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BIF 2 CNV 230 28le (il %)

scz ID/DD/CM ASD recufijtns/ml)
1| 1g21.1 deletion 0.17 0.27 0.03 0.02
2 | 1g21.1 duplication 0.14 0.14 0.26 0.1
3| 3q29 deletion 0.1 0.07 0.05 0.04
4 | 7q11.23 WBS deletion 0 0.27 0 0
5| 7q11.23 WBS duplication 0.05 0.1 0.19 0
6 | 7436.3 duplication 0.19 0.13 0.04
7 | 15q11.2 deletion 0.57 0.51 0.09 0.22
8 | 15q11.2-13.1 duplication 0.05 0.17 0.39 0
9 | 15q13.3 deletion 0.19 0.26 0.19 0.01
10 | 16q13.11 duplication 0.25 0.3 0.19 0.07
11 | 16p11.2 deletion 0.04 041 0.42 0.07
12 | 16p11.2 duplication 0.31 0.18 0.39 0.13
13 | 17p12/HNPP deletion 0.14 0.02 0.09 0.05
14 | 17q12 deletion 0.06 0.1 0.09 0
15 | 22q11.21 deletion 0.3 0.61 0.07 0.05
16 | 22q11.21 duplication 0.03 0.32 0.28 0.05
SUM 259 373 2.86 0.85

SCZ : schizophrenia, ID : intellectual disability, DD : developmental delay, CM : congenital malforma-

tions, ASD : autism spectrum disorders, BD : bipolar disorder, MDD : major depressive disorder
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The Schizophrenia Spectrum and Other Psychotic Disorders in DSM-5

Tetsufumi KANAZAWA

Neuropsychiatry Department of Osaka Medical College

Characteristic changes to schizophrenia in DSM-5 are the downgrading of Schneiderian

first-rank symptoms and the elimination of subtypes in schizophrenia. Since dimensional evalu-

ation was officially suspended, schizophrenia with a flat face has been described in DSM-5.

Recent genomic research, especially involving CNV analysis, has revealed that the categories in

DSM are not based on biological information. Because “schizophrenia” was initially just a tem-

porary diagnosis before the clarification of its biological basis, it will be divided when a clear

etiology or causal genetic information is found in the future. Meanwhile, we have to follow its

changes in a clinical setting due to the lack of alternatives to DSM. Since the practical “per-

spective” on the disorder is different from research to clarify its etiology, it is impossible to set

one diagnostic criterion to satisfy the requirements from these two perspectives. It will be nec-

essary to use the RDoC in future research for effective categorization.
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