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We conducted a genome-wide association study of a discovery set (childhood nephrotic syndrome:
n=272, control: n=413) using Japonica SNP array to identify disease susceptibility variants for
childhood nephrotic syndrome. We identified a SNP showing the strongest association in HLA region.
Fine mapping based on HLA allele typing revealed an HLA risk haplotype and an HLA protective
haplotype, respectively. The risk haplotype and the protective haplotype were confirmed by analysis
of a replication set (childhood nephrotic syndrome: n=285, control: n=710), and combined analysis of
discovery and replication sets showed the very strong associations with the risk haplotype (P <
1x1017, OR = 4.50), and the protective haplotype (P < 1x104, OR = 0.11).



III. RO/ ~DFEE

(1)

1.

(2)

RS - MEEE ISR D% (EIGEE 0 fF. [EERES 6 1)

Lijima K, Sako M, Nozu K. Rituximab for nephrotic syndrome in children. Clin Exp Nephrol.
2017;21(2):193-202. doi: 10.1007/s10157-016-1313-5.

Kikunaga K, Ishikura K, Terano C, Sato M, Komaki F, Hamasaki Y, Sasaki S, Iijima K,
Yoshikawa N, Nakanishi K, Nakazato H, Matsuyama T, Ando T, Ito S, Honda M; Japanese
Pediatric Survey Holding Information of NEphrotic syndrome (JP-SHINE) study of the

Japanese Study Group of Renal Disease in Children.. High incidence of idiopathic nephrotic
syndrome in East Asian children: a nationwide survey in Japan (JP-SHINE study). Clin Exp
Nephrol. 2016 Sep 2. [Epub ahead of print]

Thiri M, Honda K, Kashiwase K, Mabuchi A, Suzuki H, Watanabe K, Nakayama M,
Watanabe T, Doi K, Tokunaga K, Noiri E. High-density Association Mapping and Interaction
Analysis of PLA2R1 and HLA Regions with Idiopathic Membranous Nephropathy in
Japanese. Sci Rep. 2016 Dec 9;6:38189. doi: 10.1038/srep38189.

Inaba A, Hamasaki Y, Ishikura K, Hamada R, Sakai T, Hataya H, Komaki F, Kaneko T, Mori
M, Honda M. Long-term outcome of idiopathic steroid-resistant nephrotic syndrome in
children. Pediatr Nephrol. 2016;31(3):425-34. doi:10.1007/s00467-015-3174-17.

Kamei K, Ogura M, Sato M, Sako M, Lijima K, Ito S. Risk factors for relapse and long-term

outcome in steroid-dependent nephrotic syndrome treated with rituximab. Pediatr Nephrol.
2016;31(3):425-34. doi:10.1007/s00467-015-3174-7.

Kamei K, Ishikura K. Rituximab treatment for refractory steroid-resistant nephrotic
syndrome. Pediatr Nephrol. 2016;31(2):337-8. doi:10.1007/s00467-015-3205-4.

FR e VRV U LFEIZBIT A O« RAX —HEFE

“Recent clinical trials & their influence on management” in Symposium: Therapies for
difficult the nephrotic syndrome. Oral. [ijima K. 17th Congress of the International
Pediatric Nephrology Association. 2016. 9. 23. Iguacu, Brazil

“Rituximab for Steroid Sparing/Withdrawal” in Educational Sessions: Times They Are
a-Changin': Hope for Steroid-Dependent Children? Oral. Iijima K. Kidney Week 2016, 2016.
11.19, Chicago, USA
Search for diseases-associated genes by ethnic specific SNP array and genome-wide
imputation based on large-scale whole-genome sequencing: Application to cold medicine
related Stevens-Johnson syndrome (CM-SJS) with severe ocular complications (SOC), Oral.
Tokunaga K, UetaM, Sawai H, KawaiY, Sotozono C, Kojima K, Nagasaki M, and Kinoshita S,
Workshop “HUGO-PAPGI(Pan-Asian Population Genomics Intiative)”, The 13th
International Congress of Human Genetics, 2016.4.6., Kyoto
ﬁﬂfy77tx9%~+wk?~&&~xw%§%¢étBﬁ/ANinvay®%~&
A, HEA, BEKBE . 5 5 R EAR R EE S RS, R, 2016.9.30.

Search for Genetic Predispositions to Complex Diseases, Oral. Tokunaga K, 2016

Taiwan-Japan Joint Conference on Genomic Studies, Taipei, Taiwan, 2016.12.15.



(3) THEREORY - Hfiktahitta) (x4 5 H00 fHA
1. FHEOBEIBIRICOWT, s —ak, [MEMEEE (CKD) v ARTw Ay, 2017/3/9, EN
2. UKL, FRKRFEFERR SR PR A — 7 % v 3%, 2016/8/3, EN
3. [EUKBE L, SRR 28 FREE - heeds B ARELAIRERGEIE, 2016/8/3, [EN

(4) HFrHiRgR
RraFHhfd - 72 L



