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The function and regulation of basolateral Kir4.1 and Kir4.1/KirS5.1 in renal tubules
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Abstract: Basolateral inwardly-rectifying K™ channels (Kir) play an important role in the control of resting membrane potential and
transepithelial voltage, thereby modulating water and electrolyte transport in the distal part of nephron. Kir4.1 and Kir4.1/Kir5.1 het-
erotetramer are abundantly expressed in the basolateral membrane of late thick ascending limb (TAL), distal convoluted tubule (DCT),
connecting tubule (CNT) and cortical collecting duct (CCD). Loss-of-function mutations in KCNJ10 cause EAST/SeSAME syndrome
in humans associated with epilepsy, ataxia, sensorineural deafness and water-electrolyte metabolism imbalance, which is characterized
by salt wasting, hypomagnesaemia, hypokalaemia and metabolic alkalosis. In contrast, mice lacking Kir5.1 have severe renal pheno-
type apart from hypokalaemia such as high chlorine metabolic acidosis and hypercalcinuria. The genetic knockout or functional
inhibition of Kir4.1 suppresses Na-Cl cotransporter (NCC) expression and activity in the DCT. However, the downregulation of
Kir4.1 increases epithelial Na™ channel (ENaC) expression in the collecting duct. Recently, factors regulating expression and activity
of Kir4.1 and Kir4.1/Kir5.1 were identified, such as cell acidification, dopamine, insulin and insulin-like growth factor-1. The
involved mechanisms include PKC, PI3K, Src family protein tyrosine kinases and WNK-SPAK signal transduction pathways. Here
we review the progress of renal tubule basolateral Kir, and mainly discuss the function and regulation of Kir4.1 and Kir4.1/Kir5.1.
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(10%) WL, A 10% Jitla) g b /N o 75T I 7
B, O E R D s s 1) 77 kAT, RS
NaC1 FH7K B B SCAH B . FEBERETH SCHLEL (thick
ascending limb, TAL), K % 4 i F14H i 5% & 45 4
HIR,  FL g L dE i s ) Na'-K-2CT
] 1] %% i& f& (Na'-K'-2CI cotransporter, NKCC2) 4}
FIER. KB aG i i /N (distal convoluted
tubule, DCT) 4 B¢, % 3%4% /N (connecting tubule,
CNT), % J¢JFifEE% (cortical collecting duct, CCD)
B B, Kird. 1 EA P A 8 A S (inwardly-
rectifying potassium channel, Kir) K&k — 1, AI&5
TAL. DCT. CNT FI CCD % J& & 47 47 24 1 JEL e 47
RITE . BEE DUEW . L5 R, B8RS/ NE R
oA BRI G AR B 15 A% i EAST/SeSAME
CREMER KO, Kird.1 JEIE D) ge i = EZEAA 2]
HRPE Mo B EHRI S e BT SR UE S Kird.1 % DCT
R S R e YA B Bl iE s
Hog kR K IBIEAEAE, Kird.1 7F TAL f1 CNT/CCD
i EL AT B 2 RN R R A B 7 Kird. 1 R
Ja il 28 CI K #i it WNK-SPAK 15 5 38 13 4111 1] 44 &
[6] [7] #: iz /& (Na-Cl cotransporter, NCC) [ % i, #H
S, A3 CNT/CCD & Ji i b 938 18 (epithelial
Na' channel, ENaC) &A1 55, NCC 212 ik /b 1 il
DCT % Na" FJ=ERIL, FEolimm %k, SEmmE
PR R I A 0 e 3RO I, AT # 7& CNT/CCD 4
Jl 5 ENaC ik . ENaC ik hnal \— & FE L
£z DCT 5 NCC i S B #h 2k 7o Ilgs
AT T 2 AH S FON AR /N A IR K 16
FeRE RN LA S, A Kird. 1 A1 Kird. 1/Kir5.1
IBTE T e SRR .

