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5 ZE. BIKCEERRMEF(BLK)&SRCEMEY KT A2 —, BAREARE B S, BLKIER “H sy
T Z25GQEMBPKE . TBMEEE ARG5S ERmfEd, BLKIBW RN ARE &R
IICBBGTE It N B Rtk, XTBLKMHE UM A B TR R ROWALE], XX SRR SEfGT BAEEER
o BUIXTBLKI 7> T4 Thae S ILAEm o /e T 2504 .
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Research progress on the B lymphoid tyrosine kinase

NI Jia-Li', HOU Ya-Yi’, DOU Huan’*
(1 School of Life Sciences, Nanjing University, Nanjing 210023, China;
2 Medical School of Nanjing University, Nanjing 210023, China)

Abstract: B lymphoid tyrosine kinase (BLK) is one of the SRC kinase family members, which exhibits tyrosine
protein kinase activity. As an “intermediate molecule”, BLK is involved in signaling transduction of physiological
processes such as cell development, cell migration and proliferation. BLK generally manifests as decreased
expression or diminished activity in the course of disease progression. Research on BLK has significant implications

for the study of molecular mechanisms of disease and clinical treatment. Our review highlighted the molecular

characteristics, functions and its roles in diseases.
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Bibk L% 2 R W (B lymphoid tyrosine kinase,
BLK) /& — M elE 2 A B0 i 5T 9 IS = IR 2 i, 5
SRC. LYN. FYN., LCK. HCK. FGR. YESH#I
YRKZ ] J& T Ji Jag 25 K b I SRCIABE F e . AN
BLK A = ZAEBMk 4 i R Rk, (HAET4HM
A TR SRAE B TR H L R R B4
MBSt g b EREY, Harr R,
BLKAENEEEZ 5 T R MR & « O RN
S, MIMATEE SR I S5 h k7 1 B8
EH .

1 BLKH)ZFHHIE

1.1 BLKHZ5#
N FEBLKHE [H 7 T 85 Yk (8p23-p22),
DNAZEff K FEHE T30 kb, HL4mfids05 AL,

X T R4 N57.7 kDa, 5154042 T. BLK
SE R H B FEN I R A F 41 . SRCIRN R 45 74 35
SH33 . SH2IRAEE 25 M3k, EAz a3
TR XM — AN AT, WIBLK R
DL5E #8245 Ky A B 2 5 Bruton’s g 2 2 B EEF B TK (1) [
PR AL AN BGE . N 52 E WAL 7 51 2 SRC 5 I i
A MR R 5, ZEBLK 40 i s 5 7 o R R AR
F, BLKHI3/NM G 72w (1) 5 81128 X AING 5 471
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72 X 5l HoAth S5 B L TR 1, B S R R
S, WBLK NG FRR I T 61 5IBCRZ A E A1)
Tgoudtk &P AR RI I AR (X AR AL 45 7 HL 5 3L
b R 1 5 N (1) TR O e R - H R - 2 Ik & R T )
AR, BLKEAFAE AL 2 75 16 £ 5 2 ok 2 R
FRIES, SHILE ML T 5558~ 118 IR, /2K
B AR AL PR S PP 41, I R & o i R
BiKRFER RS SR e EAE G SH245138,
RLT55124~220F 28 B2 R, 2 40 M N AS 5 LI ) i
PEREER, R S P U A TR R e T R e 1 S
HE2Z MBI E S, R R SR R
FEP B, 5 A BLIGH o SH2- 3 R it & R AH A
M 51ga (CD79A). IgB (CD79B) s ik A7 45 ik
g S BB AL Tyr 188, Tyr199FITyr196.
Tyr207; BLK[{JSH245 #1845 5 PLCy2. MAPKA
GAPZE, SZHURGN 8 A MR 1L, S A N AN
P, ERTARESHS. MMOmEE ST
T2V, ARG SE IR T 524 1~4940 TR, SR
Py, ALHE T 55358~405 7 45 5 M R 1 T 45K
$5248~269NL ATP 4 A 18 DL K [ & i BR 16 A7 54
(1),
1.2 BLKHEFZ M

