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Abstract

AIM: To determine methylation status of
RASSF1A, p16, SOCS-1 and hMLH1 genes and
explore the roles of their concurrent methylation
in the carcinogenesis of pancreatic cancer.

METHODS: DNA in pancreatic cancer and can-
cer-adjacent tissues was extracted by saturated
NaCl method. The methylation status of these
genes was detected by methylation-specific
polymerase chain reaction (MSP).

RESULTS: The methylation rates of RASSF1A,
p16, SOCS-1 and hMLH1 were 36.4%, 13.6%,
13.6% and 4.5% in cancer-adjacent tissues and

59.1%, 40.9%, 31.8% and 18.2% in pancreatic can-
cer, respectively. The methylation rate of p16 in
pancreatic cancer was significantly higher than
that in the cancer-adjacent tissues (x* = 4.13, P <
0.05). Two or more genes concurrent methyla-
tion was found in 45.5% pancreatic cancer, sig-
nificantly higher than that in the cancer-adjacent
tissues (9.1%, xz =7.33, P <0.01). No methylation
of these genes was found in 31.8% pancreatic
cancer.

CONCLUSION: Multiple genes concurrent meth-
ylation is an early event in some cases of pancre-
atic cancer, in which it plays an important role.
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