2 & ERDRATIR

BREOKEMSIEGT SNPsZRDIC
Xl shigt - EEE KT PR XE
E B |

BRI X 0 BT BB S B, BRBORERE S5 2 B E0EE OIS
TVwa., KBTI, BINEAICE S BB TH 2 BRBREME £ O IgABE & BRI IC B
BEBBRIUERBETICOVT, SRETOREED & ICHIT 5.

£

(AW 94 : 1632~1639, 2005]

Key words : IgAEE, WERBEEE, 7/ 274 F

L&

R B ORIE - #ITICIE, ZLDAFT Y FT
BENRFOBESPEEENTEY, KLeiF
ExEAVTEREBETORRIED SN TS,
R 2 FHEMARBREBF L TH HIgABIRER, b
RIBGVEBE I FER D S, KIENOEREH IR
ENTWzds, £ OEFMTIMEETH Y, &
ZRERFES L TWS E LTS, HEOEE
FOEEWEESC, BERNTFLEICKEEE
E)THERTFBIEREEATHELLHEESRTY
5. ZRTFBIZEBOFNIIIOHWE T VI
& % EERAZZHL, DRERFIEDIZ b & 12 L /zallele-
sharing method, ®OEEHE & IEHEEO K CEET
FEPE D LB % 4T 5 AHBIFFAT (association study) ,
@OFBENFIER % b &2 U7 B8R 7 5%
ZHN TS, BT TV OMITIE—2 D&
FOB5E#ET 5 ETIIEFBICER T %25
EBROEFICBCTEDEEF VP EDREBRS
LTW20id, & HICFMZREPLETH 5.

FLRE VAL, ZAEY EwTi, L)
AR TR ERE R A BT IR A il
AR R RIS R A - BN AL T
(E=M%D

BAAMZESHE Fodd £8E - FR17FE 8 A108

A, Bhx 55 W TRERBOMINIC BT,

B O ST B F R AR AT C
B 5. BIZFLEOMBHTIZ BT, restriction
fragment length polymorphism (RFLP) , vari-
able number of tandem repeat (VNTR), micro-
satellite polymorphismZ: &% #C, IHIElEsin-
gle nucleotide polymorphism (SNP, A= )
PERODEFHLZY— I LTEILNTWVAS.

e b A ESS 1,000 \ESIC 1 EO
SNPSFEFREL, &7 21280 EE»S
1T HEDSNPHHFEST HLEEZOLNTHY, T
Nzl TIT ) RERZEEE T ORBITMRE
M7 EREZEFTETVWS, LarL, AEER
RERHATMOEBRDE, BREFHEMBORE 2
ED 5, MECL DFNTOBERPMEILT 256
bHb. L7z, SNPOFEP T OHERMKEIZH A
REDVHAES B 720, HERNHE DSNPIZBIT %
T — I N—ZADMEEPLELERY, ERKFEE
FIHEWFFERT O A 5 2SJSNP database & LTH

WS DT 5.

(168)

1. IgABE

IsABEDFIE TS T A EMEERT & LT,
Iol BIEFOTOE— % —$EHICBIT AL




(A-330G, T-219G, A-180G) 25kgt &, ZRE D
NFay 4 7EFOLIOFIAY PR - VET
15%, IgABIERERIRET 49% 2R, EEM %
oMM CIIMPIsA L SV L EETH o 7oL #Hit
HLAZV. 2ol b BRIEICHEE-§ 4 EME
{=F & LT, T cell receptor constant alpha chain
gene?s H1?, interleukin-1%% &I, interleukin-1
receptor antagonistZ AP DS SHE S TW
5.

