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Tab 1 The primers used in this study HBV - PCR ’ 413 bp,
Primer set Sequence ’
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DCC33) 5-GATGACATTTTCCCT CT AG3~ ., DCC 3
5-GTGGTTATTGCCTTGAAAAG-3" 30 HCC , 28 7 LOH,
HBV % 5=CATCTTCTTG TTGGTTCTTCTG-3" 25. 0% , L2330 HBV —s
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Figl LOH of DCC gene (primer 1)

DN A from tumor (T) and corresponding normal tissue ( N)
was amplified with primer 1, digested with MspI . LOH

was detected in cases 2, 3, 4
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Fig2 LOH of DCC gene (primer 2)
LOH was detected in cases 2, 3, case 4 was noninfor—

mative, and, therefor, LO Hcould not be assessed
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Fig3 LOH of DCC gene (primer 3)
LOH was detected in cases 2 and 4

4 HBV-s
Fig 4 Amplified product of HBV-s gene
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Tab 2 Relationship of loss of heterozygosity (LOH)

at DCC genetic locus with clinical parameters

Groups Info rmative cases LOH (% )
Serum AFP
< 30 ng/ml 8 3 5)
> 30 ng/ml 20 4 0)
Liver cirrhosis
Absent 7 1 (14 3)
Present 21 6 6)
Tumor size
< 5cm 6 2 (33.3)
> 5 cm 22 7)
Grade (differentiation)
Well 12 4 (33.3)
Moderate 7 1 (14 3)
Low —differentiated 9 2 (222
Metastasis
Absent 7 1 (14 3)
Present 21 6 6)
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Tab 3 Relationship between LOH at DCC genetic
locus and hepatitis B virus (HBV)

Informative cases LOH (%)

HBV -s negative 5 2 (40.0)

HBV s positive 28 5 (17.9)
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Loss of heterozygosity of DCC genetic locus in primary hepatocellular

cancer

Du Qingshu, Fang Dianchun, Luo Yuanhui, Liu Weiwen (Department of Gastroenterology, Southwest Hospital, Third

Military Medical University, Chongging, 630038)

Abstract Objective: To explore the role of the loss of heterozygosity ( LO H) of DCC gene in the occur—

rence and development of primary hepatocellular cancer (HCC). Methods: LO H of DCC genetic locus was
studied in 30surgically resected specimens of HCCwith PCR-RFLP technique- Results: LO Hwas detected in
7 (25. % ) out of the 28 informative individuals. No significant correlation was found among LOH of DCC

gene, clinical parameters and HBV infection. Conclusion:

rence and development of HCC.

LOH of DCC gene may be involved in the occur—
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