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Expression of ARH | and E-cadherin Proteins in Papillary

Thyroid Carcinoma and Its significance
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Abstract: [ Purpose ] To investigate the expression of ARH I and E-cadherin proteins in papillary
thyroid carcinoma (PTC) and its significance. [Methods ] Fifty-six cases with PTC pathologically
proved were enrolled,and their matched normal thyroid tissue (beyond 2.0cm from the tumor edge)
as control group. Expression of ARH | and E-cadherin was detected by immunohistochemical stain-
ing. [Results] The expression of ARH I and E-cadherin in PTC were significantly lower than those
in normal thyroid tissue (48.2% vs 80.4% ,51.8% vs 91.1% ,all P <0.05). Expressions of ARH I and
E-cadherin were all related to tumor size , TNM staging and lymph node metastasis of PTC. There was
a negative correlation between the ARH I and E-cadherin expression in PTC  (Kappa=0.287,P=
0.023).[ Conclusions ] ARH I and E-cadherin proteins are low-expression in PTC. They may play an
important role in carcinogenesis, progress ,invasion and lymph node metastasis of PTC.
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Table 1 The expression of E-cadherin in PTC and
normal thyroid tissue

Positive 2
Group expression(%) X P
Normal thyroid tissue 56 51(91.1)
21.18 0.0032
PTC 56 29(51.8)

Table 2 The expression of ARH | protein in PTC and
normal thyroid tissue

Positive expres- 2
Group N sion(%) P
Normal thyroid tissue 56 45(80.4) 12.60 0.0047
PTC 56 27(48.2) ’ ’
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Figure 1 The expression of E-cadherin in PTC Figure 2 The expression of E-cadherin
(20x) in normal thyroid tissue (20x )

Figure 3 The expression of ARH [ protein in PTC Figure 4 The expression of ARH [ protein in
(20x) normal thyroid tissue (10x)

Table 3 The relationships between ARH | ,E-cadherin expression and clinicopathological features of PTC

Pathological index N E-cadherin SR
Positive expression(%) X P Positive expression(%) X P
Age (year)
<45 31 15(48.3) 0323  0.182 17(54.8) 1217  0.118
=45 25 14(56.0) 10(40.0)
Gender
Male 22 11(50.0) 0.054  0.208 12(54.5) 0.582  0.192
Female 34 18(52.9) 15(44.1)
Tumor size(cm)
<1 34 23(67.6) 8.72  0.002 21(61.8) 6.359  0.017
=1 2 6(27.2) 6(27.3)
TNM stage
[~1 41 25(61.0) 5.177  0.019 24(58.5) 6.526  0.013
I~V 15 4(13.3) 3(20.0)
Lymph node metastasis
No 45 27(55.6) 6.193  0.018 25(55.6) 4942  0.021
Yes 11 2(18.1) 2(18.1)
Multiple
Unilateral 47 23(49.047) 0.3724  0.180 25(53.2) 1.790  0.074
Bilateral 9 4(44.4) 2(22.2)
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Table 4 The relationship between the expression of E-cadherin

and ARH | in PTC
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