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Abstract

Colorectal cancer (CRC) is one of the most com-
mon malignant tumors. Recent development in
molecular biology techniques, gene sequencing
and molecular diagnostics has led to the discov-
ery of some new prognostic markers in colorectal
cancer. So far, K-ras is a valid prognostic marker
that can be used in clinical practice. However,
many markers investigated suffer from technical
shortcomings, which result mainly from lack of
quantitative techniques to capture the impact of
molecular alterations. This paper gives an over-
view of recent advances in research of promising
biological prognostic markers in CRC, including
RHAMM, FOXP3" Treg, HSP27, PIK3CA, and
PTEN.
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wEME—RE
JE LR B T A B
LG, R&7F
. A REpS3.
bel-2. p21.
c-myc- k-ras¥ &
B & ik 5 CRCH
SEVE B

RO R ML YRR R R, 3 FcDNAJT A
A7 e B [R5, 349 T3l T 4 B A 5 4 IX 5
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nase, PI3K) & — 45 7 M i R A0 UL B 1k B 3 4L
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[, S T APBKsHF Ui 2, S H A0 I 3
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