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Association analysis between dopamine transporter polymorphism and refractory obsessive-compulsive dis-
order ZHOU Yun-fei, HU Ji-ze, ZHANG Ya-lin, et al. Shenzhen Kangning Hospital, Shenzhen 518003, China

[ Abstract] Objective To explore the difference of dopamine transporter variable number tandem repeat
(DATVNTR) polymorphism between refractory and non-refractory obsessive-compulsive disorder ( OCD) in the
Han nationality. Methods 51 refractory OCD patients and 59 non-refractory OCD patients were took part in this
study. The gene polymorphism of DAT in all subjects was genotyped directly via polymerase chain reaction( PCR)
and restriction fragment length polymorphism( RFLP) technique, and to compare the differences of DAT polymor-
phism between refractory and non-refractory OCD. Results There were no significant differences between refrac-
tory OCD(0.0% ,2.0% ,0.0% ,5.9% ,2.0% ,74.5% ,5.9% ,9.8% ) and non-refractory OCD(3.4% ,3.4% ,
1.7% ,6.8% ,6.8% ,59.5% ,5.1% ,3.4% ) in 7/10,7/11,8/11,9/9,9/10,10/10,10/11, 11/11frequencies of
genotype(y” =6. 126, P=0.525), and no significant differences between refractory OCD(1.0% ,0.0% ,6.9% ,
78.4% ,13.7% ) and non-refractory OCD(3.4% ,0.8% ,10.2% ,77. 1% ,8.5% ) in 7,8,9,10, 11 frequencies
of allele (¢’ =4.349, P=0.364) for DAT. Conclusion The results suggested that there were no significant as-
sociation between DATVNTR gene polymorphism and refractory OCD.
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