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Fig 1 MSI at P53 loci in colorectal carcinomas

M: Standard DNA; N: Normal tissue; T Carcinomas
Group 1,3 with M SI, group 2 without M SI

Tab 1 Relationship between MSI and dinicopathological parameters in colorectal carcinomas
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Group 1,2 with M SI

Clinicopathological

characteristics M ST M ST (1 loci) MSt & 2loci) Total
Gender
male 19 3 7 29
female 12 4 11 27
Age(xE ) 52 4+ 14. 0 51.3F 16. 1 52 65 10. 6
Location
left colon 23 4 3 30
right colon 8 15 26
Size
< 5 0cm 16 10 29
> 5 0cm 15 4 8 27
Hstological type
well differentiated 11 0 2 13
moderately differentiated 14 2 6 22
poorly differentiated 3 4 8 15
mucinous 3 1 2 6
Dukes,stage
A 8 0 1 9
B 8 3 11 2
C 10 4 5 19
D 5 0 1 6
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Role of microsatellite instability in occurrence of colorectal carcinoma

and its prognostic significance

Yan Xiaochu, Chen Yisheng, Liu Fengxuan, Luo Yuanhui, Lu Rong ( Department of Pathology. Southwest Hospital,

Third Military Medical University, Chongqging, 400038)

Abstract Objective: To explore therole of microsatellite instability (M SI) in the occurrence of colorec—

tal carcinoma and the relationship between M SI and prognosis of the carcinoma. Methods: M SI at 6 loci of
D18S34, D17S799, D5s409, TCF-=2, P53 and Rb in 56 cases of colorectal carcinoma were detected with

RCR-SSLP. Results: The total positive rate of M SI was 44. 64%

. The 3-or 5-year survival rate was higher

in the cases with M SI than in those without. Conclusion: M SImay be another molecular mechanism of occur—

rence of colorectal carcinoma. The cases of colorectal carcinoma with M ST have better biological behavior and

outcome Therefore, the detection of M SI might be useful for prediction of the prognosis of colorectal carci—

noma-
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