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of tumor cells in 83 cases. No positive staining of immediate early gene products ZEBRA were found in all
cases. Early gene products EA-D were positive in 8% cases. The expression rate of late gene products VCA
and M A in 20 cases was 60 and 0. 3% respectively. In the positive cases, the positive signals were located in
the neoplastic epithelial cells, not in the normal epithelial cells and lymphoid cells- The results confirmed a
consistent association between EBV and parotid gland LELC in Guangdong, a high prevalent area of nasopha-
ryngeal carcdinoma in China The biological significance of EBV gene expression in the parotid gland LELC
was discussed.-

Subject headings parotid gland neoplasms /pathology; cacinoma, squamous /pathology; herpesvirus
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MUTATION ANALYSIS OF P16 GENE IN LEUKEMIAS

Li Wei Du Chuanshu

(Department of Medical Genetics, Sun Yat-sen University of M edical Sciences, Guangzhou, 510089)

Using PCR-SSCP followed by DN A direct sequencing and multiple PCR, 18 cases of chronic myelogenous
leukemia (CM L), 9 acute myelogenous leukemia, 6 acute lymphoblastic lenkemia( ALL) ,2 multiple m yeloma
(MM),and one K562 cell line, were investigated for point mutation and deletion of the P16 gene, which en-
coding a cyclin dependent kinase 4/6 inhibitor. 5 cases of CM L. and one case of MM presented bandshifts in
SSCP analysis. One case of SSCP(+ )CM L was verified by direct sequencing to be a C/G transition in codon
151, which resulted in missense mutation of Pro> Arg. No deletion was found by multiple PCR in all cases.
According to the positions of the detected mutations, although there was relatively high mutation frequency of
P16 genein CM L(27. 8% ,5/18) ,it may not lead to Pl6inactivation. It seemed that P16 gene mutation did not
play prominent role in leukemic cancerogenesis.

Subject headings leukemia /genetics; mutation; genes, suppressor, tumor /genetics; sequence analy—
sis, DN A



