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Bartter £ (BS) & Gitelman fEMERE (GS) 13K AH Y =
LIfE, REE7 VA -2 A, HL =y ET7ILNAT R
VIAE 7 & 2R & 9 2 HE R R 2 1 o S R PR PRANE B e
BETH 5, HEK, BS IZFHERHHOE I X b, Hik
ICHERE S 2 F AR VR (FERE ) &, FLAD YIS A 9 % il
R (EHER) Ic S N, —77, GSIHME= 7 %27 Al
KEEARA N7 MRFER TR L, FREHRAIR S BS & g
LCLZ ETHEilESNTERL, LaL, WMERTTFEY
SFMEAR I X ) BS/GS OB TBIS T HM2iB 0 h K4 &
FE S 7z, U X DRk & oFiE A BS, i
BS/GS &\ 9 BK 3 B OE A B S 48 B A 9 BRI
ELTLL I I RIETIERWI EBHSLE o7, B
fElE, KB K ) QBEFENT 217572 ) 2 THEEIE T
AN 2 2L, BT 52 EFERER->TWDS, I
HE, BSBXUGS 2o El& L LTRAT, #Enik
AT R R A4S B RE 52 H5E (salt-losing tubulopathy :
SLT) L F S I H 5",

E

WD S DWMEICL B L, GSDENEIE 1/4 TATH
20K LT, BS D24 1/100 5 & TTw 32, b
235 1F 2 BS/GS IcBI§ 2% 7 — ¥ 13 N THEL
T o2hs, B BS/GS 04 ERE 0t (54 @k
BR) MFEMES 1, Z OfE RIS 0 3,

PR RARPBER FOEFEBH A BE RGN LB =

| BS/GS DIREER & WREI D48

1962 4F, Bartter & (&K Y 7 A MAEREE7 VA 0 —
YA, EonAh ) v LK) K, BHRERELEE(JGA) O
W, JEESMTEEE 7V FATFa iz 25 26l 7
7V ART AV A NG Z RN LY, 2ok, F
BLU 729 BB AR T S 4172, Simon 5 1%, BS XK
WA Y LIV — 7 ORME LRI HE T 2 3O
F v oL E kA% a— P ¥ 285 T OERTHRIEL,
GS 1 ZEN RN ER B BT 2 kA2 a— 33
BETFOLRICE D IIET 2 2 L 2HS I LT, 2
D#, & 5T Birkenhager, Estevez, Schlingmann & 12
X 0 BS OFEEETH 72 ICFE X 8~ 10, BifE, BS
1 Bi~Ab Tz S 2 00— Th 2 (R 1, K1,
2), 512, B3 ISR BS/GS L 2Z2WiE i, birvbi
DIiEx T I N E TIEIEFZWi 2175 7 184 Bl ooy
BaRd, YT, 2nFhoEilico b3 2,

1. 18BS

1 AU BS 13KV~ LV — 7 D RN B Al i e
WHEBIT 2 70 % 3 FEAZM Na™-K-2C1 H ik 4
(NKCC2) % 2— F§ % SLCI2AI #E{s¥(15q21.1) D ¥E
WX THIET 5, M3 THRT XIIT, 1R BSIE4EHC
B THEBTHITZITo ER D) 5588% % 5o TE
D, $#iB3T2 3EBSICR T2 HEHICEL WHED BS T
b %, WA RO EEOEIKGZ R L, HAER]
£ DKL 2 e S U E - RINEGRETINET 5, 2
D%, HREIR, W, BKZEOPT, FRBERSE
PRODD, Fh, @A LIRIEB X OEHIKALLHES
Lo Ladss, i, JAEMEICREZROT, FME
EELES TRV EDLD THEDRKRGRE 2T 25 11
BS bW s n T EELET 2,
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£ 1 Bartter SE{REf (BS)/Gitelman JE{ZEEE (GS) D48 & 458

1 % BS 2 B BS 3% BS 4 E BS 4p & BS GS
R 4E 4R % BS 4R BS HEA BS 4R BS 4 IRE BS GS
EEEET SLC12A1 KCNJ1 CLCNKB BSND CLCNKA and SLC12A3