IgABSEEAT & DELEIZOWT, 2N ETRD
MEENTWBEDORL=V-TFrIiFFrirvi

DRIZFTH 5. HICACEZEITDOWTIEA ¥
k16 ICFFET DA/ R (/D) ZE O
WM BIThI, DT LVEAET 5EHGOEHEEE
FHRARZRET H5MEIMHRNED, —HT
D7 LV oOBEICEENREE D & S, REHE
BB O EHBEA S LTHEBS T
2. FOWR, RFIZBE W TEAZTFRIEE i
AT b L7z 566 BIOMEPR, 274 Bl H AFB
TOMH IGARASHIZE)Y CTiX, FHEEHEET
AP OFEEEIRD N ol WmEEN
7o BAE CIXIgABIEDETICBIT 5 Z DL D
5 ATV DEZEZ LN TWES., Tt
FrV 2TV OBERTERIZO VT,
AGT M235TZM6D, 35X UFAGT A (-20)CE£ R
IZBWTEY, BFREDBEEIREINT S
N SBEMERIET 2R 2 B o FRAHBIENT
Mz, RAMOBEBEZEEEFOFEDEES
NB720, L 0RBRBEICHRET D HERIRD
bbb,

B, HEANENRE LY ) 204 FiE
>t R AR BB AT A3 B R K - R R FERT D
FTN =T RNIThRTwS., ZhETD
WM& TlE, 1 BEREMA (1g24-25) IZFEETLE
L7 F VEETY, 6 FHREMAR (6p21.3) ITHFE
3 HHLA-DRAFEIRY, 1 FHA4k (1g3141) I
HFAET BHpolymeric immunoglobulin receptor
(PIGR) 5T A Tg A e B E B R T DIEH &
LTRIESNTBY, 2hSIZonWTHEHRT 5.

(169)
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1) L7 F EEF

Takei & &, AR TIgATIE & W S uzIgA
R 346 & (k196 &, B 150 &, F
YIAER 44 3%, BAERBOFHME 7 L T F =
i 1.07 mg/dD) , XTH& 408 % % MBI L7210,
1 Fgtik (1g24-25) 121, E, L, Po 3f3H
DV FEI— FTLHBIETFIIFRAY —
B LTS, NG 32DV T F &R
FICHELET S 3MMEDSNPs, T4bE 13D
E-+tlL 7 F ¥ (SELE1~13), 15 ALt 27 F ¥
(SELL1~15), 6ME®P-tL 7 F > (SELP1~6)
% Invader assayiE C#T L 7Z.

E-t Ll 275 > ® 2fEoSNPs(SELES, SELE13)
EL-t L7 F @ 6HDSNPs(SELL], SELL4,
SELL5, SELL6, SELL10, SELL1L) (ZE#$H4

PR HN, IgABIE L %MEEQ R L7z
Db, TI/BOBESY, Bk Z2F O
short consensus-repeat domainiZ @ % 3 F > 468
DERAF VP Fa s Y IZERRST 55T (SELES,
Exon9, 1,402C/T, 2=9.02, P=00026, & v
A M =273 [95% confidence interval {CI} 1.38~
538]), L-kL 27 F v FuEt—5 —iFkICBEE
L9 548 (SELL]L, 5 flanking, -642A/G) (?=
195, P =0.000010, # v X} =3.77[95% CI2.02~
705 )" o b h, Lk L Z¥ F ¥ Oshort
consensus-repeat domainiZd 5 2 F > 238 |2H
L7ruY Yk y YICERT 54 (SELLIO,
Exon5, 712C/T, x*=174, P =0.000031, % ¥
R M =361[95% CI1.91~6.83]) 25528 & 472,
INSLDIDODEDPLEELTCTNT T F 4 745,
TgABHE & 58 AHBT (x*=1867, P =0.000016,
F v X =188[95% CI1.41~251]) &AL 7z.
EXx L7 FrEL-tL 7 F UHBIgABIEDORRIC
Bib 2 WTREE % A 3~ 5 72 0 12 IgA BOERE Bl oot
B RE 2 T o 72, B REE OMBLE EES
MTRERLZF YLl T F & BiRVYM
ASERD 5, IR IR TII iR THg L3
EHRTD NI L L7 F VITHIMERIC ST
LEESTTH Y, [gABREOEFBE OEEML

