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Pharmaceutical Care with the Examination
of the Genetic Polymorphism in CYP2D6
and CYP2C19 for the Retarded Patients
at Rajanukul Institute

Malee Preechapolsit B.Sc.*, Mattana Chongka M.Sc.**

Abstract

Objectives: To study the result of pharmaceutical care of patients’ adverse drug reaction (ADR) and to offer
guidelines for pharmaceutical care with an examination of the genetic polymorphism in CYP2D6 and CYP2C19 at
Rajanukul Institute.

Methods: The research methodology employed was a prospective observational design. The study included
patients that received treatment at Rajanukul Institute between July 2009 and August 2010, who had or used to
have ADRs type A with fifth seventy. Then patients were referred to examine genetic polymorphism of CYP2D6
and CYP2C19. Among 6 patients were examined. After that, they were designed for the pharmaceutical care
programme and follow-up patients’drug problem (ADR). The descriptive statistics were used to analyze the data.
Results: Before examining the genetic polymorphism of CYP2D6 and CYP2C19, total ADRs were 5
extrapyramidal symptoms (EPS) and 1 tardive dyskinesia (TD). Four ADRs were caused by typical antipsychotic
drugs (thioridazine, haloperidol) and two ADRs were caused by an atypical antipsychotic drug (risperidone).
After pharmaceutical care with examination of the genetic polymorphism in CYP2D6 and CYP2C19, the study
results were as follows. Five patients were treated with low dose or therapeutic dose, while one had a rather
high dose because of a suspected drug interaction by risperidone and sodium valproate. The five remedy
patients were improved and one patient was follow-up. The result of examinations of CYP2D6 and CYP2C19
genetic polymorphism in five patients that were treated with low dose or therapeutic dose were two intermidiate
metabolizers of CYP2D6 and one poor metabolizer of CYP2C19. In addition, this study found that the incidence
of poor metabolization of CYP2C19 in ADRs type A patients were 2 times that in the Thai population.
Conclusion: The patient’s treatment planning for the fifth severity ADR type A patients by examination of the
genetic polymorphism in CYP2D6 and CYP2C19 brings to the Rajanukul Institute’s new pharmaceutical care

guideline with the examination of the genetic polymorphism in CYP2D6 and CYP2C19.

Keyword: Pharmaceutical care, adverse drug reaction, CYP2D6 and CYP2C19
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Case study
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