

RESULTS: The positive rates of Survivin, P16
and RB expression in PGC tissues were 69.6%
(32/46), 47.8% (22/46) and 71.7% (33/46), re-
spectively, significantly different from those in
the benign (0%, 73.7%, 94.7%) and cancer-adja-
cent (0%, 95.4%, 95.4%) tissues (P < 0.05 or P <
0.01). P16 expression was negatively correlated
with Survivin and RB expression (r = -0.691, P
< 0.01; r = -0.6556, P < 0.01). The positive rate
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of Survivin expression in P16/RB-deleted cases
was 93.8%, significantly higher than that in P16/
RB-positive ones (x* = 9.228, P < 0.01). Survivin
expression was also correlated closely with the
differentiation degree (P = 0.003), invasion depth
(P = 0.003) and lymph node metastasis (P = 10°),
while loss expression of P16 was correlated
closely with the tumor invasion depth (P = 0.04)
and lymph node metastasis (P = 0.001).

CONCLUSION: P16/RB deletion in combination
with high Survivin expression might be one of
the critical pathways in PGC carcinogenesis, and
high expression of Survivin and loss expression
of P16 are correlated closely with tumor inva-
sion and metastasis.
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