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Abstract Objective: To explore the relationship of CDH17 expression with clinico-pathological features and the correlation be-
tween the single nucleotide polymorphisms (SNPs) of CDH17 gene and genetic susceptibility of gastric carcinoma (GC). Methods: A
tissue microarray was performed to simulate the dynamic process of invasion and metastasis of GC. Immunohistochemical staining was
performed to detect the expression of CDH17 protein, and PCR-based LDR was performed to detect the 2 SNP loci (752514813 and
rs3214050) genotypes of CDH17 gene. Results: The expression of CDH17 protein in GC was more significantly up-regulated and
greatly increased in the intestinal type than in the diffuse type. The expression of CDH17 protein in GC was positively correlated with
the histological grading (P<0.01) and was not associated with the survival (P=0.209). With the progression of the cancer invasion, the
expression of CDH17 protein in GC showed a downtrend from the gastric mucosa layer to the invasive front edge. The frequencies of
the C and T alleles and the CC, CT, and TT genotypes at the CDH17 153214050 locus between the GC patients and the control groups were
significantly different (P<0.01). However, no significant differences were observed at 752514813 (P>0.05). The individuals with the T al-
leles had longer survival time than those with the CC genotype (P<0.01). Conclusion: The up-regulation of CDH17 expression is in-
volved in the maintenance of histological phenotype and progression of GC. Individuals with T alleles at the CDH17 rs3214050 locus
have decreased risk of GC and had better prognosis (OR=0.762, 95%CI:0.619-0.937), thereby suggesting that screening for these alleles
would help with the assessment of genetic susceptibility and prognosis of GC in the Fujian population.
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A. Negative CDH17 staining in normal gastric mucosa; B. Strong membranous CDH17 staining in the well-differentiated gastric carcinoma;C. Weak mem-

branous CDH17 staining in the poorly differentiated gastric carcinoma;D. Strong membranous CDH17 staining in lymph node metastasis carcinoma

B IE BRI K E 2T CDH 17 #55 (SPX400)

Figure 1  CDHI17 expression in normal mucosa and gastric cacinoma (SPx400)

®1 BREEEBHIRSHIRECOHITAIRIE

Table 1 Expression of CDH17 in normal mucosa and gastric carcinoma

CDH17 expression

Item n P
- + ++ 4+

Groups
Normal mucosa 370 339 21 10 0 <0.01
Gastric carcinoma 370 175 80 67 48

Gender
Male 270 127 55 48 40 0.43
Female 100 48 25 19 8

Age (years)
<60 177 83 45 30 19 0.55
=60 193 92 35 37 29

Localization
Cardia 91 37 22 15 17 0.07
Corpus 111 65 13 22 11
Antrum 168 73 45 30 20
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Table 1 Expression of CDH17 in normal mucosa and gastric carcinoma (continued )

CDH17 expression
[tem n P
- + ++ +++

Histologic grade

Well differentiated 33 6 8 10 9 <0.01
Morderately differentiated 145 57 34 32 22
Poorly differentiated 129 74 25 18 12
Mucinous carcinoma/ 63 38 13 7 5

signet-ring cell carcinoma

Depth of invasion

T, 86 40 25 14 7 0.61
T, 68 29 14 13 12
Ts 97 45 21 17 14
T, 119 61 20 23 15

Histological classification
Diffuse 117 79 21 12 5 <0.01
Intestinal 198 74 48 45 31
Mixed 55 22 11 10 12

Lymph node metastasis
Positive 221 104 44 43 30 0.63
Negative 149 71 36 24 18

*2 BERREBIEDCOHTIEAREETL

Table 2 Expression of CDH17 in four sites of advanced gastric carcinoma

CDH17 expression

Site n Average rank P
- + ++ +++
Mucosa 219 104 44 41 30 2.68
Center 219 119 32 38 30 2.57 <0.01
Front 219 150 31 30 8 2.02
Lymph node 219 94 49 44 32 2.73
1.01 Gastric carcinoma in mucosa
-
- B
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Figure 2 Relationship of CDH17 expression in gastric carcinoma in mucosa with the surviv-
0.07 . al of gastric carcinoma patients
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3 WEEENKEAZECOHIT AN SNPs L s F M EFFEREAENSH (%)
Table 3 Allele and genotype frequencies of CDH17 two SNPs loci in Han population of Fujian province , China (%)

SNP Frequencies of alleles Frequencies of genotypes

rs2514813 T (66.0) C (34.0) TT (42.5) CT (47.0) Cc (10.5)
rs3214050 C(73.3) T (26.7) CC (54.0) CT (38.8) TT (7.2)
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#4 CDH17 [ rs3214050 i s F i R E R F AR B RAR M BANDF (%)
Table 4 Allele and genotype frequencies of CDH17 SNP 53214050 locus in gastric carcinoma and the control groups (%)

Frequencies of alleles

Frequencies of genotypes

Groups n P
C T cC CT TT

GC 404 547 (67.7) 261 (32.3) 190 (47.1) 167 (41.3) 47 (11.6) <0.01
Control 467 685 (73.3) 249 (26.7) 252 (54.0) 181 (38.8) 34(7.2)

1.0 53214050

53 CC

0.8 =™ CT/TT
E
z
= 0.61
£
2 047
g
S

0.2 D113 53214050 N B R R 5 AR AT IR TR 55 R

Figure 3 Relationship of the rs3214050 genotype in gastric carcinoma with the survival of
0.0 . . . . . . + gastric carcinoma patients
0 20 40 60 80 100 120
Time (months)
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