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Modulation of potassium channels by receptor tyrosine Kinases:recent progress
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Department of Pharmacology, Hebei Medical University, Shijiazhuang 050017, China

[ABSTRACT] Receptor tyrosine kinase (RTK) ,a membrane receptor superfamily with intrinsic protein tyrosine kinase activi-
ty,has many members and complicated signal transduction pathways. Activation of RTKs can trigger a series of signal transduc-
tion pathways and play essential roles in modulating cell growth, proliferation, differentiation and metabolism through influencing
gene transcription and expression. Activation of RTK can also rapidly modulate some cellular functions including the modulation
of ion channels. Potassium channels play a critical role in stabilization of membrane potential and regulation of cellular excitabili-

ty. This review highlights the rapid modulation of potassium channels by RTKs and reviews the recent progress in related re-

search.
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&,

RTKs 5 4004 AH R BC R 245 & )5 . 51 & RTKs 7 40 Jid fi
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fig-4,5 ZBERR [ PrdIns(4,5) P, J/K M IF 7 25 4l i P9 55 — A fif
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Sre W55 2 M A R 52 14 T 0 IR G A 5 0 8 5 (DR D G
A Ras-22 27T 46 B H ¥ (mitogen activated protein ki-
nase, Ras-MAPK) {5 %538 ## ; (5) ¥ {% JAK/STAT 3k [H i %
B, RTKs 5 A2 T 75 5 18 3 7e 98 42 40 i J51 39
i VOB AN I UK i I 1R SR R RS R A D& 1
P T A A AR R A R D R R AR

Zia 1R 5 S B 0 RE AL, AT LUR B RTKs 4 4 fitd 2 hg
B 8 5 4 P 2R B0 L DR SN RN 80T A T T . — 2 9 4
SN 5 5 %3k, 0 Ras-MAPK #&48 .JAK/STAT &4, %
5558 20 i A 328 0 B AR B R T 5 33 R R Y £ — R R L B
1%, W L HUN BOREE B A R TR, R 8 A 40 M Ak
N7 45 TR ) 95 A TR 7 A4 80 0 P B AR AR 4 R AR 1 OB Y
BRIR AL AR LA K 40 9 35 AL B9 05 5 23 7 40 H O, 35 9845 41 i
V14 iy 325 1 23 B 5 3% A 98 55 O 20ORH 0 R AR, R B ROR
B 53 B K ], — AN L JL/N

AR M 2 9T & B, RTKs B8 LUPRRIOR & 42 8 77 3 F
WIEWIIEE, TR T ESHEERNE RS RBENESR
8 ROV A 5 30 ok IR T B T O R D AE L Bt RTKs X 55
T T PR 9 O K HL T AL R R S R S RS
T T AT I W B 2 — B T TR AR AN
N 5 20 2% Ay 5 O T R FR T AR, AR R AU
AR TR AR RN ZG AR RV, TN PR Tl R b 43 Ok 5 Rk
(1) H R T4 S 4038 a8, 401 1% B 41 1) £ 38 38 (A type transient
outward potassium channel, K, ) AT B FE K 81 4 40 38 18 (volt-
age-dependent potassium channel, Ky ) ; (2) N 1] 2% i 28 47 5@
B, U P ) B AR 3 (inwardly rectifying potassium chan-
nel, K, ) 1 ATP %2 14 8 jifi i ( ATP-sensitive potassium
channel, Krp) 5 (3) 85 850U 28 #1118 (Ca® " -activated potassi-
um channel, K¢, ) ; (4) 32 & {H 5% 2% 4 38 18 (receptor-coupled
potassium channel) , W1.0> 57 B 25 5 3 7% £ 38 i& ( ACh-activa-
ted potassium channel, Kac, )5 (5) o Ath 28 8 3@ i, A SC X
RTKs 87 B 3 38 1Y PRk 98 1 AT 8004 .