1 Kirg5ty & B B4

1949 4%, Katz 1 UCTEE BN _E R LA 1) 4%
TG, AKX Kir 45 16 A1 1) R I 5E S 7 1R
KA o P ) Bt B 2 18 H o7 Ak T S B FLAE DA
DA ) K 9 I R R A R A AR B K T 4 5
R =R VAL N o P N 1 i S ER A
WRACFR BN ol o PN T BE L A A 0 B L D =
2418 B A7 22 A AR KOS R AT IS, R A A
AL P TR e P %, (R H RS KT
AR ™. E 1993 4F Kirl. 1 4w b LUK, 7RI S 30
Yo R B 16 S B A 1) B A M A EaE . R
3 308 38 (1) D) R R a5 S R R Y A1, Kir B8 K R o
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VYA THRERER, 3 Kirl~Kir7 BN T H K. A
IF) 35 K] g ) (1) K 30 18 7. 57 8 R R T 9 B v P
FEYRPE, W HRIAAMFEMEASER, BEA ML,
M2 A5 B 5 R4 s — /N4 P 2R, P IR B
TIGYG J7 408 K" i F 48 s N- K 5 C- Ky fr T
PRI o DUAS S B4 m] ) Jl B AL RV (A (RS BRAL )
BRI VU SR AR (AR AL ), A B T IX B 27
S B JE I 5 04 T )2 ) RE T 1) 0L s N- Fl C-
ARt L A N R R TS T A, AR
(PIP2). #% 11 (ATP/ADP). 5. pH Fl4& [ BlE2%.
AN pH N B GHLEE S, R ETETE S
S 4N ATP A1 Ca® X i 3 3% 2 6 2, 1fi
Mg™" U] fit % A AT 306 1 b 410 o) 3 3% 3 U B Ah,
Kir KA gl Cs™ F1 Ba®" 45 ELAR K I BH B 1 FELIWT .
Kir K2 04 o0l e, . WM E
FE A2, 2 AR B T RE R 4 R AN MR A S R AT
T K" P ALK A5 K SR IE . Kird.1
X FET B cDNA SCFE, 5B RESM S 1 diE
(renal outer medullary potassium channel, ROMK) H.
53% MY LR RIPE I . Kird. 1 3L KCNJI0 9h5,
Tk TR0 ABE. IR, A E. B irsase .
TERG P, Kird.1 32 BEERIA T4 2 JR 5 41 i L2 2
TR FRANND, 2 500 oo Bt B i Az i g 12
ENHE, Kird.l FERIE T HIRIMUEE, 18)Em 4
N Corti #%, 0 Ho g Py FLAL ) TR BSORH 4 457 P4 9k T2
W EIE K AP B EEE S, EIREE, Kird.1
F2 TR TR I Miiller B 5T 4H AR AT F S 1 Bz 48
L, TR T AN A K KPR A R B R A )
AN, Kird1 7£B 0S5 B iR i LY s
PSP 4R, FESRIAT TAL J5B, DCT, CNT
A CCD 46 B A, i AE LR A s i 5
ANERFIIE /N R LRI B0 B — A DI KirS.1
A5 Kird.1 AL, @8 W RA R IE T 7
RERIL R R, Kird.1 AJ A4 R ) 66 14 [R5 DY 5% il
iH, HS KL 20pS, 7& pH HEALKITHEL T (<6)
Sy WA B BT BT . AR KirS. 1 [RIEPY SRR
Re T TN RE E A fL T, (H7E 3L 3% JL (1) HEK-293 4H
L, KirS.1 5 1 € 8 E PSD-95 J& il & & 4 it
ARICAThAEEAEE Y, EONE B Z, Kird.]
AIE NKZ O ER 4y 5 Kirs. 1 ¥ B 5 V5 DY 58 44 Kird. 1/
Kir5.1, Kird.1/Kir5.1 5 Kird.1 #H bt B 75 Jh g i) 4
YRR, HH SRR (2978 40 pS), XA BV
P F pH E 9% 2h BN EUK (7.35~7.45). ALK =S



602 HEPR2EHR Acta Physiologica Sinica, December 25, 2018, 70(6): 600-606

HoAth 222 OB SO PR Kird. 1/KirS. 1 595 DU SR AA /2
DCT I CCD |1 3= Z T GE M A i i .

