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Abstract

AIM: To explore the expression of CASP9
in colon cancer, and single nucleotide
polymorphism (SNP) distribution of CASP9 gene
in colon cancer patients and normal individuals.

METHODS: Reverse transcription-polymerase
chain reaction (RT-PCR) was used to detect the
expression of CASP9 gene in 170 colon cancer
patients and their corresponding normal colon
tissues. We analyzed the genotype of rs1052576
in CASP9 gene in 170 colon cancer patients and
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100 normal people by PCR-restriction fragment
length polymorphism (PCR-RFLP). The SNP
genotype frequency and allele frequency in
patients and normal controls were analyzed by
legally constituted authority statistical method.

RESULTS: In comparision with that in normal
colon tissues, CASP9 gene expression was obvi-
ously down-regulated in 47% (80/170) colon
cancer tissues (P < 0.05). The genotype and al-
lele frequencies of rs1052576 located at exon 5 of
CASP9 gene had significant difference between
the two groups, and the G allele frequency in
colon cancer patients was higher than that in the
healthy controls (y° = 9.99, P = 0.001). The gene-
type frequency of rs1052576 in cancer patients
was associated with the histological differentia-
tion (5° = 15.8, P = 0.003).

CONCLUSION: CASP9 gene expression is
down-regulated in colon cancer, and the G allele
of rs1052576 in CASP9 gene is associated with
the carcinogenesis of colon cancer.

Key Words: Colon Cancer; CASP9 gene; Single nu-
cleotide polymorphism; Polymerase chain reaction
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750 bp
500 bp B-actin

250 bp CASP9

1.09 0.42 0.98 0.43 0.65 0.20
CASP9/B—actin (JLJE)
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5: S I A GBI, 2, 4, 6: S5[Z LR,
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