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THE SIGNIFICANCE OF EXPRESSION OF hTRT AND C-myc IN ESOPHAGEAL EPITHELIOSIS AND
CARCINOGENESIS
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[ Abstract] Purpose: To investigate the expression of human telomerase reverse transcriptase (hTRT) and C-myc in
esophageal epitheliosis and carconogenesis, and their relation to the development of esophageal carcinoma. Meth-
ods: Telomerase hTRT and C-myc protein expression in 70 fresh tissue specimen, including esophageal mucosa
above the upper surgical margin, carcinoma in situ and mucosa adjacent to tumor, were detected using immuno-
histochemical method. Results: hTRT and C-myc protein were expressed in proliferating and transformed malignant
cells of esophageal epithelium. The expression of C-myc protein showed a similar distribution pattern to that of
hTRT. Conclusion: Telomerase hTRT and C-myc protein expressions are closely related to the malignant transfor-
mation of esophageal epithelium. The reactivated telomerase and up-regulated C-myc may play a crucial role in the
development of esophageal carcinoma.
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Table 1. Expression of hTRT in esophageal carcinogenesis.

Histological types n + ++  +++ %
Normal 20 0 0 0
Simple hyperplasia 23 7 4 0 47.8
Atypical hyperplasia 47 8 12 24 93.6
Carcinoma in situ 8 0 0 8 100.0

%*Y* test P<0.01, compared with the simple hyperplasia
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Table 2. Expression of C-myc in esophageal carcinogenesis.

Histological types n + + 4+ ++ 4+ %
Normal 20 4 0 0 20.0
Simple hyperplasia 23 6 2 0 34.8
Atypical hyperplasia 47 7 8 14 61.7"
Carcinoma in situ 8 0 1 7 100.0

%*%? test P<0.01, compared with the other group
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Figure 1.

Positive C-myc cell in the basal cell layer of normal

esophageal epithelium ( x 200) .
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Figure 3. Positive C-myc cell in the nuclei of atypical hyperplastic
epithelia of esophagus. ( x 400)
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Figure 2. Positive hTRT cell in the nuclei of simple hyperplastic
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epithelia of esophagus. ( x 200).
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Figure 4. Positive hTRT cell in the cytoplasm and nuclei of carcino-

ma in situ of esophageal squamous epithelium ( x 400) .
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