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Differential effects of olanzapine and clozapine on plasma levels of
adiopocytokines and total ghrelin.

BIBEXEESEREWR EZR R
(Progress in Neuropsychopharmacology & Biological Psychiatry 2015; 58: 47-50.)
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Decreased mRNA expression for the two subunits of system Xc- SLC3A2
and SLC7A11, in WBC in patients with schizophrenia: Evidence in
support of the hypo-glutamatergic hypothesis of schizophrenia.

SERERCSERREHRIR MR
(J of Psychiatric Research. 2016; 72: 58-63.)

GCESIE

Background: The cystine/glutamate antiporter system xc-, playing a critical role in the regulation
of glutamate release, might be implicated in the pathogenesis of schizophrenia. This study examined
whether peripheral expressions of the system xc- subunits are characteristic of schizophrenia.
Methods: Expression of system xc- genes including SLC3A2 and SLC7A11 in peripheral WBCs
of patients with schizophrenia and healthy individuals were measured using quantitative PCR. Both
psychotropic-free and medicated patients with schizophrenia were recruited.

Results: A total of 96 schizophrenia patients (48 medicated and 48 drug-free) and 96 healthy
individuals were enrolled. The mRNA expression levels using the 2-AACT Method of both
SLC3A2 and SLC7A11 in WBCs of schizophrenia patients were markedly lower than that of
healthy individuals (0.22 and 0.48, respectively, the mRNA expression level of normal controls was
normalized to 1). There was no significant difference between medicated and drug-free patients in
the mRNA expressions of both SLC3A2 and SLC7A11. The Receiver Operating Characteristics
(ROC) analysis of SLC3A2 mRNA levels using A ACT values for drug-free schizophrenia patients
vs. healthy controls determined an optimal cutoff value, 0.801, with high sensitivity (1.000) and
modest specificity (0.694) (area under curve of ROC = 0.794).

Conclusion: This is the first study indicating that the peripheral mRNA expression levels of
SLC7A11 and SLC3A2 may be lower in patients with schizophrenia than healthy individuals. The
finding supports the hypo-glutamatergic neurotransmission hypothesis in schizophrenia. Whether
mRNA expresssion of system xc- subunits genes, particularly SLC3A2, could serve as a potential

biomarker of schizophrenia needs further studies.
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Fast Versus Slow Strategy of Switching Patients With Schizophrenia to
Aripiprazole From Other Antipsychotics.

BARBREMEBE K RICEEE

(J of Clinical Psychopharmacology 2015; 35(6): 635-44.)

AR

This study aimed to compare strategies differing in the speed of switching schizophrenia patients to
aripiprazole from other antipsychotic agents, with dual administration for 2 weeks and then tapering
off the current antipsychotic in fast (within 1 week) versus slow (within 4 weeks) strategies. This
8-week, open-label, randomized, parallel study assigned patients with a primary DSM-IV diagnosis
of schizophrenia or schizoaffective disorder to either the fast-switching (n=38) or slow-switching
(n=41) group. Efficacy assessments at 5 time-points included Positive and Negative Syndrome Scale
(PANSS) and Clinical Global Impression (CGI) scale. Safety assessments included extrapyramidal
symptoms (EPS), metabolic profile, serum prolactin level, QTC interval, and adverse events.
Drug concentrations and cytochrome P450 CYP2D6 and CYP3A4 genotypes were also measured.
The fast- and slow-switching groups were comparable in demographical and clinical features at
baseline and dropout rate. In the intention-to-treat analysis using mixed-effects models, there were
significant within-group decreases over time in the PANSS total scores (p=0.03) and its subscores
except for positive subscores, whereas no between-group differences were found. A reduction in
body weight (p=0.01) and lower levels of total cholesterol (p=0.03), triglycerides (p=0.03), and
prolactin (p=0.01) were noted in both groups, but no increase in EPS or prolongation of QTC.
The blood concentrations of aripiprazole in all patients were in a therapeutic range at day 56, with
CYP2D6*10 polymorphisms being associated with aripiprazole concentrations. In conclusion, there
is no significant difference between fast- and slow-switching strategy in terms of improvements in
clinical symptoms and metabolic profile in this §-week study.

Clinical Trials Registration: ClinicalTrials.gov identifier NCT00545467

Keywords: schizophrenia, aripiprazole, switching strategies, metabolic profile, efficacy, prolactin
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Joint Annual Meeting

--= Taiwan, Research Symposium,

Place: Meeting Room, Kobe International Conference Center

Date: 9H 8(Sat)

Time: 9:30-12:00

&Y Y HEESTSBPN CMp  Taiwan Consortium of Mental Disorder (CMD)
S — ESEWERERL RS FR R

Taiwanese Society of Biological Psychiatry and Neuropsychopharmacology
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