HERARZRMTE $94% #8685 FH1748A10R
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CHRBELTWAEZ L, B L 27 F Y I2 &Mz
JLCRBT 2EESTTH Y, IgATEDEME
ORBBRE % D SRERASHLAE PN BRI T D5
HAHIONTWSE, Chos0Z ehd, L2
F VEEIRICH B 8 DOSNPsiE, BHE IR
HERTIgAREICRZEDOSH 2 BEDRA Y ) —
SVTICAERERY DB EIRENT NS,
LA L, #H#kSFA Cgenotypell X 2R T Tl
DL TV,
2) HLA-DRA%EHL

Akiyama b 13, BAEM CIgABE L ZW sl

B 3134 (K176 4, Bk 137 44, FH4E
i 44.2+ 143 1%, BAERBOEHMEZ L7 F=
VMH 1.07mg/dD), MR, EER, BREREEO
VR0 R 816 4% (i 492 44, Bk 324
%, “PYIEEH 544+ 145 IR X RITHET L7210,
6 FYtufk (6p21.3) ICHFEAET AHLA-Z 5 AL
(DPB2 7 & TSBP % & ) SHIBO EEH AT D 55
ViR A

B R BT CIgABHE £ DRAKEIZAE
B HEY»ED N0 T, HLA-DRAEEFH
123 % 6 DSNPs (DRA SNP-1~6) ®genotype
ZPEAT L7z HHEEASER & 17z 3 48 (SNP-2, SNP-5,
SNP:6) ®7z2>CTDRA SNP-5 (Intron 3, +280
C/T) EEIZ& b genotypedHEEIZ ZEH500 bz,
IgABERE TlEA ¥ v —7 L V@®homozygotes
PRI DIEBRICEHECIRO LN (BE
46.3% X*FER 31.1%, x2=22.87, P =0.000001).
* ¥ % —homozygotesxf & D fit (= A4 F —ho-
mozygotes & heterozygotes) - D F v Xt 1.91
(95%CI1.46~2.49) T&H - 7=. SNP-6 (Exon 4,
724G/T) %, aFr 22Xy rhaf Uil
BRTLZET, gATFERETREIX Yy —T L
JU®homozygotesHSH R & ) b A EICHHEIC
b B 72 (B 52.7% FHHHIE 38.6%, x7=18.44,
P =000001). #* ¥ ¥ —homozygotesXf Z o i
(=4 F—homozygotes & heterozygotes) D+ v
Ak 177 (95% CI1.36~2.31) TdHh 5. SNP-
2 (Exon3, 402C/A) X, 2 Fv 134t vn

BARFESHER Fos F85 - ER17E8 A10B

AT YDT7IREBRITE D LR VWEET,
IgABERE Tl A Vv —7 LIV Dhomozygotes
BB IDLIARICEBEECEDONS (BE
52.7% Xt XTHR 38.6%, yx?=1844, P =0.00001).
A ¥ % —homozygotesx] & D it (= 4 J —ho-
mozygotes & heterozygotes) ®# v Akt 1.77
(95% CI1.36~231) Td%. DRADIgATED
FIEICED X D ICEDb > TV 2B R TIE
REATH 5.

3) PIGRE&=F

PIGRIZ, 43k LM D basolateralZH 1
IZHB LT bintegral membraneZEHTH Y,
—EAKDIgA HEKREEK L, transcytosis
12X - T EFZHIE%: @8 X4 5. Secretary com-
ponent (SC) %4 DHEL T, HWMIgA% B
3 5. L7225 T, PIGROBRBEREE 1, HhlEIC
Bl BIgAGWE KT SEMPIgABEA RO
zHh L, A ¥y AME~DLEEZRET S
R E SN TS,

Obara b 13, BAEM CIgABRE L S & /2B
#3804 (KME222%, B 167 %, FHFER
385= 144 i, BAERKEOFEHMmMBES L7F =

-

~— e

. f#0.98+0.33mg/d], “FHREH 0.89+1.01g/day),

170)

