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[ Abstract] Background and purpose: The E-cadherin as a pivotal structural protein is important for cellular
polarity and maintainance of normal tissue morphology and cellular differentiation. Recently some study investigated
the impact of the C/A genetic polymorphism at -160 from the site of the E-cadherin gene promoter on susceptibility in
NPC. To evaluate the association of the E-cadherin gene promoter -160 C/A single nucleotide polymorphism (SNP) and
nasopharyngeal carcinoma risk in a Chinese population, we designed a hospital-based case-control study. Methods:
Subjects included in this study were 303 patients definitely diagnosed with NPC, and 318 matched healthy controls. We
used TagMan Probe method for analyzing polymorphism. Results: The A/A genotype was associated with increased
risk of NPC after being adjusted for age and gender (adjusted OR=2.09, 95%CI: 1.03-4.22, P=0.04). When 2 gender
groups were analysed respectively, female group with A/A genotypes showed a higher risk (OR=7.57, 95%CI: 1.57-
36.47, P=0.012). Besides, among NPC patients compared with males A/A genotype, females with A/A genotype had a
significant risk(OR=2.66, 95%CI: 1.14-6.20, P=0.024). Conclusion: The A/A genotype of E-cadherin promoter -160 C/
A might be genetic risk factor for NPC, especially female patients.
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Allelic Discrimination Plot

Legend

! X Undetermined
* Allele X
2.8 * Both
: * Allele Y
e W NTC
¥,
23 :
.
¥ |
#
| | PGl
18 # A&
¥
Rl .
13
0.8
vl Ly
B 4 i 3
g:‘%M
0.3 T T

03 08 13 18 23 28 33
1 SUEEHSE
Fig. 1 Allelic discrimination

Blue point represents homozygous A/A; Red point represents homo-
zygous C/C; Green point represents heterozygous C/A.
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Fig. 2 Amplification plots of different genotypes
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A: Green line represents homozygous A/A; B: Red line represents

homozygous C/C; C: Including green line and red line represents
heterozygous C/A.
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Tab.1 General characteristics of cases and controls

Cases (n=303) Controls(n=318)

Characteristics (%) (%) P
Gender 0.734
Male 220 (72.6) 227 (71.4)
Female 83 (27.4) 91 (28.6)
Tumor size
T,-T, 124 (40.9)
Ty-T, 179 (59.1)
Lymph node metastasis
N,-N, 84 (27.7)
N,-N, 219 (72.3)
Distant metastasis
M, 262(86.5)
M, 41(13.5)
Clinical stage
-1 40(13.2)
Ir-1v 263(86.8)
Family history
Yes 48(15.8)
No 255(84.2)
Histological type
NKC' 290(95.7)
KScC? 7(2.3)
NACC® 3(1.0)
Adenocarcinoma 3(1.0)

': NKC, non-keratinizing carcinoma; *: KSCC, keratinizing squa-
mous cell carcinoma; *: NACC, nasopharyngeal adenoid cystic
carcinoma. Logistic regression analysis was employed to assess the
associations between genotype or allele distributions and the risk of

NPC.
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Tab. 2 Distribution of E-cad-160C/A polymorphism frequencies in cases and controls

Genotype Patients n(%) Controls n(%) Crude OR(95%CI); P Adjusted OR(95%CI); P
CcC 178(58.7) 178(56.0)
AC 99(32.7) 127(39.9) 0.78 (0.56-1.09); 0.145 0.78(0.56-1.09); 0.138
AA 26(8.6) 13(4.1) 2.00 (0.99-4.02); 0.051 2.09(1.03-4.22); 0.040
AC+AA 125(41.3) 140(44.0) 0.89 (0.65-1.23); 0.485 0.89(0.65-1.23); 0.492
C-allele 455(75.1) 483(75.9)
A-allele 151(24.9) 153(24.1) 1.05(0.81-1.36); 0.724 1.05(0.81-1.37); 0.690
# 3 E-cadEF-160 C/ASMES S
Tab.3 Association between E-cad-160C/A polymorphism and gender
Genotype  Male patients Male controls OR (95%CI)’ Female patients  Female controls OR (95%CI)" P
cC 132 128 46 50
AC 75 88 0.82(0.55-1.21)  0.313 24 39 0.67(0.35-1.28) 0.226
AA 13 11 1.15(0.50-2.67)  0.743 13 2 7.57(1.57-36.47) 0.012
AC+AA 88 99 0.85(0.58-1.25)  0.411 37 41 0.97(0.53-1.77) 0.925
C-allele 339 344 116 139
A-allele 101 110 0.93(0.68-1.26)  0.631 50 43 1.00(0.98-1.02) 0.773

Logistic regression analysis was employed to assess the associations between genotype or allele distributions and the risk of NPC. ": OR and

95%Cl, adjusted by age and gender.
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Tab.4 Analyses of E-cad-160C/A polymorphism for clinic characteristics in NPC patients

Characteristics Patients OR(95%CI) P
Gender Male Female

CcC 132 46

AC 75 24 0.93(0.52-1.64) 0.790

AA 13 13 2.66(1.14-6.20) 0.024

AC+AA 88 37 1.19(0.71-1.99) 0.503

C-allele 339 116

A-allele 101 50 1.41(0.94-2.10) 0.096
Clinical stage -1 l-1v

CcC 24 154

AC 11 88 1.26(0.59-2.69) 0.559

AA 5 21 0.56(0.19-1.67) 0.303

AC+AA 16 109 1.03(0.52-2.05) 0.923

C-allele 59 396

A-allele 21 130 0.87(0.51-1.50) 0.624
Tumor size T,-T, T,-T,

CcC 75 103

AC 41 58 1.04(0.63-1.71) 0.884

AA 8 18 1.48(0.60-3.64) 0.392

AC+AA 49 76 1.11(0.70-1.78) 0.660

C-allele 191 264

A-allele 57 94 1.15(0.79-1.69) 0.463
Lymph node metastasis No-N, N,-N;

CcC 52 126

AC 23 75 1.36(0.77-2.41) 0.293

AA 8 18 0.82(0.33-2.06) 0.674

AC+AA 31 93 1.22(0.72-2.06) 0.457

C-allele 127 327

A-allele 39 111 1.07(0.70-1.63) 0.756
Distant metastasis M, M,

CcC 155 23

AC 85 14 1.10(0.54-2.25) 0.798

AA 22 4 1.46(0.45-4.73) 0.532

AC+AA 107 18 1.16(0.60-2.26) 0.660

C-allele 395 60

A-allele 129 22 1.18(0.69-2.01) 0.541

Logistic regression analysis was employed to assess the associations between genotype or allele distributions and the clinical characteristics of

NPC patients.
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