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THE POLYMORPHISM OF EXON 1 AND EXON 9 OF
CYTOCHROME P450:Ds GENE IN CHINESE SUBJECTS

Tao Enxiang Liu Zhuolin Chen Biao Li Jinru Pan Xibang

(Department of Neurology, Sun Yat-sen University of
Medical Sciences, Guangzhou, 510080)

The polymorphism of cytochrome P450,Ds ( debrisoquine4-hydroxylase) is a genetic variation in drug
metabolism, which can be characterized by two phenotyes,the extensive metabolizer( EM) and poor metaboli z—
er(PM). The frequencies of the phenotypes and the polymorphism of CYP,Ds gene in different nationalities
are obviously different- This paper analysed DN A from 83 Chinese subjects for the polymorphism of Ciss> T
in exon 1 and Gpg™> Cin exon 9 of CYP,Ds gene by polymerase chain reaction—restuction fragment length
polymorphism( PCR-RFLP) . The frequencies of Ciss> T allele and Gixs™ C allele were 0. 59 and 0. 66 respec—
tively. Both Tig /Tigs and Capes /Caxs homozygous alleles were 0. 38 and 0. 34 respectively. In contrast to the
other reports, the frequencies of Tiss and Cizes alleles in the Chinese were shown significantly higher than
those of the European.

Subject headings cytochrome C oxidase/genetics; polymorphism,restriction fragment length; exons /

genetics
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shrunked, the dendrites decreased, compared with the youngs. The old learning and memory normal rats
showed no obviously changes. IBAS image system was used for quantity analysis. The cell number, the cell
area and the gray level of NOS neurons in the basal forebrain of the aged-deficits obviously decreased com—
pared with the youngs(P <0. 01). The escape latencies of the tested ratrs correlated inversely with the NOS
neuron numbers in the basal forebrain. The results indicated that the changes of NOS neurons in basal fore—
brain is one of the nerve mechanism of aged learning and memory deficits.

Subject headings prosencephalon/cytology; learning disorders/pathology; memory disorders/pathol-

ogys; neuron /cytology; rats; aging