MR, IR, BHEREREE O 2 v R 20t BR 465
% (M 278 %, B 1% 187 %, F394FE WG 544+ 145
%) ERRICHRET L7212, Akiyama 50 & RIS,
77 5T 4 FRSNPsHATIZBWT, IgABIE L
13141 I FFE T HPIGREEFIZH 5 21 @D
SNPs (PIGR1~21) D1 C 6 f?DSNPs? i (PIGR-2,
PIGR-5, PIGR9, PIGR-13, PIGR-17, PIGR-
19) ICHIBEDSERD b7z, TS DSNPsHIC I
HASEG 2580 Sz (D >09). &<
12, PIGR-17 (Exon7, 1,740C/T) %, 2 F¥
580 DT 5= LAY BT 52 T, [gA
FREEETEIIAF—T LV (T) ABSHELD D

BICEEECED S (BHF 207% 35
14.1%, ¥*=13.05, P =0.00030)C, <A1 F—7
LR T % —7 LDt v XHIE 1.59(95%CI
1.24~205) Td-7z. TTgenotype (¥4 F—



7 L v ®homozygotes) S CCgenotype (X ¥+ —
7 L ) ®homozygotes) +CTgenotype (het-
erozygotes) DA v ALkix 2.71(95%CI11.31~5.61)
T&H5BZ &H 5, TTgenotypez #H0 L IgATIRE
12 B fEEEAsE . L L, TTgenotype®
% (24 ) & CC genotype & CT genotype (365
%) OMIZIE, HHEREOSE, B, MEIgA
1, miEs V7FH=#, 24 EMERFOEN
BEEIWThIEERELREZSEOON o7z, F
72, BB OSCoREL M & 2 h 3 DDgeno-
typingt OMICHBEIIRD S d o7z, 71
£ — ¥ —fHBIZ D A PIGR-2 (5’ flanking, -46 G/
TE7aE— 7 —IFEICHEL) 5258 T,IgA
BEBETERAT—T LN (T) B LY B
FECEBHEEICED b (B 184% it
124%, ¥*=1195, P =000055), ¥4 F—7 L
WA D ¥ —T Lot v Xt 160 (95%CI
1.22~208) THh o7z,

Ll & 512, s ABE BN L B E S,
KEARESHBER/TH S, 17U TD
Schena & XK EHEIgABEEM OFRERK ICR
AL, 30KRFK UFVT24KRET AV A6
FR) DI AT o 7219, BEE L, BERTIgA
T & W S N BE, MR (BEEETRIMER
AR 5P L) HoHvIEBR G+
A FNH L% & 3EMERED Sz E8E,
F 2RI ABREYAN DI BAE 2 SN RE]
BAREOBRELER L. RTRINER CEEK
BOBEEDO WAL, 40 R L THNISIEREER
FH, OBRRBTHNIRFABARHL EFL 2.
CREEE, BARCIARREL B ShiBE
60 %, FEEOMRH 5 VIZEHREZD LB
# 29 4, IgATREPSNOFIREAEZ SN
KBEAREDBES K, DEFTUBTH-o72.
ZWE ORI 33 T, BRLIZ 1551
Tho.

IgABREDORFE I, RIERSOHEGAR, [gA
DOEEDBNEZ )T T ADEAICH B L
EENTWZ, ZNHE~DEbIFEZLND

(171)
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BERIBETEE LT, IgefiZ7 5 A5 —, Igh
S Xy —, IgE§E~r 5 X ¥ —, Ig joining
$4, MHC, galactosyltransferase (T1, T2,

T3, T4), Fco receptor (CD89), uteroglobin
BdHB., LPL, NFAM) v BB ¥
RNT AN v 7O KNI X % HEERNTIZ,

WINDBIgATIE L OFESHIIFROLNT, ZTh o
DBEHBIETREIL Z OFRCTOIgABIEIZIIBRE
LTwidorz, HHIEET 7 AICH#ESTI0
Y FENSVER R THOALTVE
A 270HF 54 b~—0— % CEEENR L
7. IgAEE & B g B R ETE R, EET L
IVBHEE 0.001, HERRER 75% LREL T, Z 1
RN %475 72. Locus heterogeneity TlZ, 1.0
Btoay FRa7 5% 5 8EH5 #db o 7.

