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Susceptibility to lung cancer is associated with genetic polymorphism of
cytochrome P450 (CYPIAL)
ZHANG Longzhen, WANG Xu, SHI Yanxia
(Cancer Research Institute of Xuzhou Medical College; Xuzhous Jiangsu 221002, China)

Abstract : Objective To investigate the genetic polymorphism of cytochrome P450 (CYP1AL) as a susceptibility factor of
lung cancer- Methods The study was conducted on 70 surgical and biopsied specimens. including 40 cases of lung cancer and
30 cases of benign lesions- The genetic polymorphisms were identified by examining the products obtained first from restriction
fragment length polymorphism — polymerase chain reaction ( RFLP —PC). and then after incubating with restriction enzymes
Neol and Hinfl. Results The frequencies of CYPIAL wild—type (Ile/Ile,ww) heterozygous mutant (Ile/Val.wm) and ho-
mozygous mutant (Val/Va] »mm ) were found to be 42. 5% (17/40) , 32.5% ( 13/40 ) and 25% ( 10/’10) respectively in lung
cancer group, and 60%(18/30) , 33. 3%(1()/30) and 6.7%% (2/30) respectively in benign lesion group- Analysis of the ge~
netic polymorphism showed the frequency of CYPIAL mm genotype was significantly higher in lung cancer group than in benign
lesion group [ ( P <<0.05,0R 5.29,95 %CI(1~ 12—24.9)]. Conclusion The CYP 1AL(Val/Val) genotype is a susceptibil -
ity factor for the development of lung cancer-
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