1 SZRESERME X B E RS EER AT

7

F, AR P 5 (K ) 2 81 i il E K R R iR 2
1 — B 3 T, 7 2 5 0 B R e 7 L VR Y AN B % Pk AE U T
AAHERZMEMN, RTKs #3815 Ky /92 88 i 48 5 40 i 5 2%
ik,

FEE L 1 A 3Z K (muscarinic receptor 1, M, Z 1K) EG-
FR 1 Ky 1. 2 £ A LS (human embryonic kidney, HEK293)
Y IR IR T M A2 AU Sl ) - T JIE 80T T AR RS C
(protein kinase C,PKC)-fK #i ¥4 % 1% EGFR i) il Ky 1. 2
L EGFR F¢ 5P 30 i ) AG1478 fB ¥ 43 BH W7 0t 7 5 21
Tk FH 2% B2 A2 K L F (epidermal growth factor, EGF) t g
Hi Kol 2 Wi, AG1478 fig 58 22 KLl 2. X #L W] EGFR
55 H AR AL AT RE S 410 i N I 32 R B B 4B 11 B PYK2)
HFES5TX Kl 2 /IHEER, /RS8R, A R R 2
TR Z A 22 B, WAL F s FEE N Re, ET
EGFR il Ky1. 2 (9 BARHLE, B AT 8 R A4 [0
EGFR *} HAbZEA Ky i Ky 1. 3 f4E Y30 58 Y B 008

T8 AL AR 2 A il iy T BB AL L XA o T — 2B 5R

TR Kyl 3 19 HEK293 48 M, #) Nl R X 1 IR,
FHIBR 5 2 AL 22 10 min J5, A B F 3041 Ko l. 3 M, 25 R &
WA 18 h f7 JLTRE# e &4l i — B & ;.
16K MR ER I 22 90, 15 AL P 10~ 20 min J5 0] 400 i i 22
J6 Ky 1.3 LR 2T 50 % s JI& Src 8 mT 7 25 AR A0 s 2 B4 3710 361
ERH, BEEEARSE 111~113 o =B ER 28R 45 137 fif
Bk SR FIEE 479 17 i SR 5848 Ty AR TN &R, T Vi B ok 0 32 1
AT, R I 25 B UG L R S 2 T AR A AN
Sre BN Ky 1. 3 30 38 /9 38 3 A 507 19 i 2 2 5% 56 % R
FRTT ™ A AR . e/ ROk R 4500, e B R AL ¥R S Lk
BRI Kyl 3 3, 55 HAE K B IR 3R il 28 o0 A 7E AR 1L
WA AN E F] Y 2 DT (0 RAE BRI LT, Y K 1.
3 38 38 38 55 H PDZ 3k 7 9 B RN SH-3 TR 4h A4 I8 i i i 2K
PSD-95 &5 G T B B R4, IF 5 IR B LA & Y i, BE % BR
IR 3 o B R i 00 ) Kv 1. 3 LR B9 FE AR, 7E K BRI Bk
PR on, fk UE M W 28 3 T (brane-derived neurotrophic
factor, BDNF)Zb B 15 min J5 o] B B #0 #1 Ky 1. 3HL I, g% St
TUTE MR 4 R BN UE 38 26 W L BDNF 3 43 5 WLEE 36 (32 A 3
fitf B(tropomyosin receptor kinase B. Trk B) Z &%t Ky 1. 3 il
EH D ER RO, PSR LK Kl 3 Wi E
ER5E 111~113 f = BEAE Z R .55 137 DL Mé &R R E 479
L B R 9 75 S A PI 8R , fig T 5k BDNF Ay 3 il /6 AT, iy AL
BDNF X /)5 IR ER #2290 Ky 1. 3 B 3 A9 40 6 75 B K F 48 K
RAPERT, DL R B 5T 45 542 7R . BDNF 194 FH B A b s Ry
SPEAN  HXT KoL, 3 Bl /8 7 5 B8 R ARCH AL, EGFR
WA VE . S 92 2L 30 0 A AR (1 5T BP 3R IR 9 3% B, 7
HEK293 4 ig 3t 335 Ky 1. 3 Ml EGFR, Ky 1. 338 ifi i 8 ik 1k
AR BB MY R B AR Y Ky l. 3 19 HEK293
40, B FH TR P 238 B EGFR,EGF Al ££ 10 min P 8 3 #
il Ky 1. 3 B, F S 20 B2 25 1 WG 410 ) 57 Erbstatin &b 2 5%
i Kyl. 3 W &E S 479 (7 8RR 28 4 N R TN & IR . T
THBR EGF %I Ky 1.3 ML Ay 6™ . XU, EGF v 6 il it
1B PN T T 1 IS T e Ky 1. 3 (5 479 i R
W8 7= A W R Ak T AR, EGF AR U Ky 1. 3 il
WL, FEEL R AN T A T A C- e M AR B
Pl C-FIR G, RAE M8 R, EGE X HL IR 2K 3 31 11 2% 10
AT AL S [k o0 H A A, X R L AN R B RTKs
XF Ky H U A I B RN 2 ) 25 A8 AL B IR I ML RN F R . H
ALKy 1L 3 @I RS 111~113 fif =i & ik L 58 137
PrFE R NG A7T9 B R IR s HIE R e B A EE
B H— b 3L AR & A 28 AF B AR B R kL TT S B
i E DI RE B R,

