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F1 MAKPEL BT 2 T8 - KM

T -KE M HE (%) A X (95% fEHHX )
TE IS A S {5l X
1g21.1 Rk 0.172 0.026 6.8 (2.9 ~ 18.51)
1g21.1 Gics) 0.108 0.049 23 (1.08 ~ 5.09)
NRXN1 UES 0.152 0.034 4.5 (2.03 ~10.94)
3929 IR 0.069 0.004 18 (2.66 ~ 763.34)
WBS i 0.039 0.008 52 (1 ~ 51.55)
15q11.2 R 0.642 0.368 1.8 (1.35 ~ 2.38)
PWS/AS HE 0.083 0.000 —
15q13.3 IR 0.098 0.019 4.6 (1.64 ~16.22)
16p13.11 HiE 0.377 0.222 1.7 (1.2 ~2.52)
16p12.1 Rk 0.162 0.045 33 (161 ~ 7.05)
16p11.2 G 0.304 0.030 11 (5.08 ~ 26.43)
22q11.2 R 0.303 0.0049 67.7 (9.3 ~ 492.8)
22q11.2 Gico) 0.015 0.079 0.2 (0.038 ~ 0.71)

PWS/AS: 7' 7 & — -

Y4 VRERRE/ T v Y 2 v~ VEWEE (Prader-Willi syndrome/

Angelman syndrome), WBS: ™ 1 1) 7 & X - R A L ViEfERE (Williams-Beuren syndrome) (3

Hk 26 & DS )

K2 WALIVELHEETIL TN TV EEOEET

MERETIA S (%)

AT D Py v M (95% 5 HEIX )
SETD1A 0.031 0.002 20.1 (5.68 ~ 108)
CUL1 0.016 0.001 36.1 (5.01 ~ 1570)
XPO7 0.025 0.001 52.2 (7.84 ~ 2190)
TRIO 0.037 0.008 5.02 (2.47 ~10.4)
CACNA1G 0.021 0.007 3.09 (1.21 ~ 7.63)
SP4 0.027 0.003 9.37 (3.38 ~29.7)
GRIA3 0.010 0 INF (4.73 ~ INF)
GRN2A 0.019 0.001 181 (3.74 ~172)
HERC1 0.058 0.016 3.51 (2.04 ~ 6.03)
RB1CC1 0.019 0.002 10 (2.89 ~ 43.9)
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l ABSTRACT

Searching for rare risk variants for schizophrenia

Ryo Morikawa, Yuichiro Watanabe, Toshiyuki Someya

Department of Psychiatry, Niigata University Graduate School of Medical and Dental Sciences

Rare risk variants for schizophrenia with a large effect size have been progressively identified mainly in European
populations. We showed that novel SETD1A missense variants were exclusively identified in Japanese patients with
schizophrenia and that a rare UNCI13B missense variant segregated with schizophrenia in a multiplex family with 10
affected individuals. Further studies should be performed to discover rare risk variants for schizophrenia, including
structural variants and somatic de #novo mutations, in diverse populations.

(Japanese Journal of Biological Psychiatry 34 (4) : 145-150, 2023)