BHEIBANCE TR < —F —E RE L THIT

F5E, L0 DTy FXa 7533 5581858 2

W or. 201 DOEIFIGANT T, 6 Tt
1k (6q22-23) ICHFLET B. D6S474 £ D6S1009
THINTVDB 202 F BT ¥ HEBRAIZ 24
oM< —h—zFHELEREL . & TH~v—
# —MipairwiseEH DT v FA a7 BBETH
D, D651040 %37 OEEEEZ R L7z, 6 FHE
HICFE E NIz T X C OB &L FESHRIT
T, D6S1040 750y KR 27 5.6 O} EfE% K
L, 60% OFRFZATI DHEBRITHEBEITA SN,
HARIZBTBZRRR, REMICB Vv TIGANL
DESIEHLPICENTV RV, T O
P, BERER A O BEFHISBAFLELTB Y,
REFRZUEETFOREIZRZELESTEHT
SROBRI RS,

2. FEFRRIEEIE

PESRIGHEERE 1%, #THLEATEASES] D A
D# 35% % 50, BEHRBRARBTR LIRS E N
X 72 5 7-. Diabetes Control and Complication
Trial (DCCT) 7 EORBMENFES S, BEZ
4% 2 > b a— L dSmicroangiopathy 3 JE, &

BANHESMR F4E $85 - FHRI7E8A108
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*. ERFLESERECEST 3 RMEET

MmEESE Bradykinin receptor B 1

Angiotensin-converting enzyme (ACE), Angiotensinogen (AGT), Anglotensm I type
I receptor (AT1), Atrial natriuretic peptlde (ANP)

B2 (BDKRB1,
Kallikrein, Nitric oxide syntase (eNOSJ, Renin
Solute carrier family 12 member 3 (SLC12A3)

BDKRB2)

RS EEEE

Heparan salphate proteoglycan 2(HSPG) , Matrix metallo proteinase-9 (MMP-9), Type
IV collagen, Decorin (DCR), Plasminogen activator inhibitor-1 (PAIT)

YA DA

IBHER TR Interleukin-1 (IL-1),

Transforming growth factor-31 (TGF-A1)
Vascular endothelial growth factor (VEGF)
Interleukin-18 (IL-18),
Chemokine receptor 5 (CCRB)

Interleukin-1receptor ‘

FECHIEE

Aldose reductase, Glucose transporter 1 (GLUT1), B3-adrenagic receptor (ADRB3)

FREAHIEE

Apoprotein E (APOE), Lipoprotein lipase (LPL)
Ecto-nucleotide pyrophosphatase/phosphodiestrase 1 (ENPP1/PC-1)
Cholesterol ester transfer protein (CETP)

B A b ARE

Endothelial cell nitric oxide synthase (eNOS)
Paraoxonase (PON), Methylenetetrahydrofolate reductase (MTHFR)

BAWMFT 2 ZEPHOP LR TVEA, B
FRMET Y P a—viZh2b b FEFEICES
RIS E N LD, BREREICHEET S EE

HEROFAENZIIFIN TS,
TgABE & FIRRIS, BRI B RE S (S B 53
B LEZ LNBBEMBIETITOWT, ZHOM

BIRFZEA TN T & 72, BMUEAYEHE D FIE -
ERIECHESELTWALD, Lav-T7 v UF
TV YV REET oM, BIUEICET 2 EET
PBOLME ST VD, ZOUENIC S RAH,
PEEAH, MifasviE, WMERET, B{EX hL
Al Y, ZROBIETIEIEICES T 5 B
EZFELTHREENTYS (R).

