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ADA RIBRE S E R BA S BERRE TEERE S RETEIE (SCID) ofy 15% %2 5,
ADA RIBRED % < (X SCID # 2§ 24, EiRIVEER (2 ADA Bz FEROMEBICEDL
ADA BfEiEMED 5. “SCID”. “delayed onset”. “late onset”. “partial deficiency” @
4 B2 I 55, Partial deficiency OZROM5EH 65 ADAEEFIEE D 1% HALITE
HRIBRAHFFTEXLEINTV S,

SHE, BEOADARIBIED | » ABRCEOTRBEHKD 2 ODI AL AL R
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G239S B4 HHBEICREE LU7: “partial deficiency” OZ®TH S, —F. R34S 3#H
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DERZHT L b ADA EETF cDNA #ZHlAAATE 70— 2 ER L ADA BT %
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6,250/ul (neu 85% , lym 2.1% ) & #FHz%
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P value
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R345-+G239 vs (23888 0017

R348 vs  G239S  0.002
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MAEWMOTr— MBS L THENY) v 7 AT
DOEIMHE % 5 2GR ONOERBE DY
A - RE R EICWE RS 2 B RENENE X
stz (K 20),
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onset”. HiRHVEALABER T 10 FLAREIC
ZW &5 “late onset”. IEH HEHESH
9% “partial deficiency” ® 4 X H T 5
N5, Partial deficiency DZ RO IH H
ADA WM G IER O 1% H P IEH B hE
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(G239S, R34S OMAREZ[E—7 Y IVICHT
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G SCID" HY OFHZK T 2R LT,
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WAR I Z N2 LS L EE R ki
MELTBY., WERNPFEICHELET S
ETHE LOZNS HICHM I 5 Al HE
Hh R S iz, PIEDRER LY. G239S,
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FICfER LT, ADATEH ORI ZKT %2
7o b LA REME DRI S iz,

A GE il & Tl A% i B OiE ADA R B E T
complex allele (Y97C, L106V) # JE i
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AT 2R84 2 Wd 3B 1 HIaEsE
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. 21- 7K i AL B % R #E (21-OHD)™* °,
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BEERBIE ° & E R RS EERRED
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BROERPFET 2553 ZN60OME
RO ZERT2LEVDH S EEZ LI,
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KO BHIBEOZELOEKTETNTDI S ADOREBE I T ) VORD %2 RTEBEED
SV T, REEIIC R BRI R 2 B9 5 B
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ml @ R E T & #E L. LPS (100ng/ml),
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1-2 PO NBFEZ#EDIEL Tz, SH. A
BeiRs O B A A G Mo 5 F 2 BT 5
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RN FIUVav BB LENL 0T,
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DEFEICLY, BMEINTOLABEENE 2
bz,

F. BRGI1EH

G. HIFEHERK

1. Various expression patterns of alphal and
alpha2 genes in [gA deficiency.

Suzuki H, Kaneko H, Fukao T, Jin R, Kawamoto
N, Asano T, Matsui E, Kasahara K, Kondo N.
Allergol Int. 2009 Mar;58(1):111-7.

2. Kaneko H, Suzuki H, Kondo N.
IgA subclass and IgA deficiency Nihon Rinsho
Meneki Gakkai Kaishi. 2009 Jun;32(3):142-8.

Review. Japanese.

H. XIMBFEEDHEE - EHRIR
Bl



