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Abstract

AIM: To analyze the features of clinical pathology and he-
reditary predisposition of primary colorectal cancer (CRC)
patients.

METHODS: A total of 594 primary CRC inpatients were
continuously investigated in our hospital and cooperation
hospitals. They were proved to be primary colorectal cancer
by histopathological examination. The following data of all
patients should be registered: sex, family history of
colorectal cancer, site, number and histological type of
primary cancer. Tumor sites were classified as proximal
colon to the splenic flexure, distal colon to the splenic flexure
and whole colorectum. Hereditary predisposition of CRC is
that CRC patients have two or more first- or second-de-
gree relatives (or both) with CRC. And hereditary predis-
position of malignant tumor is that CRC patients have two
or more first- or second-degree relatives (or both) with
malignant tumor. Hereditary nonpolyposis colorectal can-
cer (HNPCC) was diagnosed by any of Amsterdam criteria,
Amsterdam criteria II and Japanese criteria of HNPCC. CRC
patients were divided into seven groups by the age being
diagnosed.

RESULTS: The distribution of the age diagnosed as
colorectal cancer was not normal distribution. The me-
dian diagnosed age of CRC patients was 65.1 years. There
were more patients in -70 years group than other groups.
In age of 70 years before, the proportion of patients was
increasing with the increasing of age and more elder pa-
tients were found. But in more than 70 years old group,

the proportion of patients was decreased by the increasing
of patients’ age. Most of colorectal caner were located
distal to the splenic flexure, and rectal cancer was in 45.3%
patients. There was no correlation between tumor site
and the age in CRC (P >0.05). The most frequent histo-
logical type was adenocarcinoma (87.5%). In addition, the
proportion of mucoid adenocarcinoma and signet-ring cell
carcinoma were 8.2% and 5.2%, respectively. The pro-
portion of signet-ring cell carcinoma was higher in older
groups (P <0.05). As to the proportion of multiple primary
cancers, multiple primary CRCs, hereditary predisposition
of cancer and hereditary predisposition of colorectal cancer
were 13.1%, 10.1%, 17.2% and 5.2%, respectively. The
incidence of HNPCC diagnosed by Amsterdam criteria,
Amsterdam criteria 1I and Japanese criteria of HNPCC
were 0.5%, 2.9% and 2.4%, respectively. The correlation
had been found between the occurrences of multiple pri-
mary cancers and multiple primary CRCs with familial his-
tory of malignant tumors (P <0.05), and there were more
multiple primary cancers and multiple primary CRCs in
CRC patients with familial history of malignant tumors.
But obvious correlation was not found between the occur-
rence of multiple primary cancers and multiple primary
CRCs with familial history of CRCs (P >0.05).

CONCLUSION: Age of patients with colorectal cancer is
not normal distribution, and the proportion of elder pa-
tients with colorectal cancer becomes higher in all CRC
patients. Most of tumors locate distal to the splenic flexure
and adenocarcinoma is the most common histological type.
There are 17.2% colorectal cancer patients with hereditary
cancer predisposition. The occurrences of multiple primary
cancers and multiple primary CRCs are correlated with
familial history of malignant tumors.
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adenomatous polyposis, FAP)(S)ZH 2L FE 4G Ar 1IF 3 i
8. Amsterdam FrifE T AP REFEVEINERE
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&it 154 (25.9) 437 (73.6) 3(0.5) 269 (45.3)

X’=15.455, P=0.217; °X*=4.755, P =0.576.
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P 0.001 0.000
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P{E 0.110' 0.079*

'R PR P=0.165; ° RS R A LR EE P=0.115.
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2 A . TERAEIR A T, —60 % 20 it il 045 L
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