ACERZEF DI/DEENI D W T DB T
1Z, HAEATZBVTDD génotype ASBAE DISHEIC
BG4 5 & OIMENL VD DODWY, RETITb
Nizadk— bZE TR, ZoOLBOE5IEED
LwlkWBHE I 2oL ) EROAR—FKIL,
EBOEHZROME, 2> ba—VoRE, %k
DM 7% EXEHICEE L TwE EEZ LR
5. 2 LEBoOEERL, ¥ TS
U R ERERLIETAMEDIRS N
%. Fujisawa 5 id 1997 4 £ T 18 OIS %
L, 18, 28I oERBIZBWTHDD

HAARTERMEE $£94E He5 - FHRI7E8 F10H

(172)

genotypelX!Z 2 DIIRID genotypell bR T, FH
BIUBERBEDERETE 2o TnaEMEL
729, FOMOMET O L LELERTHE, 5D
& Z A ACE#EEZFI/DEEIE, HANIZBWTIX
2 BUBERRIR I2PE D BHEFEICES L, BAICB W
TS LT ineEZ LN TV,

FOMICHIBAEREOERICEET5EE %
S5 BEEFE LT, plasminogen activator
inhibitor-1 (PAL-1) #f=F®, matrix metallo-
proteinase9 BIEFX 7% EOLRPHE SN, B
FEFIE & DBIEATRENT VD

T CICE  DBEMHBE TS T 5 AT
T Tw52%, FI&HREH L EHEREFD
FER, FFMRRRBHOZZORTTRKTHS.
BAFBEC L2577 57 A4 F OB AS
Pima Indian® 2 BUBEFRIFEE TITb i, BIESE
FEIZBI S 3 5 BIZ TS, &3 gefatk, W75
Bk, 5518 Jetafk, %520 BRITHFETLH T
LAURE N/ F 7z 1 BUPERRIE Clddiscor-
dance sib-pairf&Hr 5, HEIRBHEOT VT
> VI BEEAE (AT BET %2 & 20-cM
DOFEIN B RIS BE5T 2 B EET OFE
IR E N TW5BEY, F/2, Tanakadlid, HAE
AN 2 BUEFRIGEE 2 W RIZSNP &2 IV 7257/ &



T A FRABRT AT, PR O 3
iZsolute carrier family 12 (sodium/chloride)
member 3 (SLC12A3) BIZFDERIHET 5
ZEERFHELLY, ROV TIEFEIC#EHN S
5.

2 BIWEIR S B E CHE R ERIEAED D 5 b D %
DT o c o 2 BT 2. BER%
PEBORAEGNE, T V7 3 > PEIEE >200ug/
mind2WERFAVLTIV - 2L TF =
300mg/gCr, & 5\ idE ﬁﬁ*ffﬁﬁ‘&* TH 5.
XHER L, BREEEN VLT, KRBT
W7 R CEEEE<20ug/min, HBHVIFRT VT
Y7 LT F = H<30mg/gCrTH BH. 2
HIBE R RS TR ORESHEETH %
ZEHEL, CORETIABE - ML b, B
RIFYERBEREDS B 2P % B A TV S WA,
PERBHEBRERE ME (K314, BHE63
%, SEHER 579+ 125 1%, FHME 2 L7 F =
{8 1.37=0.83mg/dl), *IH& 94 % (KM 57 4,
Bk 37 44, FRISERE 62799 %, FHmiE s L
7 F = Y fE 066+020mg/dl) % K HIZ 56,648
B DSNPIZ D W THRET L 7. 402 8l O SNP TR ¥
MICEEZ (P<00D) 25O 57z, ZD 402
T DSNPIZ D THER R R S 466 % (Zctk
161 %, B4 305 44, FHF#E 596+ 135 5%, F
WIniE s L7 F = 1 1.48+123mg/dl),
266 %4 (P 141 %, Bk 125 &, 4R 629+
120 3%, FBILE 7 7 5= 18 067 =0.15mg/
dD) ZXFHRIZ T S D 402 B DSNPIZ D THeET
U725 BOSNP7AT (S fgk & L CIREMIC A
FE(P<001) 2B LNz, TDHH 16 FHetm
14 (16q13) 123 B SLCI2A3 BT DA ¥ b v
24 \ZFE7E T 5 SNPAHE R BHE & % b 3V Al
BiZmRL7z (Gvs A, x2=154, P =0.000087,
% v XM 253 [95% CI 1.57~4.09]).