e JTCUE B R 41 i 4L 2 38 Ky 1.5 38 Ml PDGFR % FG-
FR,ZWSE G 3 B M6 Ky 1. 5 B3, A 39 8h ) 2
TR L S 90 B LT R A R L 2 O IR RN 20 ming
4 FGFR M55 766 {3 i 220 B8 28 28 o 2% TN 84 2 1ff oA iR &
PLC, . FT{H Bk FGF Xt Ky 1.5 s i B9 30 i £ 11 5 i B, 40 i 9
TE A JJLEE = #% FR (inositol triphosphate, 1P; ) 3% F 1 31 B g
(phorbol 12-myristate 13-acetate, PMA) 4k ¥, ¥ 8 1 B XF
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B EBEREMR 2008 4E 2 AL 29 %

Kyl.5 HUBF A, X 378, RTKs ol i a3 3 % PLC, 7K
R IERENE PtdIns(4,5) P, J5 77 25 19 40 L 9 45 — 5 flf 1P,-Ca™
1 B H 90 (diacylglycerol, DAG)-PKC /it & T Ky 1.5 Byl
.

1 R G TCUE L4 I, Chauhan-Patel %500 % 30 A% 21 4k 40
g 2k 4 R 7 1 (fibroblast frowth factor 1, FGF-1) a] il il Ky
FL O, 07 ) T R AR U 0 ) R Herbimycin A 7R 5% 1
FGF-1 % Ky BE A X 3878 , FGF-1 R 238 i 40 i 79 s & R
T 2 b A FH 7T 7T B 5 b i AL ) 40 AT A 2 PLC, % 4% S X
Ky 2], 738 &% B, FGF-1 X P4 1 % i 25 838 38 Kir
B, I A R AE L % Herbimyein A AT BT FGF-1 X} Kir
FIH . FGF-2 figs# K Kir f1 Ky 37, 5 FGF-1 891 A
2.

I AR S B m UG R L 7E R B KCNQ2/3(Ky 7. 2/
7.3)M HEK293 4 ig , 2 8 EGF 20~30 min, B8 38 i #%
TN IEYE EGFR X KCNQ2/3 H 3t 7= Ak H 3 1 042 9 1 X
— BURHAM AR A . S Sk Al A AR AR e S5 58 A — &R A B
Vi 790 e 1o FH 3 — 25 IE B, — J5 I . EGFR 3 3% PLC, /K fift JE
BiE PtdIns(4,5) P, , PtdIns(4,5) P, & o AU D H 4 5 5
KCNQ2/ 3/ ¥t (9 D3 il 2800 ; 53 — 77 1, EGFR W& L 5, 3
T 240 A P AR 57 R Bk A R AR U 3 2 Sre B X KC-
NQ2/3 38 18 ™ A= ¥ 52 W B B2 167 51 A 1% 0 ) 0 6 L B Sy
KCNQ3 WEE ML 67 fr A () 55 349 £ % 2 R R 2 KT
AW B /> EGFR X KCNQ2/3 Ay 48 30 i 3% v, 78 AT
G KBRS 1 28 i 22 49 # 22 e, [ B WL 4% 3 2Pk g T
EGFR %t M HUH (K 7. 2/7. 3) 72 A4 5D L 18 SUH 3 461 7
N7 FF AR 7 BHL U 77 68 BEL W EGE (441 1 £

ZE LT, (DB B Kyl 2. Ky 1. 3. Ky 1.5 Fl Ky 7. 2/
7.3 ¥EIEZ 3] RTKs AYIE 5 4h, B 1 1 JCIEHE 878 RTKs
X HAL Ky 83 B A W W ER. (2) B FGF-2 4, K 2%
RTKs % Ky ¥ 53060498 15 78 T (3) 4 i 9 s &0 iR 4 1
TG OB BR L 1 R RTKs 40 Ky i 18 A9 35 2 HLH L i
PLC, " S WIS PtdIns (4,5) P, KX — iAWz 5T
RTKs XF K i T8 B 30 i 2 38 1,