CLCNKB
EB NKCC2 ROMK CIC-Kb Barttin CIC-Ka NCCT
CIC-Kb

BIEHR w B A S w - A S w - A
el Na;%gg' SEXE I CImF v &L BCJf ;F__fjjl’l\ CImF v %L ﬁ%%é&
FKEz% H) H) HWEBTHY H) Hh) L
BRREE Hh) H) Th Hh) Hh) KL
[RIEHEREREE ++ ++ + +++ a—_— +~+
Balkit Hh) H) gL 5L T L KL
KPBEAL Hh) H) Fh ) Hh) FEEICEN
;& Mg iE s E~1K E~1E E~1K &
fR¥ Ca = = B~E¥~5 BE~EE~35 E~EF~5 &
REBOER fa 2 HA B& 2 HA wEIR, LI B2 g B& 2 HA SFEHLIE
FIREAHRE | 7O0€3I FIC 703 K- HAT7H1 44741 FIiC 5 R P THA RIS

| REbICRE ERIE ‘ ’ ERS
BHHE — FERE Y U LME — HEHE HRE —

2. 28BS b L WIRITH 5, ik, HERNAREIGICPE S BB

2HIBS 1Z KV~ Lob— 7 D RN bR M 1o 581
9 % ATP-sensitive K" ¥ %)L CTdhH % ROMK % 2— F ¢
% KCNJ1#{5 1 (11q24) D ¥EIC X > THET 5, ROMK
DFEEIC X h 2RI NKCC2 it EI NS 2 LT
BS ZFIET 2 LEZ 5N TV 5, URIOWIE TIZNER
DILRI3% LEbLDTENLWETH S, 1 AL FERIC
AR oERGEZ R L, 2flcrs Ly LE L BA
PALZZBD %, —1iT, 2% BS DRAKOREI, HER%
LiES K EEA Y 7 sIfiE, REE7S F—r 220 %
ZETHB, B EME I K EaER L, BBk
AHTEIPLEA Y Y LMIEEZED L LI ICHE, 2D
FiA ) T LRE % 55 2B £ L TiE, ROMK o REEF I
AT, FA RN Na™-K-ATPase DG ME2K L, %7
maxi K F v % )V OIGEEIME 72 O ISR~ K HEiftps-|
STIERVED EHEHIEN T3, Z DK ED S Bk
TIVEATOETHREZM SN IER b ME SN TE
D, EHFIIC 2 8BS LEEBHIT 5 T X IR
THBEVZBY,

3. 38IBS

3MBS IZRVA~Y LIV — 7 D IRANE bR e 2 R
35%Cl” ¥ %L ThHsCIC-Kb%a—F9 % CLCNKB#
B4 (1q36) DBEIC X D FIET 2, YFROWF%E Tld2hE
D9 B 16% %2 5D TED, HVETIEBS D%d Tk

F75 5 (exonl7 c.1830G>A p.W610X) BTEEL, Z Dff
WE D%\ Tz EHEN S LT 2, HRIGHIC I3 R o)
BEERE e RG22 %, %), FLRBILIIC %%
IR, BEEEE % SIS S B IER 3% v, bitbiid
WFZeTIiE 3/ BS @ 9 5 93% DREHIAS 3 L T T2W &
1, F7:4930% DIEGI TIRE R ISR L TRE AV E U Ailife
W (GH ) pifibii Tz, iR E®Ray, 3
BIBS TlEEA V> 7 LREZ B0 2 HEHE 60% FREEIC &
E£ 0, BAKAGIEZED TRIBALICE 25613 & S
NTw3, LerLikds, 3BBSTH-THHERMD
£ DAL LB AL ) R DG ST w5,
7, BWREROBEE 22D, BSTHBICH b5
TGS IR I 2 AT L Ch 24K~ 7 % 2 7 L IE K
ANy LRIER R D BREFIDLHAEAEL, LIS LIZHE
MWL 5 2L TH D, BKENZ LI, FA—FKRAT
DFFTIZE T, FA—DBEETARZHL TV RIS )
b S THAN R E & IR 2N EET 5 2
LHWEHEI AT bbb O T 16.7% D
3RIBS 13 GS DRHETH 2K~ 7 %> 7 LIAE LKA
N MRER LS IZROT0 Y, BRHICH LTI,
EREA & INTELD, REOWMEICE 2 L 14 4
HoEMERBZ 2T & 25, 30% DRERCHEE
S Bk 44U 8 & (estimated glomerular filtration rate :
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Mg A