2 TAL

TAL A] E WU 20%~25% NaCl, K™ K — & &
Ca™ M Mg™, i HL7E FR 48 1 R b R 5 B AR
TAL %} Na' [ R UCELFE AN IES IS FE « Na' &
P G2 Jis BRI ) NKCC2 #E N4, F b 7 ) P
ff) Na'-K'-ATPase #iz 40, HENHHEW. 7
K. CD1 /N BLK C57/BL6T /)N TAL 4 & i1y
K B Kird. 1 Rk, s BN MESE, Kird.1 78
TAL B4 —RIL, FEETT TAL 5B, K
F B SIZIGAIE S 7E TAL % F A7 76 0 M pf ol oE « —
Pl B3 8 40 pS BN ) BE AT E, T —Fh2
Na' 35 1) 80~150 pS #id i . TAL % J& ¥ Kird. 1/
Kir5.1 838 2 5 4 i il AL R G IR CF &4
JEN C1” i#3E (chloride channel-K2, CLC-K2) Hi 4l
PEOALIRAN 7o F T RS T AT 5] A R A 2 A
e, IR CU AN, CU AN D 4 i Y CL
W T, DR ) CL R 1 8 A R
(with-no-lysine kinase, WNK). Hf 7Z1ESZ, WNK A]
WO STE20/SPS1 AH K i A B / N A R =+ & W i
(STE20/SPS1-related proline/alanine-rich kinase,
SPAK) #l OSR (oxidative-stress-responsive kinase), iX
P A T O T B R L B NKec2 M bl &
JE R Kird. 1/KirS. 1 3 P4 B #0i) o] G 38 e 520 WNK-
SPAK/OSR 15 ‘G i 4%, ] TAL & I Ml NKCC2
&3l {H Zhang S 745 R IR, KCNJI0 Rl %t
TAL % J& Jis B 57 1 NKCC2 223 24176 B & 5
i H, R Kirdl &L T AR TAL, H AR
Kird.1 DhREHL R RAZ H AR DN Bartter’s 255 1iE
(R, Ui B Kird. 1 ThEEZ 4% TAL 5 1% iz
DhREFEARA =AM . AW 702 R H 2R 9 R i)
KCNJ107 S HEAT B F 98 3F 52, Kird. 1 fi 4 7] 5 3
80~150 pS #fiEIEZRIE i, MM Kird. 1 g
80~150 pS i i Fak L i 7T 582 i Kird. 1 mibR f5
51 1 v KT A I BRSO S 8 U AR,
X —HER IS T F FH AAE KCNJI0 m 6 REATIR A
FEANAIESE .

3 DCT

DCT 7] & W Ik 5%~10% NaCl, 5 g [&] fii £ g
R IR R FAE F I B A . % HE L) e DhRg

K5 5489 DCT1 il DCT2 ##4y, H % TAL
f)y DCT1, 5 CNT M) N DCT2.

7 DCT1, NCC @ik T& I m, 5%
(1] Na'-K'-ATPase A ¥ [7], 5 Bk NaCl (1) 5 W Y.
JLE AN Na' f CI &5 5 i NCC {EH#EA 41,
2 J5 Na" % J& il Na'-K'-ATPase % 40w, 1 CI°
VDI Fo A o 22 465 J) s 1 33 B K-C1 [ i) 3 4
BENH LA . B Kird.1 Ahib A £ Fefma,
Kirl.l (ROMK). Kir5.1. Kir7.1 Al Kir2.3 #i%T DCT.
G % SHACHIF SR SE Kird. 1 5 NCC Hh[AI %A T DCT1
RS, RIS A R S 36 7E DCT 45 S ¢
F 40 pS P IR HELANIEIE, {H KCNJI0 F1 KCNJ16"
B 40 pS FRIEIE SEATH R, UIWZEE A Kird.1
Kirs. 1 4 SR P R4k Bl pH R B&E AT ) Kird. 1/
Kir5.1 3B %50, 1 H Kirs.1 Al g% 7 Kird.1 %}
pH HIBURYE, BONHE B E KCNJI6 & Kird.1
XF pH 25 4k OB M R B UYL 5 Ak, A R 2 Ak
(calcium-sensing receptor, CaSR) 5 Kird.1  [7] & 1%
+ DCT, Tfij H CaSR {3 1A Al J /> HEK293 41 it 3=
M Kird.1 ik, #/5 CaSR A[ it 2 5 1 4} DCT 4
JE B 40 pS #E IE R 35 . B A B R R, Sre
FOE I E R B (A ] 2 5 DCT1 4 & ik K il iE
(i 22 PO Western blot iiF 92, Kird.1 A % & 1R 1
FRAL R 1, A € 3 A5 % 2 BT D A T PR B
WUl AT Kird.1 25 N- R 55 8 F1E8 9 Az FE PR
FRIEBERR L. 3 — DR LB IR, c-Sre 5l
Kird.1 i#38 30E 55 2 caveolin-1 [{ [ %1%, Cave-
olin-1 /% iX T DCT. CNT 1 CCD, caveolin-1 #}
Bl #0) DCT Kird. 1/5.1 3550, FAEE B R E £
WA AE A, AL AT fE A2 ) c-Sre X Kird.1 [
W E A Y. Wang S5 R siliE ', PGF2a it
DCT & J& i 40 pS £ 18 38 7% 2h B A 0 W 5 7B -
R FE (< 500 nmol/L) PGF20. £ NADPH #i Src 13
S SIE B/ G OE 40 pS ANBIENESY, 1K
[ (> 1 umol/L) PGF2a 14 PKC il #4577 A= fl il
TER . AW FHIEEAT B B3R, SRk,
B ERREMETE FRERYZSS 75 DCTI & JE
Kird. 1/5.1 3 P i 45, Hrb 22 00 38 I 9 410l £
B, RN 2 O B R I O A
(FFRH).

