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Table 1 Analysis of DNA content and ploidy in exfoliated epithelial cell of the esophagus

Cytological group Number of case DI (x *5) Diploid Heteroploid
Normal 101 1.03£0.04 (0.88~ 1.15) 89 (88. 1%) 12 (11.9%)
Mild dysplasia 111 1.04+0.11 (0.96~ 1.33) 100 (90. 19) 11 (9.9%)
Severe dysplasia | 569 1.08£0.43 (0.88~ 1.55) 487 (85.6%) 82 (14. 4%)
Severe dysplasia Il 138 1.09+0. 13 (0.93~ 1.56) 101 (73.2%) 37 (26.8%)
Suspicious cancer 14 1.2420.14 (1. 11~ 1.61) 1 (7. 1%) 13 (92.9%)
Cancer 19 1.2640.16 (1.02~ 1.74) 3 (15.8%) 16 (84.2%)
Total 952 T8l ( 82%) 171 ( 18.0%)

Note: 12 cases heteroploid are near ploid in normal group (D= 1. 11~ 1. 15).
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Table 2 Expression of p53 protein in various lesion of
esophageal epithelial cell

Cytological Number Fi Case number
group of case (x £5) of positive
Normal 10 1000, 11(0. 88~ 1. 18) 0
Mild dysplasia 24 1. 10 £0. 15(0. 88~ 1.55)  5(20.8%)
Severe

e 61 1.36+0.32(0.93~ 2.09) 34(54.8%)
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Cancer 5 2.280.20(2. 09~ 2. 60) 5( 100% )
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Table 3 Expression of pl6 protein in various lesion of
esophageal epithelial cell

Cytological Number _F.’ Case number
group of case (x £5) of positive
Normal 7 1. 00 £0. 07(0. 90~ 1. 08) 0
Mild dysplasia 11 0.82F0.11(0. 64~ 1.06) 0
Severe

e 76 0.77%0.10(0. 53~ 0.93) 0
dysplasia
Cancer 6 0. 74 £0. 05( 0. 67~ 0. 80) 0
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Table 4 Expression of cyclin D1 protein in various lesion of

esophageal epithelial cell

Cytological Number FI Case number
group of case {x £3) of positive
Normal 7 1.00£0. 07( 0. 89~ 1. 10) 0
Mild dysplasia 11 0.97 £0. 12( 0. 86~ 1.33) 1(9. 1%)
Severe

evere. 76 1.214+0.22(0.86~ 1.99)  45(59.2%)
dysplasia
Cancer 6 1.84 £0. 18( 1. 56~ 2. 16) 6( 100% )
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Table 5 Expression of telomerase content in various lesion of
esophageal epithelial cell

Cytological Number I Case number
group of case (x is) of positive
Normal 6 0.99 £0. 07( 0. 83~ 1.04) 0
Mild dysplasia 10 1.22£0.15(0.96~ 1.44)  7(70.0%)
Severe

evere. 77 1.3340.27(0.80~ 1.90)  64(83.1%)
dysplasia
Cancer 7 1.70£0. 15( 1. 42~ 1. 84) 7(100% )
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A Quantitative Detection of DNA,
Expression in Esophageal Precancerous Cell’

Telomerase Content and Multi gene

ZUO LiarFu™ , LIN PerZhong", QI Feng Ying”, ZHANG Lin-Xi”, GUO Jiar Wen, LIU JiangHui
( Hebei Provincial Tumor Institute, Shijiazhuang 050011, China)

Abstract

esophageal epithelium cell in the high incidence area of esophageal cancer, content of DNA, telomerase and

In order to investigate its alteration in the molecular events and early carcinogenesis mechanism of

multigene pS3, pl6, cyclin D1 expression in esophageal precancerous cell were quantitative detected by flow
cytometry with indirect immunofluorescence technique and DNA propidium iodide fluorescence staining
methods. The detected results showed the DNA content increased singnificantly and the heteroploid rate was
87.9% in occurred carcinogenesis. The p53 protein accumulated and pl16 was deleted in the early carcinogenesis
of esophagus. The positive rate of p53 was 100% (5/5) in the cancea group. The telomerase and oncogene
cyclin D1 were overexpression in the cancer group and their positive rates were 100% ( respectively 6/6, 7/7),
the results indicate that DNA content and heteroploid rate increased, tumor suppressor gene pl6 deleted and p53
protein accumulated while telomerase and cyclin D1 protein overexpressed in the early carcinogenesis of
esophageal epithelium. T here were multiple molecular events occurred w hen the esophageal carcinoma happened.
Key words p53, pl6, cyclin D1, DNA content, telomerase content, esophageal precancerous cell, flow

cytometry
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