2 FAREBREARBXNAEERAEENET

PAY i) 2 3 0 3 3 (K, ) 2 ZE LR 4 41 8L ) 32 A A Y —
Tofr B0 5 -3 T, A1 FL M P R 5% AR P BT LA A A T R O R
M54 , B Kl 5 K, i 18 M\ 20 i 4 1 20 i P9 3 30 5 T M 4
TIP3 D R A . K, X A R O A i I R 87 % R T 4
MR E R, RTKs A ad 20084 K, 8 6
7 B T 940 5 200 B 11 2 M 4 A I £

Wischmeyer 2607 % B, 76 COS-7 41 il F1 T B F: 40 ity
AL RE K2, 1 FIMh &4 K B F 3Z 1K (nerve growth fac-
tor receptor, NGFR) , Z & J5 , ¥ BE M K. 2. 1 B3, 30
Hl A R (314100 Y M (21+15) %, Wk K, 2. 1 38 38 /Y
55242 PR TR 2S4S N RN AR . NGFR A 8484k K, 2.1 /3
TR VR A 2, XU, NGFR 38 1 41 Jfa P 19 75k 44 TR 4R
FIBBRRE K, 2. 1 38 T 45 242 07 158 S0 8 B IR 1 11 7= 24 4 461 12
. EGFR RIARBIAYLE AT, 0% /5w 3wl K, 2. 1 d.

FE A K 2. 1 A TTCUE B -1 40, R P9 T A B 15 22 A7 1
e 5 2% AT W AD ] K 2. 1 AL B0 AT Ak (74 +14) %0
ST A5 R AR OR L RTK s i 4 i 2 R 2 H B f K. 2. 1 @ iE
R S i IR R BE R R AL T 7 AR AR AR L AR, AR SR
W &3 K21 A1 EGFR 5 K, 2. 3 FIEGFRTF JIUHE 5l £}
I LKA T EGF %% EGFR M i #k— 4 3#0% PLC, ,
J5 & KBS PtdIns (4,5)P, A5 K2, 3 B9 & 2 M,
Xt Ki2. 1 HEAMEAD, BARFETF K.2.1 55EB g
PtdIns(4,5) P, 3% M S 5 F K, 2. 3 5 PtdIns(4.5) P, [ 35
MI7 AW K2, 3 W5 213 (L B R R IR R AR N e &R [ R
A K2, 3(12131) ], 3858 K, 2. 3 5B Ptdlns(4.5) P, 1Y
FMST, B EGFRJGE RRER ZMH 2 2. & K. 2. 1
PS5 312 17 K5 & M8 28 45 R 4% & Wk e [ 8 25 Ik K, 2. 1
(R312Q) 1,385 Ki.2. 1 5 BEBENE PtdIns (4,5 P, BYFEFI I,
M % EGFR JGRE R M Hl 20, X 0l B 5 B85 18 Ptdlns
(4.5 P, MsEF N W@ AR, P T EGFR BRI K2, X #
it o S A 2 AR,

e JTCES B3R 40 38 63k G 2R BTG 1 DY 1) 4 A0 5E T
(G protein-activated inwardly rectifier potassium channel,
GIRK) il Trk B & 1& , BDNF 7] 3£ £ P #b 9 ] GIRK i i B
Wi : BDNF & 2 Ml K, 3. 1[(61+4) %M K, 3. 4[(85+
%], WA K, 3. 2 A 1E R i & R &R H s )
Genistein, Go6976 #1 K252a B P Wi BDNF 149 41 il 18 11 ; 4%
K, 3. 1B RS 12 F (SO 67 17 fig & MR 5k K. 3. 4 8 i 1)
532 R (O S 53 v i S B2 2848 S TN SR L Ak B 0 e
BDNF B0 36 K. 3. 2 3838 0955 41 {7 K4 &R 58 7%
T SR . BDNF 759K %5 H J6 AF L 9K i 7 [ B oK K, 3. 2 38
T RS 32 o0 Ml 20 R 28 A8 O ol 1F HL far 7Y 8 202 . W BDNF nf
il K. 3.2 I (40 £7) %7, BDNF % K 3 i 4 il R &
PEH AR T K 3 XF Gy, BYSE A7, T2 1 F BDNF #0056 9 %
SRR R L K 3 MY BE S MR R B 0 T = W e 19 9F
(guanosine triphosphate, GTP) i} {if 14 i {2 #f K. 3 H i Kk 1%
FEE) BRI SR A SRR L Tk 232 08 1T 38 1 40 A o4 1% =
R TR K GIRK A 18 Y 22 1 i 2 R 55 225 1l R £ i 00 7
Z SXFPANEE R, — O T AR T 3E T L Y B ) 2 R AE
5 — 5 T VT R T 5 1E R Ak AR ORI A iy 1 U E
i 1 R SR AFAED T,