BLKJE [A (1) 4% 1 1R 2 & PE(single nucleotide
polymorphism, SNP)5 2 P Jig 1188 4% 48 S AH O
B, HETZ RIT H G R sm . BLKXK %7
B P AR K Th e PR A £ 5 B WBLKOKF T %,
S G e A L SZ AL, TETECCR T RN, 1Y
IR G B G J% 5075 F 807 K . BLKIE[H L3R
RTNEEFR,  Barc e H2A A A R AR
FEMR 20T, v 52 3 s S 31 (P 1) RTB Ik EL 41 i
et ash 7 e2) " PUNEEEZYT, JEB4YIM
ATP2E A BEALIM G BT &k, 3 3T X IHSNP
AP A R B i S T NF-«BAIIRF4 (1) 45 &
BLRL, RS ZEAr SE R 2 52 i 5 3 T A% IR 1 55 4R
FIRNA R A B 4R e, B M2s 8 1
WS SBLKES AT IR, [FINE, BT840 Rk
Gy RiE . BEfE, 0 FIRBLKRIRIE.
1.3 BLKHJHBESEMS

VENSRCF R 12—, BLK#0E /7 05 3L
T S R B 2SN, JE L2 B . AR IR 4H
i, BLKARBZWIGEE S L FEAE . &
W, BLKJZ i B A0 A0 22 BERR AL 1 77 2ok xd 22
S VEREAT VR, UM R R R AR Y B R AL
KT RIEASE, WEE3890 B = IR AL WS K AE H R

BEBLK, 1A C i R 25 50 147 Jig &2 1 WU AH
SRR A LR AL BGEBLK U FR, IETELE
— e RIS i8R, WEER URBATITHR AR
FE B 4 N 28, S EOY BT B R A 2, X
BUBG oot B IR A IR B S, UM B i A P
fE g 5E, BLKM M4 HILF/NRBLK
(Y495F) 20 Bl M v P BLK 1) 3k & R Mg 38 hn, s
IRIX — AN BLKIG LRI #EE Y. —2SRCK
W 2 B0 S A RE I B BLK B RR AL, WD 38 B
(masitinib) B #E [ BLK Y Asp89, Ff-7EATPZ: &
RS A NRGEIA BT e A AR, i 35 4t
ANBK A4S, i BLKE .

2 BLKHYEYIFINEE

2.1 BLK5SB4if%&E

BLK/ENSRCK EHIGE L 1 2 5BAIK
BANf & & iS22, EHHBA i (pro B cell)
REBH, BLKOAHIRFRIEL, M REEEK.
W% R BT, BLKAERTBZH(pre B cell)
B Y L A ) ik = ORI B TE, R AR R R K
V-, T AEBAN L S A N S A 45 ik ik, BLK
RIEEMBNWIEBANE B AR B r=E T A
[ (1) 28

B fitd fi J5 52 7R (BCR) [ BT J5 45 45 358 40 A2 41 i
G e Bk AL (mlg), 5 B sz 1 Igo/Igh i —
RGNS SGELRHES . EFHREIRET, B
BLKYE 4 SR C 5% I 5 il A2 388 ik JL b Rr FRTN A By [X
5 2R E SV L. mIgll A7 s & B R B
)G, BCRRARSIEHEMREDI, WRIKEE
SRCIEMBLK . LYN. FYN. HCKHIHAth & 52 B2l
MiSYK. BTKZ%, ffif31ga/Igp b ITTAMEL R 5
FRWEIRAL, RS IEBOE &M IS 59T, Hib
SR C g M 2 38 R, 6 M 7 BRORD P S
Tretter2:"BF 2 R B, 7EBLZ ThREME RTBCRIG /N R
o, B BLK AT 3 AH BN A B BEA s 2,
Vy-DIGEHE, FERIE TR EHE, kBN i s
oAk, [R] FE Bl A T B 2 IR B IR AL AN 5 K B Ak
AN R IEA . Ik, BSHIBLKAI S5
RTBCRACIEH M, EAE Rk R IA T /L BLK
(15 L DR /0N B Fh i B 4T I 84 5 T T -7 380 385 14D o
B 5 AR S e A R

H—J7H, 2T K IBLK L ZBCRIE 5
SRS, BewarderZ'NIERH, BLKE
ik SH2 25 #4358 v] 5 B4 i B0 5 I S Y K B 2
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ATPEE &8 EBSRRALAL AN }—3
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H:% Kina%main
/]\

