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Role of nt590 p21 gene Polymorphism in the Susceptibility to Nasopharyngeal Cancer.
gology, First Affiliated Hospital of China Medical University, Liaoning 110001, China
Abstract

Xu Shan, Jiang Xuejun. Department of Otolaryn-
Objective To assess the correlation between p21 gene nt590 polymorphisms and age at diagnosis of nasopharyngeal car-

cinoma and nasopharyngeal cancer susceptibility. Methods We analyzed the frequency of 3’UTR p21 polymorphisms in blood samples
with no known oncologic disease, using PCR - RFLP. Results

5.2% (CT) and 1.6% (TT) in the control group and 88.2% (CC),

from 102 nasopharyngeal cancer patients and 191 controls, The polymor-

phism genotype frequencies were 93.2% (CC), 10.8% (CT)
and 1.0% (TT) in the cases group. There was no statistically significant association between the different p21 polymorphism genotypes
and risk of nasopharyngeal cancer (P =0.201). However,

carcinoma in early stages was observed for p21 T carriers (OR =3.734, 95% CI.1.289 -10.281,

approximately a four — fold increased risk of undifferentiated nasopharyngeal
P =0.01). Furthermore, our results
indicated that the waiting time for onset of neoplasia in T carriers patients was 12.4 years earlier (56. 5years old) , comparing with those

carryed CC genotype (68.9 years old). Conclusion The 3'UTR p21 polymorphism may play an important role in the pathogenesis and
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initiation, but not in the progression, of undifferentiated nasopharyngeal carcinoma. Moreover, the polymorphism seems to contribute to a

significantly earlier age at diagnosis.
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