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1 YNZ22 VNTR
Fig 1 The polymorphic analysis of YNZ22 VNTR
and loss of heterozygosity
N: normal tissue; T tumor tissue; I heterozygote,
Non—Loss of heterozygosity; 2 Loss of heterozygosi—

ty; 3 homozygote; M: molecular weight

2.2 LOHBE WK mITAH X F

, YN 722 DCC LOH
2, . YN 722 Dce LOH
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2 YNZ22 DCC LOH

Tab 2 The relationship between the clinic pathologi-
cal parameter and the loss of heterozygosity
at YNZ22, DCC gene

LOH/case
Parameter
YNZ22 DCC
The type of histology
Squamous cell carcinoma 15/33 8/24
Adenocarcinoma 173 1/4
The size of carcinoma
< 3ocm 9721 6/18
> 3 cm 715 3/10
The depth of infiltration
Infiltration muscle layer 10 /24 5/19
Non-nfiltration muscle layer 6/12 4/9
The metastasis of Lympha
Metastasis 8 /20 5/16
Non-metastasis 8/16 4/12

YN 722 17 (17p13. 3)

2 DpCC VNTR
Fig 2 The analysis of VNTR loss of heterozygosity
of DCC gene

N Normal tissue, T Tumor tissue; 1,3 heterozygo—

sis loss; 2 heterozygote, non-loss of heterozygosity
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Loss of heterozygosity at YNZ22 and DCC loci containing variable num-

ber of tanden repeat seqment in esophageal carcinoma

Wang Mingrong, Fang Dianchun, Luo Yuanhui, Lu Rong, Liu Weiwen (Departments of Thoracic Surgery, South-
west Hospital, Third Military Medical University, Chongqing, 400038)

Abstract Objective: To evaluate the role of loss of heterozygosity (LO H) at tumor suppressor genetic

loci in the carcinogenesis of esophageal carcinoma Methods:

Polymorphic analysis of the genetic lod of

YNZ22 and DCC containing a variable number of tandem repeat w as performedin 46 surgically resected spec—

imens of esophageal carcinoma with PCR. Results:

LO Hand YNZ22 and at DCC were detected in 44. &b

and

32 Vb of the cases of our series respectively. No significant correlation existed between the LOH at YN 722

and DCC loci and the histological types, tumor size, systemic invasion and lymph node metastasis of the car—

cinoma (P> 0.05). Conclusion: Our findings suggest that LO H at YNZ22 and DCC genetic loci may be in—

volved in the carcinogenesis of esophageal carcinoma.
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