BT, Scharbrodt 52 P2Y AR A W I i bk 9 2 40 7t % B, bF-
GF W 38 i 38 3 K, HL 37 1 42 1k 200 M A 85 4 0 2 o 200 Jf o9 —
E= RN

Zr BTk, RTKs ] 38 4 20 il N i 220 1R 2 11 390 6 ol e 1k
Y P B 30 2o A A B N PrdIns (4, 5) Py % K, 72 A 30 i VE 7
AR bFGE X K, i 8 H 0 7 3 5 1 A 0 v iy K, T4
VA B 38 5 4 A B BL AT 7 il — B 5T

3 ZAREBEOMBYSHREFEENAT

5 SRS B T (Ke) R0 il K — P EE
W . AR A AR S A3 S e e R SRR 5 S
(big conductance K, s BKc, ), ' H 5 0 45 3 Ja% 1 4 38 3 Cin-
termediate conductance K, » IK¢, ) H1/]s By 5 #8445 G 8% 44 3
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i (small conductance Ke,» SKeo ) 3 . K, i 18 306 5 29
AL A R A R A sk I BN E, RE
WEHERW L RTKs Xt Ke, B EE W AR EM.

Peppelenbosch 25220 ¥E N A431 98 40 fifg ¥k & 3, EGF ¢
TN R AR 81 1 S L O BB 5 91 R BK, L L T
EL#E PKC BE#I il BKe, B . 55 476 R S 45 1 ~F 3 UL 4
il EGF A f#f BKc, HL 33 R PHAE, Ivanov 485 76 K Rk
JBG Bl KV 38 LR A 0042 B, 45 T EGF A LA 3R BKe, B
20 %, I PR E T 5 | S 40 A B A Ak A L 32 A BEL IR 5 L 2 A
DR R R AR LA B — 2R 90 2 B e L B ) ) 1 FH 3 L EGF 3
i BKc, HL 28 5 EGFR B/ #0006 5 AU i1 W2 2R 10l 4K
MR B A (cAMP-dependent protein kinase A, PKA)
B}, BFIHTREW K 22 SR/ I & R 0 R 1L L A5, 1 T
b —25 ST UG WE ST, 7E A 20 R 5 R AN . BKe, 3 3 b 32 F
erbB2 Z & (EGFR F % o (1 — A~ 1 5O M I8 75 . $13 erbB2
B2 A3 33 T =5 A0 N A BT A e B T RIS BK e, 38 3 Y B0
HLHE 12 mV s 17 BEWT erbB2 52 44, ] 4 A 400 16 P9 465 25 7 1 vk
BE L AT BK ., 3838 09 806 fLE B 30 mV., 7E WY BK.
I T 14 3 B o S A I S S AR 3R K KO 1Y A8 R R Ak
KB AR

NT-3 fl NGF ¥ B 45 22 8 3 1R fig /N BB B #h 28 8 19
BKe, ML . 62082 2 1 B 0 150 K252a, W5 A8 B C 40 il 57
U73122 2R R /73 AR E M BERR G 1 F0 2a (930050 X H R
(Okadaic acid) G843 FIBEWr NT-3 A8 5RA/EH ., JC Ca®" AN
T AN E BT T NT-3 A9 1E A 38 BE R KU/ BKe, HL T, il
28 37 N F R HAb AL B 40 BDNF,CNTF, LA % IGF-1 X}
BKe, B TC R M2, B PLC #16 J5 fig /K fift BE 8% A5 PtdIns
(4,5)P, #%% PKC, it KL L #F 58 #& 7% . RTKs Xt BK, il iff
RO TR Ca®™ AR ME 1Y 5 38 38 1% 22 IR W 12 Ak 1 R AN (B0 22
AR/ HAREHRAEHTRILRZ 5T NT-3 Al NGF
X BKc. LU R TE P 98 95 0 T HEE AR AR T AL DL & BK e, X
AT T T U T B — T