WFFCUESE, DCTI & JE i Kird.1 nJ 520 & s g
NCC {131k, 1 NCC 75 4% 5 I K 43 W6 A -
b R ¥ EEAE A . R AR NG I Rl H ) NCC
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WA, 8 Na® gy B R Uk />, B ) DCT2
CNT ff] Na" 6% ; tHR, (REFR & A58 NCC 11
FIAFESN, LRI /NE I Na™ J82>, 58
K™ 24l Bk, NCC mJ#4)] DCT2. CNT #1
CCD /& Na™ &, AT A 32 1 I 1 Sl e ) izt
i B NE X K B4y B WFIE R IR, NCC iEshaz
WNK-SPAK/OSR 15 5 ¥ @2 i i 4, 8k i
B MO 9T30E 52, WNK4 %f NCC 3 1) 45 52
YU CLIRFEMIES, M40 Cl IR E T i,
WNK4 B R 10 7K~ B B Rk b, 2 4 NCC
WV ) P40, WNKT R WNKA4 35 7314 T g 58
AF A W5 DCT & i NCC i sh, IFR S8
J T A M T O R B R AR Terker 2% 4 1 B,
SPAK 15 5:11) NCC R 4b 57 1M 2 8P B 1%, =&
BT HIH] NCC BRI, T RAR{E NCC R L 1Y
o 1 H, SPAK 53 MR AN BEIEIE NCC %
), & nE ) A TG IR A . Bk, Cuevas
o F I BAAI F KCNJ10™ 3.5k NCC 4] J88 A2 iX £
B AR AL HEAT T, B RS R B R A R
KCNJI0 i % J5 DCT A fig J& 52 i 80 R B Bl 805
NCC, [ H 30 ™ = )8 25 S AR AR I o B T
WRIEGELL A T LW s R AR &GS NCC, MY
RIEEHR, & FHMAAEE— DK, Z0 R
FHR, M K wlfefe DCT1 & 1 s T 5
TR, TR IS R R T s R R R,
1M Kird. 1 {E4 “&Z48 7 /v3 7 DCT & B2 40 f Xt
K a2 P72 iR 7 s Kird. 1 il 5k ok 4k BEL b
RERE I /> NCC (R IE W N R WS 3t 7/ J1iE
P o LT e R B A AN I R A bk, CT
AN D, AN R EE CL 4 WNK v 16, it
— 2 5 8 SPAK R 4k 52 2 H, AT ek 2> NCC
B2k P, Terker 28 tHIF 52 T Kird.1 £ NCC i 1
WP EEEN, 2 ABBNERI : fERIAT)
AE B 2 PE A KCNJ10 () DCT 20 g &, 41 Jfa Ji e
PG| RSB Y CL R B 228 3 80 T NCC 3 3l fr 4
#, 1 HEZ Cl BUKK WNK &Zsealm . ik
HEEHRER, MAF R ZE 5.5 mmol/L Al
NCC R 1L PR A% 50%, R SPAK (1) FR 1L th [%
IK 7 35%, HIFARAG IR L P NCC B
FR AL F F0 ] H A — € #EBE SPAK BB fb b 55—
TR 5 A ) iR T IR 5 WNK-SPAK 15 5 48 0
DA Je NCC B R A0 50 2 1) IR 2R B OC &R, (HRTIE 3K
YHf 1 HL 3RS NCC B Rtk 2 [ 95 &R . WF
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FE N NS, 5 I BEERES (protein phosphatases,
PP) tfE % NCC ML, oA IR Sondiif
AhFE 22 BRI, NCC i B2 1k (1) B IC £F: BE & PP,
PP2A FI PP3 (il ®. FrLk, BUAEIN A i 3 4
NCC [ BEA Cl- & 421804 9E CL - R fi i
£, 35 WNK-SPAK J7 A W #1145 S ML .