A RIS
7 e e PR,
124 220| ,
241 494
E1 BLKHIZE ) REE]
R . FreBOR My wp | @’ Y3
S g a/p A@
—0—(@0—0®—e— @
WIT  HBYM RIRHB  RIABM  E/LBYHN
iy RIBAE i ‘
A7 BN

E2 BAREHI A% B REE

Ly, JFER AL BN M IR MEF e Ak, 40
BCRAE SR A /b . MRAE L 458, FATAN
BLK A — Fh % 2 B B B A 5 9% T BT ¥ 1E
G R AE

BLKYE i ABAH A0 B [ R E B4 5, 1%
[X (marginal zone, MZ) B I BLK %15 & #x i »
Bl4fik 2, JEH(foilicular, FO) Bl il 5 i
SamuelsonZs" i 9t & B, BLK FIBLK /N ZEPT
IgM Pl SBLK /NI LL, BCRIE 5 Ihfg
MR ISR, SEBIIEEE N, MZ B4IRACE
kb, ME PR UK A BT TR, R AR URE
HEWBIK o nE A S5, I BB R
YN BLKAKPRRIE L. YBLKR A, #
BEATFAERS, BYIH T 52 1 22 #854R . {H Texido
W R B, b BLKA /N BB HilgM it
R T 1R A IS R R BRI I R R A 1 ik A,
fifiTA IBLKAEBCRZ: 5 B4 i 0% 1 B A D BE
TUA S L AR SBCRINAZHEBEBIEFYN,
LYNZ5[RBLKAI £ F SRC K Wi, & A1# K 1%
T EMAER, s LYNERE 5 B B s
/N BRI T R BUDN AP UAZ B 5, B
FYN 5| A2 B % TL-5 ) B2 20 ook P, 3k e 38 g v
REIEAT IhREAME . ThEETUAR M BLKAE I R 4l i &
B AE AR ME DL E

EAERN L, X 5T Samuelsons:™ i i f1y
CS7BL/6/NR, 24TexidoZ5" M I i M BLK A 1)
129/Sv/NERE, I AR W8 FIBAI ML & B S 16 (¥ BA
SEERRE, X PR JE S R AT RE 2 TN B E

FAFFHBLKE D, 51RA R, %45
WA TR 2P VAR
2.2 BLK5STHHAaINAE

BEE W T IR, AR IBLK A 7E B4 i
HRRERE, ETHARPEAERE, JFRE —CN
YER . TERIRGCGAEE R, TR B 20k E R
Y. MHTYHAE. AUTHM . RRATYIHE . AT
M ST B R T4H A Tk CD4. CD8J¥IEE
1553 N 1 (double negative, DN)ZH il . XU BH P
(double positive, DP)ZH L Fl #{H 1 (single positive,
SP)4HIfiY . HEHE R H TCRAAREE AN E], THHHE
N5y MR L H95% M ap T AIS%1yS T4
. LairdZP2 W50 a%, /N BRI B R Mt R AH 4
M. A FEADN THHMIAIYS T4RM. /NS4S BEA YD
T4 A BLKRIL, MifEap T FARIE
BLK; i i 5 T4H s 5 £ I LCKAFY NI 5 Foist
fig ik B AR, BLKZEys T Ris K
F ESRCF ik B -

BLKGE i 44 il 1 i 7 ST 4EL 400 A 1) 0 A AN A
B I AR AR S IR A L 3G S S TA R &
BLK /> fir 5 DN T4H i )34 e 35 ek /> . Horr, 7R
TR B MARIEEFEER, BLK /N AT
B TBLKNR &g /b, (HEEE R & R, %
FoiZHE R, XL RILR T BLKAMY AT LA
ST, 7T AT DA A e 2 5 o5 S

IL-172 T4 5] & RE R SRS R Fo v8 T
YT EIL-17 () S B R IR, BLKAEF=AEIL-17/)ys T4
MR E L FE R4 1. EBLK/NR T, TCRENE
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JE = AEIL-1710y8 TAHMLFT o5 7 40 L ORBERAIG, I H
4 BLK /N BLAIIL-23R " v& T MU 7 2 L AL
Mo 5 0 PR . U 3 IR 4 A F) o-Ma i Si [A]
TRFAIL-17/1yd TANMR BB BT/, & Re
HEBUGBLKER, [EEHVIBLKZ Y [0t
HEFERY, BAR H AT AN 28 BLKAE 1X S 20 40 i A=
R E AL, (B O REIEWIBLKAEIL-17" S T4
MR B BAEEER.

