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CON STRUCTION OF A PLASMID WHICH CAN TRANSCRIBE
AMUTANT HCV-RNA AS THE COMPETITIVE
TEMPLATE IN QUANTITATIVE RT-PCR

Lu Ling Wang Bin

(The Research Center of Molecular Medicine, Sun Yat-sen

Univemsity of M edical Sciences, Guangzhou, 510089)

A 238 bp HEV—DN A was amplified from plasma of a patient positive to anti—-HEV IgM. It was inserted into the
Ncol site of HCV 5 NCR sequence cloned into the vector pSP72 A plasmid pSnc-e was recombinated that can
transcribe a mutated HCV-RN A serving as the competitive RN A template for quantitative RT-PCR assay. The pSnc—
e was determined by PCR and restictive site analysis.

Subject headings cloning /molecular; polymerase chain reaction /methods; hepatitis C virus /genetics

(4% 14170 )
RELATIONSHIP OF EPSTEIN-BARR VIRUS
IN SQUAMOCELLULAR CARCINOMA
OF THE ORAL CAVITY

Ding Xueqiang' Zhu Zhenyw> Wang Anxun' Feng Chongjin' Li Chibin'

(1 Department of Stomatology, First Affiliated Hospital of Sun Yat-sen University of M edical Sciences,

Guangzhou, 510080 2 Department of Biochemistry, Sun Yat-sen Univesity of Medical Sciences)

In this study, for inquiring into the relationship of EBV in squamocellular carcinoma of the oral cavity, using
polymerase chain reaction ( PCR), we detected Epstein—Barr virus (EBV) DN A in paraffin embedded specimens from
sixty patients with squamocellular carcinoma of the oral cavity and forty biopsy tissues of normal oral mucosa from
the mouth cavity in 40 cases. The results showed that the EBV DNA positive rate was 33. 3% (20/60) in the
experimental group (i.e. oral cancer group) , among which 32. 5% (13/40) was the EBV DN A positive rate from 40
patients with well-differentiated squamocellular carcinoma, 30 (3/10) within the medium differentiated group was
the EBV DN A positive rate, 40 (4/10) was the EBV DN A positive rate from 10 poorly differentiated cases; and

10% (4/40) in the control group. There was significant difference between experimental group and control group( i

2

= 716, P <0.01); but there were no significant difference (P > 0. 05) among the lesion sites, age groups and
histodifferentiation by statistical test.- These results suggested that EBV infection of oral squamous epithelium might
take part in carcinogenic or development of oral squamocellular carcino ma.

Subject headings mouth neoplasms; carcinoma, squamous cell; polymerase chain reaction; herpusvirus 4,

human