TE N B R IR 30 [k P B2 40 18, bFGF RE B07% BK ., FiL 3 1M HL
FFEE A S K R E] ; & H % 2 2] (Pertussis toxin, PTX) il &b
HEAT RELBT AR A, T PTX #AL #1506 FH Genistein, 7] B8
bFGF #7& BKe, LU IE ™, s 85 48R .G B
WHLHIFTRES 5 T RTKs #4589 BKe, (95309 75 L i i 2
R IRILN 25T RTKs #7 BKe, 85 B1EM .,

JBE 5 2l R G B K BKe, HL TR, AR TS TR 4 o0 B
Fik BK, 18 1 HEK293 4 A, 5 A% P9 I FH B8 2¢ T 8 o Jek
B WEE IR 5 R POE S B P, BH—RAH
207 3 2 LT 50 A 8 2 $E AR A 00 T T B AR B, PI-3K Y
BEL I 551 7S B BEL W7 1 5 3% 1) AH DG R0 07 L T MAPK i [ 14 B 1
7 PD98059 5% U0126 ¥ fE i 55 o 114 BR B & 2] (9 HH 5¢ 5%
NEE U I A 2 R i MAPK 3 5 it b o 8 el
i BKe, TR, AR A EE MR R BB
X AEVEA N 1R ME— R GE MAPK i %2 5 RTKs bR 8 5 47
T 3 38 1Y SOk

I, Kramar 2529 % 31, BDNF A] 10 ) K B 2 ot 22 5T
1) SKe, HL I - B2 9 B0 338 43 M7 3iF B . BDNF 3% 38 i 5 4 28 5

SKe, i 8 Y 22 Z R W R fb K 7. 3% 7T i J& BDNF [ AR &2
JC W & B # 4k (afterhyperpolarization, AHP) 7K A9 LA ,

25 L TR, (DRTKs BSOS s34 5 BKc, B . 240 A 7 %
RRM R ACE M (BO 2 AR/ 2R EBRIIENS
HHP MAPK @M (BOAMANBFESEA S5 H b,
(2)RTKs @B 2 M K] SKe, AL 019 7E HT L 7T fig 258 i 22
T B 1 U T R KPR 52 R R . (3) B R M G TIE 4% % W
RTKs % IKc, #8384 240835 1F L 28 T A TE 46 22 B RTKs

T L K 3 AR AR I TK e, 38 3 AR 1 R A im0

DL b FRERL T RTKs Xt Ky K, Al Ke, = F 4 3 35 (1)
2R ATEA . Roderick ZEPYHRIE , 30 min N EGF I DL i
KON b K 0 M K F R 18 K 54 %, 8 77 9% oK B 8 i
K™ ML 3 A2 AL, B JCIE R 22 B RTKs % At 2 #
P E N Kare Ko K Koo 81 2R EM, X TX — MW
BT

4 N

RTKs /&4 M [ )32 A2 A6 09— 28 BA P 76 B 2 TR 4
PO S P B 2 AR, RS R, RTK s 38715 15 % A9 41 g
TN A A BB A A AP T2 48 T AL RTKs & H T i 8 B
I A AT I A R B A R B R RTKs X &
T 38 0 P S 1R R AR E DGR B S — Fh )
fiE RTKs X 200 A9 2% 75 L 2038 o A R 0L 1 22 22 Ml 1% 5
B4 A% 368 LA R UL PR 1 M5 48 R R A A48 i ) 43 3 1 8 #8032
FRTAER, i TliERM R LN M TEE. 2
AT AU IR 0 AR ST BE L g S O AR 0 Sk R 8 AR TR
RS H BT R ECE PR, 20T F S M EHE (Ky
7.2/7.3) KCNQ2 W5 F A B A7 s 09 28 78 5t 6 51 2 29
25 %6 B B A0 L 3k R R DL R RE R B
BB T RO AR 2 IR R O AR O B AR
PR W R SF VA YT B ST ISR TE £ RTKs X 47 5 +
T A TS A E I A TR A A B R SO R A T R R X

[ % x #)]
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