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[ Abstract)

syndrome

Objective To explore the possible relationship between hereditary diffuse gastric cancer
(HDGC) and CDHI1 germline mutations by peripheral blood cell CDHI gene sequencing of 5 pa-
tients conforming to the clinical diagnosis of HDGC from North region in Guangdong. Methods 425 gastric
cancer patients were operated in our department from June 2010 to December 2016. Clinical features, espe-
cially the family history and pathology, of 5 patients conformed to HDGC according to the clinical criteria set
by International Gastric Cancer Linkage Consortium. No less than 2 ml peripheral blood was extracted from 5
patients, with DNA extracted and all exon code areas of CDH1 gene subsequantly sequenced. Results No
any pathogenic mutations of CDH1 exon code areas were detected in all patients. Conclusions The relation-
ship between CDH1 germline mutations and HDGC in North region of Guangdong is still unclear, with more
large—sample sequences required to detect the local feature.
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