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Abstract

AIM: To investigate expression alteration of
human mut-s homologue 2 (hMSH2) and
PTEN in sporadic colorectal carcinoma (SCC)
and thereby to elucidate their relationship and
clinical significance.

METHODS: Expression levels of hMSH2 and
PTEN were detected using immunohistochem-
istry in 42 cases of SCC, its corresponding adja-
cent tissues (3 cm away from cancerous tissues),
distal tissues (from cancer > 10 cm) and 15 cases
of normal colorectal tissues. The expression lev-
els of hMSH2 and PTEN protein were analyzed
using Western blot in 42 cases of SCC and its
corresponding distal controls.
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RESULTS: Both negative expression of hMSH2
and PTEN were higher in SCC than in adjacent
tissues, distal tissues or normal colorectal tissues
(Frvsiz = 7-967, % ’pren = 11.667, both P < 0.05).
PTEN protein expression was positively cor-
related with tumor differentiation (r, = 0.727 P <
0.05) and negatively correlated with Dukes stage,
invasive depth, lymph node metastasis and liver
metastasis(r, = -0.727, -0.718, -0.718, -0.535, all P
< 0.05). No significant correlation was observed
between hMSH2 protein expression and SCC
pathological features. There was a positive corre-
lation between of the hMSH2 and PTEN protein
in SCC (r, = 0.679, P < 0.05). Compared with the
corresponding distal tissues, there were 25 cases
of (59.52% 25/42) lower expression of hMSH?2
protein and 19 cases (45.24% 19/42)of lower ex-
pression of PTEN protein in SCC.

CONCLUSION: PTEN protein expression is
correlated with clinic and pathological features.
The expression deletion of mismatch repair
protein hMSH2 accompanied by down-regu-
lated PTEN protein expression occur in SCC
development.

Key Words: Sporadic colorectal carcinoma; hMSH2;
PTEN; Immunohistochemistry; Western blotting
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