DCT2 5 DCTI 8 5 ag HLIAN [, 8 BE
%3k DCT1 () Kir4.1/5.1. NCC, [q] I i& 3 1k 43 A
F CNT/CCD F 41 i ff] ENaC. ROMK. 2 57 J5i i
TR B 11 AU 11~ [ SR B0, 1A 11- 2K
] e it S g T O o R R, AT ER I I ]
Xf b R TR S AR R R . AR O,
NCC 5 ENaC 3t [f] & i& T DCT2 4 f& 5. fr LA,
Na' 7£ DCT2 & i 5l NCC 4hikn] 4 ENaC #%ia
EABEN B R, a7 23 K, & i 4 nr 40 )
DCT1 E B NCC i%3), Mg CNT/CCD # A1
KRR, FEH 3% CNT/CCD #347 ENaC %} Na® [¢]
IR, A 53X NCC ey $ i) & A7 T [7) — 41 A
(1) ENaC HEAT 79T, R AR5 14 5 IR SETE /)N B
B R BB NCC 52 52T 700 kDa £ 544 2. Hoover
S A6 = 3 WA R RE I B RAIE S, #E 85 97 1) DCT
Y1 iy % ENaC 15 iz - 700 kDa £ B4k, @it 4
P ILYTPE . T AR Y e B LR B A
A NCC-ENaC KL A TE . 1% 50 30 TIE S W 18R 2%
F IR AR NCC 5 20 {40 il 4 ENaC 38 18 55 %
TP 50% . I8 T EA AT 7T — B B, NCC-
ENaC 5 IR 68 28 28 245 M) #111) %F ENaC ) 458 42 15
A7 1E [ B2 ML) B FL 5% 4 £ DCT2 20 Mo 75 2 (1) A= 3

4 CNT/CCD

DCT RN CNT ¢ CCD, Ja# FEH F4i
(70%) A= 41 i 74 5% (30%), 1 H. CNT 5 CCD
AR B s R R AT ], ATAREEALAAR K. 254K
B LR AT Na™ i 8 Rl &% KT 1943, CNT/CCD
W& T REARITFERN - B Na-K-ATPase ¥
Na' ZZ HH 40, 58040 K Na', i Na® 284 i
[ ENaC it N\ 40 M $2 (L 3k 2h 77 i & J i Kird. 1/
Kir5.1 38 38 J B 1) 87 176 B4 /2 4 5 Na'™-K'-ATPase Jif
PEFI Na™ FI2 AT s R R . NE W Na™ A
YA, R EM AL, IREh KT 48 iR ROMK
A BK IETE 73 NN i BV s ESZE AT i A P S
KB, 7F CNT fil CCD & A ¥4 Kird.1 1 Kir5.1
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FIE, {HAR W NCC A SPAK ¥ [11#%iL. Lachheb
sk —ESE, Kird.l A1 Kir5.1 5 AQP2 ¥ [F ik
T CCD F:40fiu, [E4uf) LA 2Rk, T H Kird.1/
KirS. 1 4 i 3 400 it A 7 i 3 B T e ke B
FR, —EMNEA (nitric oxide, NO) 25 T %} CCD %
JE RSB IR () A2, ] — A A A G (nitric oxide
synthase, NOS) 1] Jik 55 # 18 38 & 2. #L4b, cGMP
FA T BB IE NG 3, 1 H cGMP B REHE 4 IE
NOS 1 i 750 e 38 38 5% 30 (0 400 ) £ P B 3 B APF 7T
KUY, ZUKRAE D2 ZENT, WG PKCESHS
I R HEA% AT ] Kird. 1 A Kird. 1 /Kir5.1 3 iE
FEROBER, T BRI B A s e 5 B £
Jié T S S0 S R 7 P 2 M Ak BT i TN LIE
I SIZ R 8 2 A e R B g S5 A AE KRl -1 (insullin-like
growth factor-1, IGF-1) £ PI3K il % /&, W%
Kird. 1/Kir5.1 $@ETE G50, [F) A8 32 20 B 8 i 4