v

Ca2+
NKCC2 Na*
Type1 Bartter 2CI
K+

ROMK
Type2 Bartter

M g2+

CIC-Kb
Type3 Bartter

Barttin
Type4 Bartter

CIC-Ka and CIC-Kb
Typedb Bartter

C aZ+
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Gitelman
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Type3 Bartter
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Type4 Bartter
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2 EAURMEICETZAM 7Y F v RILE L CEEE

eGFR) %375 mL/%3/1.73 m* Kl £ IR F LT, b
NbNOWETHHRAD 3R BS BED H B 50% OFEHIT
eGFR #3890 mL/43/1.73 m? i & 184 B s (chronic
kidney disease : CKD)Z %L T\ /7=, ZDIiEd, bbb
NDOWIZETIZIRAINC 2 > THIO Tel S a7z 25 ik,
73 A EDREB AL L, BAEOERBIH %2 2 L 75413

BS TH > THRAM F THM S 49 Tk X 41 2 fE ] 237
T2 EAHALZY, Bk X9z, 38 BS 3#i4
AR BS, dLE BS, GS DT RCOKBEERL Y B2 L
DS E o T WS,

4. 4BUBS, 4bEBS

4 71 BS 3 H A D E v CIC-Kb & CIC-Ka (2 658
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2%IBS
3%

18BS
8%

0,
5% 3%IBS

16%
4%1BS
0%

4pbEIBS
1%

K 3 PHEICEH TS Bartter FEIEEE (BS)/Gitelman FEIREE
(GS) DIRBRIBIE

HWERFNEFHC TIT - 2 EE TR 184 IR TRESICH 1T
PERBEDEEERLTVDE, NTOEEREEDA 51RE
L7=H DR L 7=,

T2BRY72=v F&EMBarttin) %# 2 — F§ % BSND
(Bartter’s syndrome with sensorineural deafness) & & -
(1936) DR THAET 2, JBIFITIE bW 5 H7 A4 R
DR G2 R L, BEEEELZE) Z 2R3, 2
#ud Barttin HEA2S, HIRMEO AL S THNHICHREBIL
TWwb I EICHkRT %, EAEDHKEGEZ L H, HrENE
DO EEOHIKEZRD, BT OMETHH, Lol
D36, BSND BISTD—HD 3 At v A28 BREH] T I3
EDMKGZ & 57 &, JHHVBEILHE S TWEY, 5
£, CIC-Ka & CIC-Kb Oifi ffIc Bi#ET 2546 TH 41
BS ¢ FRDOERGE 2T 2 5EHI2RE I, 4b BIBS &
SEEINTWRY, bhbhoiisTid, M3 ICRTED
AHIBS 1 1 Bl b FEE T, 4bRIBS % 1 fliRd 5 DA T
Y, DPETEELOTENLAEZ D,

5. GS

GS (Zm AR bR MBI BT 29 4 7 A Rl
Z M Na'-Cl™ ik & (NCCT) %2 2 — R § % SLCI2A3 8 fx
F(16ql3) DEFIC I > THIET %, KIS THRLALED
1, MBHZ B CREWR BB S%E D tLBER RN 217 - 7 iE
Bl BELERE HOTE YRS TH - 7, HAFITIE
BS LR TESEDEIKIEEZ & 5, 2F D, BSD X HIcH
W OREREZMEY 2 Lixk, ASREIc2ZE N
ZEIEFFENTHY, FEMDEPLEAICE > THIO TEHK
%R, IR, PSR, KA ) 7 AME - K~ 7% > 7 Al
FEC & 2T = —hERTHAINDG 2 L23% v, EELH