2.3 BLKE&S5MEMEANIER . 185

BLKE S EH TAREY), 5 Z M2
T AKEHXWE S B0 R4 2
B LR X A 2 RGO R, o i R T
21 (glioma stem cells, GSCs)HIA71E 5 I8 /Y &
AL KRB ERA K. KrippelFEK 14 (Kriippel-like
factors 4, KLF4) 2 £ 45 8 FKLF R 7 F IR 2
—, R E A DNAL G E B T, B
5T FE M A s 5, H AT AKLF4
AGSCs EBREM 2 —, Relfeitanm e EE
BRI R K . Oyinlade25 "W 70 K B, KLFAE %
ZE A BLKAMLIMEZS #4587 (LMO7) 3 58 1 [X 45 /1)
mCpGs, FFil i ¥ 3D 4L (5 H B0E e AT JE 3
T, T PR BLKCRE DA U] 22 38 s 40 M 6 P e 77, b
KLF44 F 2L F%, 3 B BLKAK S 240 1 5
FHATHEF W, F25 8 240 i 1 2 B A &
MEEESHS.

Gal3jg T 7 = RIAEGEH XK E; RhoAsERas
FWER AT —RGTPE &&E A, EE/ERHT MiF
o FIREANE R 588 GE R R RIS 1)
Gol2/Gal3 % Rho IR M % H B AC 4K 1, {4k
RhoA5GTP4i 4, HlR4IEEASSE, 540
WEMITH . pl9ORhoGAPEGTPaseiGf & 4, +
TAER T/NGEHARho K&, W iEL /K f#FRhoA-GTP
KR WLBE RN I AERITE . 75N 2Bt 22 4
Ml Zrh, BLKREE 4G H0EGal3, flipl90Rho-
GAPHE AR BERR AL, FMHIRhoATE, %A THU
Niz28 A2, Hrhpl90RhoGA PR % 2 Ik T 1
{1 Tk T A o T PR 28 P 1 Y A o 75 1R

0073 Tt S R A 1) 75 LA R v T R A B B
., Bk b Je (dasatinib) A8 A 2 /N R A 2L Rk
R HEBLK T (iR A= K & % JE (ibrutinib)
SEBTK P HE A #0677, (H [FAE RE A 23 HIBLK S X
R, BHWIBCRIS 5% S, kA 7REM KB
JiL bk B DLBCL i 25 1Y) 5 P B8 i 4 o ) v g A G
23| H041%7 . Fallacaras P il i 491 F A5 A% Filg v )

SE R I T W8 [ 3,4-d s e A7 A W3E 530 AT [ B 4
HIBLK. FYN. LYN, A HibkEssn b sd /e - o

3 BLK5%k®

31 BLKSRZMZABIRE

ARG BRI (systemic lupus erythematosus,
SLE)/&—fl MR AL R 3R 15 S 4 5 1 & %
P, AR Z 0 8 BPuikr A AMERBOE DL
HESPifk-8 8 w7 2 50 BT, il
SLE /s R A0 HLa oK [ B . 20084F, miinE&
N B 4= 3 K] 2H S R 7T (genome wide association
study, GWAS) & /XilE SEBLK & SLEf) 5 L[], JiE
[A]J8 7 () 384 A8 S A BLK 95 FRAG,  BfE Mk 5 /&
SLE ™", GWASZ & BB PRSI, e
7, HiE TBLKSSLEF K1) 2 Fhist 48 5, 1iF B
5 717 SLE XU 5547 5 R 1) ABLK 7 & B AR TR 4%
T, I LR 25437 366 [R] F) 205 o2 K /N A 36 IR A3 2R
TEAN RN Z (A5 F AT

