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ABSTRACT Objective: To study the clinical significance of E-cadherin in predicting the recurrence of gastric cancer after curative
resection. Methods: We studied 259 patients, including 115 patients inrecurrent group and 144 patients in non-recurrent group, who
suffered gastric or gastroesophageal junction cancer after radical resection in our hospital from January 2006 to July 2010, the expression
of E-cadherin in gastric cancer patients with recurrence and non-recurrence after radical resectionby were detected by
immunohistochemistry and the correlation between abnormal expression of E-cadherin and gastric cancer recurrencewere analyzed.
Results: There were significant differences of E-cadherin expression between normal gastric tissues and gastric cancer tissues (P<0.05);
the E-cadherin expression of gastric cancer tissues of recurrent and non-recurrent patients with gastric cancer after surgery also had
significant differences (P<0.05). Abnormal E-cadherin expression was significantly associated with the depth of invasion, lymph node
metastasis and TNM staging of patients with gastric cancer (P<0.05); Univariate Logistic regression analysis showed that abnormal
expression of E-cadherinwas correlated with the recurrence of gastric cancer after surgery (P=0.039, RR=1.711, 95% CI=1.486-1.970).
Conclusion: The abnormal expression of E-cadherin may be associated with the recurrence of gastric cancer after curative resection.
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Table 1 Comparison of the general clinical information between recurrent

and non-recurrent patients after radical resection of gastric cancer

Non-recurrent

Recurrent group P value*
group
Age(year) (meant SD) 58+ 4.3 57+ 5.4 0.784
Median ages(year) 59 59
Gender 0.781
Female n(%) 84(73.0) 102(70.8)
Male n(%) 31(27.0) 42(29.2)
depth of invasion (pT) ** n(%) <0.01
pTl1 7(6.1) 44(30.6)
pT2 32(27.8) 43(29.9)
pT3 61(53.0) 48(33.3)
pT4 15(13.0) 9(6.3)
lymphaticnode metastasis (pN)** n(%) <0.01
pNO 18(15.7) 57(39.6)
pNI 19(16.5) 35(24.3)
pN2 21(18.3) 29(20.1)
pN3 57(49.6) 23(16.0)
TMN stage** n(%) <0.01
IA+IB(T2NO) 18(15.7) 52(36.1)
II+IB(TIN1) 27(23.5) 47(32.6)
I 63(54.8) 45(31.3)
v 7(6.1) 0(0)

*Note: Age, sex, the P value using t test, the rest by chi-square test;**
reference of Version 2 2013 NCCN guidelines AJCC gastric cancer TNM
staging.
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Fig. 1 Comparlson of the expression of E-cadherin between normal

tissue adjacent to gastric cancer, carcinoma tissue of recurrent and

non-recurrent patients with gastric cancer after radical resection (200% )
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Table 2 Comparison of the expression of E-cadherin between Normal

gastric tissue and Carcinoma tissue

Gastric carcinoma tissue

Normal  Carcinoma  Carcinoma
gastric tissue of tissue of
. Total
tissue recurrent non-recur-
patients rent patients
Positiveexpression(n) 187 50 19 69
Negativeexpression(n) 72 94 96 190
Rate of 72.2 347 16.5 27.6

Negativeexpression(%)

*3 ERASKERAZEREZRRE. HEEERBH B TNM 53HIH E-cadherin 55 RixHELER

Table 3 Comparison of the abnormal expression of E-cadherin between recurrent and non-recurrent patients after radical resection

of gastric cancerwith different pT, pN and pTNM stages

Recurrent group Non-recurrent group P value**
Depth of invasion (pT) %* (n) 0.0429
pT1 71.4(5/7) 45.5(20/44) 0.0003
pT2 78.1(25/32) 51.2(22/43) 0.0001
pT3 83.6(51/61) 89.6(43/48) 0.3083
pT4 100(15/15) 100(9/9) 1
Lymphatic node metastasis(pN) %* (n) 0.0495
pNO 77.8(14/18) 47.3(27/57) 0.0001
E-cadherin pN1 68.4(13/19) 51.4(20/35) 0.0209
pN2 80.9(17/21) 86.2(25/29) 0.4464
pN3 91.3(52/57) 95.6(22/23) 0.4068
TMN stage(pTNM) %* (n) <0.01
IA+IB(T2NO0) 55.6(10/18) 40.4(21/52) 0.0472
II+IB(TIN1) 81.5(21/27) 68.0(33/47) 0.0332
I 93.6(58/63) 84.4(39/45) 0.04
v 100(7/7) 0(0) -

*Note: The ratio means the proportion of recurrence or non-recurrence patients accounted for each group respectively;**P values is calculated by the ratios,

using the chi-square test.
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Table 4 Univariate logistic analysis of the risk factors of recurrence of

gastric cancer after curative resection

Recurrent rate RR
%) P value* (95%Cl) **
Age 0320  2.33(0.64-8.54)
< 60y 45.2(62/137)
>60y 43.4(53/122)
Gender 0.812  2.79 (0.77-10.04)
Female 45.2(84/186)
Male 42.5(31/73)
depth of invasion 0.006  11.0(2.00-60.5)
pTl1 13.7(7/51)
pT2 42.7(32/75)
pT3 56.0(61/109)
pT4 62.5(15/24)
lymphaticnode metastasis 0.024  8.25(1.33-51.2)
pNO 24.0(18/75)
pN1 35.2(19/54)
pN2 42.0(21/50)
pN3 71.3(57/80)
TMN stage <0.001  12.0(2.70-53.3)
IA+IB(T2NO) 25.7(18/70)
I+IB(TIN1) 36.5(27/74)
I 58.4(63/108)
v 100(7/7)
E-cadherin expression 0.039  1711(1486-1970)

abnormal expression 50.5(96/190)

normal expression 27.5(19/69)

*Note:Significant difference were determined with p<0.05;**RR: relative

risk, CI: confidence interval.
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