JE 28 5 D T CIBAATE L & BB b & i fE § 22V,
¥ 7z, 2BPEREOIR SR DR OBER T2 W S 1 2 5EH]
HET %, GS & BS L DIFKRNARIT I E TR~ 7 %
LML X MMEA LS D ARIEOEEE SN TE
73, BB D GS & 3 W BS 13 H IR ML L T
BO, METROATIREN LIE LIRS %, 6l 21,
BIEENICHEELZ GSTHL I b o T, Kv /%
O AEER X MR A )L 77 L FRAE % 388 70 I ASEEAE
T2IENTTIHEINTLR T bnbh %
TlE, K27 2> LIEL L MEA LS 7 LRIEE & b
IZER 8 2 WK 72 GS IZREM D 45.6% 12 & EF H, 10%
DIEHITIZE N Z LI~ 72 7 AMPER L OMEAH L
Y LIREEE EBICED R0, TDOIEDS, K
22 LMSEE & QA VS 7 L IRIED H #ED A THE2
Wrd a2 LEREETH D, WELHNICILERE T RS
HEHETH B E-bNZY, FE GSBRECBLTIASNR
M R s S L iERI, GH L2 3T % X 9 2K
HREEPEIEADEET 2 EHO P ER>TWVS, b
NHONDHFRIZEB LTS 15.6% DB 5L FTEH &
NTEY, ZOLAIZBHIRERD O BKGD AT 3 8BS
LT LBNEECTH D, AT, 29% D GS &I
BN (18 %L B) lcsWi S Tz, £725.6% & Bk
FHTIEH 5 HODREEIT X ) GHEEDWHED S - 7219,
BERICBIL T, GSEE 117HZ2NRE L TIE
6% (7 61) D GS HZIZ CKD IcE -7 L HELTE Y, B
FRIZOWLTHHEREZ SN TV IZERIFTIE R\ WAHE
EDE L, bbb DR TS, HAD GS EEDI b
31% DIERIAICKD 2 2L TWw7'¥, 512 GSIZix QT
MERAEREO GO A LN 256035 0D, QT R ORI
3% 2 A DEEGAER L TIITEE ST, FRIEDH
EHYH 2P, Z2DIFd, BREOHE L LTIE, SLCI2A3
AR~ T n BB (AT D 1~3%) XL 23K
WEEIZH D, DIIEA R b DY 2 2B B R
XNnTw2Y, —T, KA GS BFIEEIME 2 29 5
DR E DHE D H 2, D ED LI, GS DEEKEES
EMTHELTLOREFTHS L1327, BS FICHER
740 —=7y 7THRETH 5,

BS/GS DM EREBES LU HES

1. BRERZHA
HDETIIR 2 1SR T BWHEE R 72 U 7hEf] 2 BRI
BS EZWiL, ZHUE~ 7227 AE LKA VST LR
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R2 DHEICE T B Bartter FEIZEE (BS) D SRR %
(EEAHAFRIL)

ML = > iEMEDIEm

Mmig7IL KX 70 EDE

&4 LIiE

REE7ILHIO— X

EELWUELE

ToIF T TICHT 2REERBOET

HREMRRAIRE, BMTH, FREORPKSHEER

R,

8. BEM TELRAMIEDBRK EFPAT I ENEE L,
(NBRTIFRE)

NooMN S

KEZ P EGI % GS &gl L € &7, EROEIK T, #Hik
WAIZ 592 1, 2, 4(b)HU BS (3R 72 B D> & LUy
ZMIBSTH 2 LN DD, BB 2Kk GE 5
T2 3MBS & GS DEKRZMNIEIREE L Bbh s, 51Tk
BB 3 X 9 ICHRIC BS/GS LIS N3 I b0 bbb
T, BEHOETEE IS RDFE TE WIS, Wb
R BS/GS 4% < 171E LERIRZWT SN & 22 > T 5, {3
P BS/GS (301 & 22 " RIS (FIPREE, TAI, gtk aid
RIRIEZ £) & L < & BS/GS DA IS kD

747

WHEZ R LT3 &2 o0, BEFINICHEE L7250 BS/
GS L OFERIDIERICHEE L 2 0, BROBCRELZ E72 L
T3,

2. FIREAFRER

BS £ X ' GSIZIFMREE DML BT 2 380 2 A
T %, 2F0, 1HWBSIEF7et I FoEHETH 5
NKCC2, GS i394 794 FOMERATH 5 NCCT DIz
XOIIET B, TDR®D, 1 BBSIZ7 0t I FIZKGET,
GSIIH A 7¥ A FicInL vy, ZoFEMZFATS &, f)
AT T2 T) Z LIETlETH L EEIONS,
F 7, 2B X3 HBS 2oL, R NKCC2 # %
EHIBHILETBSZIHIET L LEEZONTE 1D, Wﬁ%
BRI & > T I~3AIBS & GS D WioslhE &
Nz, Lo L, FEBRCIE 2 8BS CIEisHNIC KOG % R L,
3HIBSIZW > T FRUCKL, 70k 3 FiZiIE L3 A
THA FITIFSIE L 220 2 &35 S tz, CIC-Kb 1dk W
NV VLI =TDHRTIE% L, @IRIIE 2 72 b IAHIPHIC F
HL T3 2 EMWRIN TS, 3T BS @FEfiEIC 13 NCCT
DR RFEENFE LG L T03 2 ERHS ko7,
DT, BEREHEDSE I X S ITwW 2 3HIBS &GS &
DEAHN IR ARSI CTH 2 2 LASHPIL 7219,