Z Dlandmark SNPO FEHIZH 5 40 fHDOSNP
WD CHESAA RN 217 - T, Lt 100kb
725 T 50 kbiZ#ES 150-kb 7 17 v 7 (TR
B DR BIRZ I b AT A &

173)
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ool TOWIZIX, SLCI2A3 EiEF,
KIAA0095 B1ZF, homocysteine-inducible, en-
doplasmic reticulum stress-inducible, ubiquitin-
like domain member 1 (HERPUD1) 5&15F 5%
5. KIAA0095 1R F 12 & % 1616 OSNP &
HERPUD1 #IA T2 % 15 DO SNP & 12405 AS
A SN ho 2D T, SLC12A3 BIZTHFED
HIHERR B DR EBRZEEZTFTH S
PRARY T Lok

& 51T, SLC12A3 BIR T AWERFEBIE D%
BIEZHEETCTHHLIEORLEEZEB L0
12, T OBETHD 31 fDOSNPIZDWv Tinvader
assay & 5 |3 direct sequencing & {# - THET L
72. 2@ B AMEITHEREHEEIE & DA AR
oz, BRI, =2V 2312HDSNPIE, 7
I BEW (+73, Arg913Gln) #fE-THDY,
VAR Z /R L 72 (2=185, P =000002, F >
X 253 [95% CI1.64~3.90]1).

XA F—T VIVEREED 5% B R 5 18 flDSNP
ERRL, TDHHbTr V23108 BSNPL
fiZE&L LLATNTRY A 770y 7 &L,
HRAOD 90% LLETRDOHND 10 WDONT
TyA47NTay A7 1~10). 2D 5 H,NTH
¥ AT T ICHERRIEERE & OMHBSRD b
S, L7V ¥ 231CHBHSNP(+78, Argdl3Gln)
B CTROLNIMHE L ) Ko 7.

SLC12A3 BT, EAHRME CONak Cl™
DB BIF%3 % thiazide-sensitive sodium-
chloride co-transporter® 2— FLTWwWHB Y, F)
PR¥Ethiazide DR TH 5. SLCI2A3 BInF DT
27~ 23 ®SNP (+78 G to A) A HERRFE B
S L HHBAZ AR L, SLC12A3 #IEF 2 F > 913
DTNVEZYRT VY I VICERENRTVS L
BRIV QR D ) A 2 258 5. Gitelman
syndromelZSLCI12A3BE T OERIIFIE TH 5
P, THT I BB L o TGitelman  syn-
dromeDFIEIIFRD LT, ZOXA F—T L
RO BE CTHRBETEDIED Y X 7 MK
TIHHLVERIZHLONTRZWDY, DT

AAAREERAERE F4% $£85 - Fii1758 A10H
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JERERICE D MEAET 52 & THEDRE
SEARAT B L HEIN TV 5.

E: J lfi)

EAEDE L DG 5, Ig ABE KRR
FEIZBWTHBEEHWREIRE - BRICELHY
SLTWBZEPFHENTETWEL, FHl
CRWZS N7 EMBETFIIRBICB T 515
PEHAEET SN TR RITRIER SR, 5
E I DEBEZMRET OBREIITHbN
TWw LEZ N D%, BERRHERIEEIC
ELREREBLOIL, EHEAHRREHRES
T 28%  DEBFIBOERBRPATYRTHY, »
AAN—T v NV AFACESVTHF ) LT4
RO 2RI {ATo TV LEFD 5.
D7=D121%, ERNDZE L OERERE, Btk
Mok, dEr—E@Roons. 2, BA
B THBHDNAYF I LE AW L, Ba{t
T &% B 2 AR B B 13+ 45 7 B A
BETHD. 5HOF—F— FEHFLE % ER
T2IEHY, ThEDEAEHZ EIHFoT
W ke, 27 LT RITIER SR
BREIXZ WS, A RFROBRENILELTAD
BRBEIE DL LIBD T LEND .

-~
e

-

X #®

1) Yano N, et al : Polymorphism in the Il germ-line tran-
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