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Objectives

This study was aimed to investigate the association between amisulpride-induced hyperprolactinemia and the TaqlA

polymorphism in the D2 dopamine receptor gene (DRD2) in schizophrenic patients.

Methods

The plasma concentrations of prolactin were measured before and after treatment with amisulpride in one hundred and

twenty-five schizophrenic patients. The effect of the Taql A variants of the DRD2 on the risk of amisulpride-induced hyperprolac-
tinemia was the main the outcome measure. The genotyping for TaqlA (rs1800497) polymorphism was performed using TagMan sin-

gle nucleotide polymorphism (SNP) genotyping assay.
Results

There was a significant difference between the prolactin level at baseline and the 6th week after treatment with amisulpride

in all the subjects. However, there were no significant correlations between AProlactin (the difference between prolactin level at base-

line and the 6th week after treatment) and the Taql A genotypes.
Conclusions

This is the first study to investigate the-correlations between the Taql A polymorphism and the amisulpride-induced

hyperprolactinemia in Korean schizophrenic patients. The current results suggested the further large-scale researches on various SNPs
in the DRD2 gene will establish clear goals and provide answers to the unanswered questions described in this study.
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Table 1. Demographic and clinical status of schizophrenia patients by gender

Gender .
Total (n = 125) Stafistics
Male (n = 62) Female (n = 63)
Age (years) 37.6 £10.1 342 +£9.8 40.9 £9.5 F=0.070, p < 0.001
Duration of illness (years) 103 +7.5 92 +6.2 11.4 £8.46 F=1.723, p = 0.255*
Dosage of amisulpride after 6 weeks treatment (mg) 973.4 +1259.7  1006.0 + 1316.1 9458 +1220.4 F=0.031, p = 0.805*
AProlactin (ng/mL) 71.8 +67.32 36.7 +42.9 100.7 £70.3 F=3.025, p = 0.090*

Values are mean + standard deviation, p value from independent t-test.

. p value from ANCOVA after adjusting for age. AProlactin :

the difference between prolactin level at baseline and éth week after freatment

Table 2. Mean differences between the prolactin levels of baseline and 6th week after treatment

Baseline

6th week after treatment t df p

Prolactin level (ng/mL) 47.09 + 40.50

118.93 + 66.88 —10.78 101 < 0.001

Values are mean + standard deviation, p value from paired t-test

34



Amisulpride and Hyperprolactinemia I Kim JJ, et al

Table 3. Comparison of demographic characteristics and AProlactin in rs1800497 genotype

rs1800497 genotype

rs1800497 genotype

Statistics With the Without the  Statistics
ATAIl ATA2 A2A2
Al allele Al allele
Frequency (%) 23 (18.4) 57 (45.6) 45 (36.0) 80 (64.0) 45 (36.0)
Age (years) 41.0 + 4.2 33.3 + 2.6 37.2 + 3.1 F=1313 37.2 +3.2 355+22 F=0.193
p =0.286 p = 0.664
Duration of iliness (years) 9.5+ 6.9 11.3£8.5 10.8 = 7.1 F=0.098 109 £7.9 100 £ 70 F=0.003
p = 0.907 p =0.955
Dosage of amisulpride 822.9 £ 1022.6 1393.4 £ 634.1 1666.2 £769.2 F=0.216 1664.5 7580 1231.2 = 522.8 F = 0.92]
after 6 weeks treatment p = 0.807 )
p =0.642
(mg)
AProlactin (ng/mL) 368 £17.7 65.7 £+ 11.0 464 +£133 F=1.166 46.3 £ 13.5 575 +£93 F=0.459
P =0.327 p = 0.504

Values are mean + standard deviation or n (%), p value from ANCOVA after adjusting for baseline prolactin and gender, AProlactin :
the difference between prolactin level at baseline and éth week after freatment
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