BEAHU LA S
KBET7ILHO-D R

[

[

I ]

£kBS FiiE, FHEhE R
B BHAKE BERILE L i
BEIALSH V) o
_ BSDNEZFEE
A4 RO BN ﬁ‘ =
| —
HEREOEH Y Y LME e LN I3 |
BEVHKBMT S K= X BRI LRIE CLCNKA
[ 1 [ 1 CLCNKB
N|O YE|S N|O YE|S
SLC12A1&FZEE KCNJT1EIZFER CLCNKBEZFZER SLC12AEBIEFER
+ - + — - - - —
| | | |
KCNJ1 SLC12A1 SLC12A3 CLCNKB
| | |
CLCNKB CLCNKB KCNJ1
|
SLC12A1

X 4 Bartter FE{ZEE (BS), Gitelman fE1ZEE (GS) DEGFZHFIE
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FIPREE- T A

IR & AREA

5%
MHREMERBIRAE

2% vAPPa
2% BELLZ1Ivb 5%
2%

5 {&l% Bartter FEfREE (BS)/Gitelman fE(ZEE (GS) DERREF
BEETRBEDER I BS/GS LIS DEmEEENSEHN B,

PLE& Y, MEREAMED S5O 2 ERIZREN TS %
EWVbIB% 20,

3. EBInFEM

Rl IS Peters 523G L2703 X4
IZHE> T, SHIEBIDERRIVRHED: & T 2479 2 L 23lHET
b5 (@, BUED L 2%, BS/GS OREEZHNIC BT
et b A TH 2 L lbi s A3, RAE L OMERDH
52 LS TIcHREL TR MEND B, HERDER —7
v AT X B genomic DNA Of#FFICINZ T, PCR HEEH:
%> MLPA (multiplex ligation-dependent probe amplication)
2, & 51213 mRNA Ot EDQFEHAT) T L TEEM

ERIIN Y5, —T, SRBEMEEFDFE S N
KEBl, 2 F D #1E BS/GS DFHENELE 2> TR D, %D
BEHED %\,

&1 BS/GS DESRAVEEE

M 3IZ/REY, BEEIRIZ BS/GS & 2l S 3 5EH D 9
% 23% IZWEAID BS/GS D HEE F AR Z 1 Db B0 T,
1k BS/GS T&H 2 AlpgtkasEive, 2D & 9 %tk BS/GS
LGNNI HEE L 72 LD BS/GS % WK R D A THE
22 LRHEETHY, INF THMGERSGEES T, *#
BRORIR OB CIEIBIC ST 5 2 3% oz, DL
T, #tEBS/GS 1B L T2 oK bbb D% THS
P T S T RFT ORI D EFERT 5,

1. ERETF

stk BS/GS DJFIA & LTI, fERIZHIRIE - FHRIDEM
R, 12tEomE:, Rtk f A RAE & & O "RV
K OFIET 5 & 3N, FEZRRE2IC X 0BG ARICHEE L
7-EHDBS/GS LHERITIRETH 5 L INTE ., LoLAD
LRSI T X 91, bitbtoifge Tl st BS/GS HEHI
DLW HERKNTFEZAETELDIZ56% DAT
Hote, FHRELTE, FIRE - THIOMEHA R,
Z Ol EE AR R, ARk A RO IRE, D 54
Iy b, Pha—VHERELIKICHZS, T, Bk
BS/GSHEBID 5 &7 b D 44% (ZEEM 2RI & b 57
W5 27 RV - FRAT2AETERpok P, 2
DFEEELT, TNFEFTI bay FY 7RERE *70v
5, Dent i, JekME2 v — U THIE, FERTEHERE 72 £ ol
i EIc B T, BS/GS & FRIERICIRA U 7 L PEAEHE:
TNAR—Y RAERT LI ERTTICHEINTED, Z
D &9 BB EICHR T 2 MHER O FEEIE Z s
%,

F7:, BAOBEEIEREMACO L ELRFEI TR
WHTHLOBEERE O FEET 2 50 LI NS, Tk
I AR L TE, Sk, RIS — v — (next
generation sequencer : NGS) % FH > 7 {8 & 10 ff 1 2300 52
PORNRINTH 2 b s,

