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Comparison and Application of Screening Methods for

Colorectal Cancer Associated with Lynch Syndrome

Z0OU Cancan, TANG Yi, LI Qingshu, XIAO Ming, LI Ming, YANG Lian, LI Xian, WANG Yalan
(Department of Pathology, the First Affiliated Hospital of Chongqing Medical University, Chongqing 400016, China)
Abstract: [ Purposes]To compare the advantages and limitations of the current screening methods of Lynch syndrome-related colorec-
tal cancer for better application. [ Methods]The screening methods of Lynch syndrome-related colorectal cancer were compared and
summarized in the form of review. [Findings]The advantage of immunohistochemical detection method is that the technology is rela-
tively simple and inexpensive, suitable for any organization and can detect cases of microsatellite instability test failure; The limita-
tion is that the results may be affected by various biological and technical factors, and the heterogeneity of staining may bring diffi-
culties to the doctor, and there may be false positive results. The advantage of the microsatellite detection method is that the results
are easier to interpret and easier to repeat. The disadvantages are that the detectable tissues are not universally applicable, the analy-
sis requires normal tissues for comparison, and there may be false negative or false positive results. DNA sequencing is the only
method of diagnosis of Lynch syndrome, but it is expensive and time- consuming. [ Conclusions]Several screening methods have
their own advantages and disadvantages and complement each other. Correct understanding is conducive to correct selection and thus

improve the screening rate of Lynch syndrome.

Keywords: Lynch syndrome-related colorectal cancer; clinicopathological features; comparison of screening methods
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