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[ ABSTRACT] BACKGROUND & AIM: To investigate the expression of early growth response gene-1 (Egr-1 gene) and
PTEN in esophageal epitheliosis and carcinogenesis, and the relation with the development of esophageal carcinoma.
MATERIAL AND METHODS: Egr-1 and PTEN protein expression in 86 fresh tissue specimens, including esophageal mucosa
above the upper surgical margin, carcinoma in situ and mucosa adjacent to tumor, were studied using
immunohistochemical EnVision two step method. RESULTS: Egr-1 and PTEN protein were expressed in normal,
proliferating and transformed malignant cells of esophageal epithelium. The expression of PTEN protein showed a different
distribution pattern to that of Egr-1.The Egr-1 protein expression rose gradually and PTEN protein expression decreased
gradually. CONCLUSION: Egr-1 and PTEN protein expression changes were closely related to the malignant transformation
of esophageal epithelium. FEgr-1 expression up-regulation and loss of PTEN expressions may be favorable markers and an
early diagnostic indicator in patients with esophageal carcinoma.
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Figure 1 THC staining of Egr-1 protein in four tissues types. a:
Normal epithelium x 400; b: Simple hyperplasia x 400; c: Atypical
hyperplasia x 400; d: Carcinoma in situ x 200.
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Figure 2 [IHC staining of PTEN protein in four tissues types. a:
Normal epithelium x 400; b: Simple hyperplasia x 200; c: Atypical
hyperplasia x 200; d: Carcinoma in situ x 200.
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Table 1 Expression of Egr-1 in esophageal carcinogenesis

Histological types n + + + + + + Positive rate( x 107?)
Normal 20 2 0 0 10.0

Simple hyperplasia 35 12 2 0 40.0

Atypical hyperplasia 43 7 13 18 88.4"

Carcinoma in_situ 8 1 1 0 25.0

Compared with the simple hyperplasia group, %* test, * P <0.01.
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Table 2 Expression of PTEN in esophageal carcinogenesis

Histological types n + ++ + + + Positive rate( x 107?)
Normal 20 2 5 11 90.0
Simple hyperplasia 35 3 8 16 77.1
Atypical hyperplasia 43 9 7 2 41.9°
Carcinoma in_situ 8 2 1 0 37.5
Compared with the simple hyperplasia group, X* test, * P <0.01.
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