FEBE, OIS o CTHERINIZ BS L2l s bR
HGEEFICEREZFHETE RV IIFIOBFITHL T,
whole exome sequencing Z{r->7: & 25, 955 AlcE
WTHRRME Y v — )V THHED BEFEIZ T Tdh % SLC26A3
BMETOERZAE L7 L OWREDBH 57120, Szl
2T, bhbﬂ%%ﬁfﬂ’] BS/GS L ZWi& 3 bPEAIDO R
BB FICE R %2 B 20 o TAERNIC B> T SLC26A3 i#
m%%%ﬁbt#,E%u~o%ﬂ%f%&#otmoL
» L Z D%, BS LBl - 16 %2 Z T T REFlIcE W T,
FE I X D INAEER SR THI 2O TwE 2 L
FIIL 72 2REGPNCN LT, YR CEIE T 217>/ L C
2 SLC26A3 BIZFIZB W THANT R KA R % [HE
LA7z, Ziuc kb, H2ETH RN 7 v —)V FHEIC
X2 MEBS BEEET 2 Z EHe D E o T,

2. 1B BS/GS DERFRAIFEL

bitb stk BS/GS OERIRINF - Z S & T 5 7
DIZ, WEREDBLIELITHEWICA—N=F v 7T 350
R & 72 % 3MBS, GS & X U BS/GS iIc2WwWT, %
R 7 — 5 O M 2 7o 7Y, Z0f98(R3), %
1 BS/GS B 3B RIS MR Y <, £ 7 BMI 2M&
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R 3 1A% Bartter JE{RE£ (BS)/Gitelman JE{ZE¥ (GS) D ERRAVFH

3% BS GS &1 BS/GS
SRRSO L FLsh B HA FLsh B~ EHA~ R A BRA
Bxht BLERL BLaELL peg: JNEAN
BMI EE % &A1&
eGFR EE~Es EE~Es K1
& Mg EE~ES EE~E® EE~EE~5E
fReh Ca KiE~EH~51E EE~E® BE~EE~5E
FIRFEETHR YA T7H A RICERIS Y41 T7H A RICERS ?
FENa - FECI =1E EFE~51E K18

W AT CE RS T 2 ) S v LSBT L
oo DF D, Pk BS/GS OFRIEICIX, FIIREE - THRIOMA
RPN £ EAIRIE 72 £ 0 ORIV, & 7213 BS/GS Ao+
DBIEIERIC & D 2P 2 AR BB A8 A RARAE & 72
LZEWRECHEG LD LM RBING, X
7z, st BS/GS 1x GS &Ik, 23.3% DIEHI TR~ 7 %
27 AE EARA VST MRE LS ICRD DREGI DAL T
2—JT, M~ 72y AMPERE ANV T LRIEE BT
DIEWI D FFFE LT, D7), K 7327 LIE LKA
L7 L PRAE O A TR ERIRINIC B o BS/GS & 0 © &
rwEEbns, 5121, M BS/GSIZED BS/GS &
75 ) IR~ NaCl gkttt % s L, FENa & FECI
DHBIEMETH -7, XD, bitbidvn Lk
BS/GS B#H DRI Z Z 8§ 5 Z L2 ko —
BiE 7 2 VRN D %,

BHOHIC

BS/GS I3 [EFRINC I — S L7 SR I3 AR, R
B W TURDEETE 2 SWIEIEIEFRITTH 5, L
PLEDVS, ZNFNOHEICE W THEGN Y TIEE S
ZWIEIAIFI G %\, Z D70, ERNEEE, MR
DE (K= 7% 27 LIE, KAV AFREED S K74
E)2kh BS/GS oA XAI§ 2 2 L IxWEETH 5,
AT, ERIRIIC BS/GS LM S ety s b, BRI
B THEMES FICERNFE S R WIER, Wb 5%
P BS/GS & U IE LIEFRER X 41, ERK DB TIEishi - G I
T2 2 D%, 2D &) stk BS/GSIETRA L,
BMI {6fi, BEEEE T & IR AR L2 bhibh
IEHS D E LTz, 51, Ho»ERRTF2HEETE W0
Pk BS/GS 122w Tld, NGS T X 2 M5 2 17\ 08
BIOBUR FARZRRE L T BEDD 5,

FIZERBH O ST RE b Dk L

X
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