—

A [— Apical Basolateral [
= o

c

g g
£ 2
] o
=
= o
— =
& g
l T
o
3.
o
®

= S———

e <

B I Apical Basolateral

g P
o 3
= g
) 53
- =4
c 3
o Y
l T,
o
=
o
®

L _J

Y KT IR Y, AR, X R A
CCD 4l i e . [k, JR & A1 IGF-1
I I O Kird. 1/Kir5.1 A3 K Na™ 55 0l i) Ak 2
WKz g, Hak— B4k ENaC /51 Na* Bk LA
J CCD X CI' M1 K" (%512 . ZHF 545 B ik BoR,
Y1 i 41 B Ba®, TR EFI T Cs™ B 4 4 B Py 1 K
BUEA T Kird. 1/Kir5.1 FH W71 25 BB AR T (6 440 il K
FL KR T B, BT AR 38 AN Kird. 1/Kir5.1 £
SR K CCD 3 41 B 4= 41 B FL 37 10 3 3 o B
B Su Z4E 7, Kird.1 @R {U# CNT/CCD %5 & i
KA RE RN, Hon Kird 1 228 R IS AT ] it
FErp FGR B E R, 1 CNT/CCD % J& ik Al GEA7
FEHAB SRR AIEIE . A B TR AR B A 2 /N R
CNT [ CCD %A BUE IR Lo SEA7AE 23 pS. 40 pS
60 pS = Fh K" i, 75 KCNJI0 & A £ I H
40 pS #iEE B, R 23 pS 60 pS 4 iE E 5

P e
C | Apical Basolateral [

b | o
c ]
= g
o o
= =
= o
= 2
T &
l o
=
o
)

) SRS S——

1. izt iy /NEE A R Kird. 1/5. 1338 K D g s = &
Fig. 1. The expression and function of Kir4.1/5.1 in distal
renal tubular segments. A: Thick ascending limb (TAL).
B: Distal convoluted tubule (DCT). C: Cortical collecting
duct (CCD). ROMK: renal outer medullary potassium
channel; NKCC2: Na'-K*-2CI" cotransporter; CLC-K2:
chloride channel-K2; ENaC: epithelial Na* channel;
WNK: with-no-lysine kinase; SPAK: STE20/SPS1-related
proline/alanine-rich kinase.
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Kird. 1 EAAICH), Kk, W 4EFE Na© 455 s i it
AR AL BE BE o S g% BIZE SEEGIE S Kird. 1 R
Al ff ENaC-B. v V547 K 24 ¥) ENaC-a HLA7 R IA
B s[RI 25 SO0 B R AQP2 A I, 4R R
KCNJI0 f5 B B0 105 n i /K P $2 % P, ENaC
FIEH) LA — e FEE LA iRt - JR4F DCT X Na'
US>, {H EAST/SeSAME 25411 M A £ 1
HEEM SRR, PFAEHEN, ENaC Ri& 5T
REJE KCNJI10 mifs4mi DCT & i i NCC Rk At
21T H. DCT & I NCC i 20 130 ) 7] S 8 25
RO, TS I R 0 0 R R i, A
ifi 4 i1 ENaC [3RIA . (HIXFEH L3 2 E A 9 K
() KCNJ10™ SRHEAT R, 38 75 R I BAE Kird. 1 Rl
Bk B — B IR

AL LT ST TAL. DCT #1 CNT/CCD | j¢
PR TE (I T RS DL (1 1) AT LABAR I, b
i PH T T U AT AT P R A rh R 4B A
F. DCT % J& i Kird. 1/Kir5.1 @18 1 A i 8 (1) =%
a5, ATDUBZ AR, RS Bk 2 s i,
512 NCC ik Je i A8, AT X Na™ (1) H IR i
Jo KT o i B R AR A o o I 4 m 3 428 5 LA
M40 f A CL K E, @ik WNK-SPAK/OSR 13
SN S, W NCC iRk, ZidRETRES
5T mAP% DCT & 5 NCC i&sh s . REE
RIS T B ORI, (X JE A S
8 1) D Re 4z, JoH 2 KT CNT/CCD & J sl
T, D57 KRS T R3S T LA
HESE

SEH
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