T e e i WL — PR R 2 S Pt rs 13277113
(5 N “A”) P, A TS5 B a s 7 X8, SNP A
{#BLK mRNA/KF %, SLE&EH HI A EZA
PEHR BN E IR R R I, BLKERIA M X
HFAMI67A (C8orf13) I F KPRk ALY, ixue
R [FRIRE 5 SLE & B s AR H5 550, SNP
ATEARR AR 4 5 SLEZ UIAH 25, Jodh il A
A IR N SNP A [R 7R 45437 B K] 43 A 47
K2R, PN B 32 AR R AE = i &R R
URELE A FE Y, 7 TBLKERE 8 — AN & 1)
SNP rs22489327ESNP A T Ji#43 kbkbk, 7Em N AR
W E DU RS SLEAS 235 A DG, AR R R
TN BT IR 25 57 J26 R 430 TR v o g P72,
CREORE, XELVRAT DA AT A LI X SLE
GBS . BRSLE4L, SNP AL 5™ =k il P
FRAE R I 4« I i LR 400 i o 5 5 1) A
9\%[35, 40-42] 3

FRSNP A4b, EAFLE HARBLK 5 SLEAH G5t
AR . A FBLKE — W& FIFISNP rs26184765
192248340 TIEBIATHLIRGS,  H 5 STAT4-1s3821236.
XKR6-rs68510947 &t # A% ME ., GuthridgeZ™
RN % 7 R BLK-SNP, “E41T LA H 25 F R B B
BURr St i 77 1 B 3 FiE . 192248347 T-P1
Ja 8T WS RNAR GBS & X4, FEKE 30
T IFE G, FEONANE T4 A B 41
fiirF BLK mRNAF X BAK RN 2 FP2Rs 71
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rs13825687¢ =S5 FEN AR 1K, fe T EHBYHM R
BLKE 3l &t T B IR, B 5 K B AE A B
Y1 L AR P LA ARSI B K, T AE AR i 2B 41 i 2
P27 LA i 3 . MoZ5 Ik 7t R LA 24
BLK-SNPs5SLEW. #AH¢, H A uErs2736345,
152618443 7E P (1) 174 SNPs§ I Il 3¢ 41 4155 [ g B &
KK, MR AN E A BSSLER R R LR,
XA REACNBLK 2 5SLER —F#ALdl . th4h, Di
ST I AE T OB rs2618479 M1rs 7812879 5 SLE
BE BT IR KE A REIRARERBZEMR, X
W2 B VK BLK-SNP 5 SLE I PREFF I R K .

W N it — PR ZBLKAESLEHF FI/EA, A
NBLK Z: 538 B 4 5% N %, BLKFRIEIKF- (1)
ATRECEBAN s RS S R E, SEEER
BAUMHLRE T, ENUE S BB & . ERIE
NIRRT, FEKBLK R IA K2 (i ik £ 1 PR
W RAE, BLKT FIBLK /R 277 A4 58 5 7K P
ERAF. PidsDNA. IgGH HHifk, TFN-y. IL-17
FIL-21 1R IAE R ZER I, B4 WIL-6FI{E A
PR BE A0 RE S HG 5, I bk T A0 B
BT RIZEE SN SR E/NERE R, [FRBlagiffl
)47 SORE I B I R 3R A, I Hoe AT a0 v 7 ik IgG
S M RE ST 3GaE, X EE T RESE 51K H S PR AR
EHNLE], B G 2 A NSLE— R A AERE,
AEBAZE, mRBLKE:RF I IE R /N R EA SR
i A O PR, BLKIFAS J& SLE K (11
B

EAF AFEF, BLK-SNP5BANKI-SNP X ]
(38 15 A LA A 5 SLE 5 BetE s A oe Y, e
BANK 12 B A 4 5 [ 5 5 7 41 B 20 M i 5 S 4 2R
1 (B-cell scaffold protein with ankyrin repeats 1).
Castillejo5™ 1 VGIE FIBLK 5 BANK 1 RE L #2245 &
FEFRMFIABLKI, BLKARSE @A TR -, 1N
FIFRIAR, BLKRE - 3RiA T, X0 Ee
T BANKI A LI 4+ 5] M REE AR X %=, B
TEBCRITBANK I B ZA MRS IR L, FFH5RBANKIAI
BLK 456 . SLE&# FBLKF WAF A P IKBLKYE
P, BZER/DBANKI IR,

g5 b, SABLKRRD KT S e T 245 1
S FIBLK. SNP R JRUG; S5 407 B K] 734, IER] 7 BLK
SRAS IR AR S, N WE S SLEEUR HLER AN BT 2
Wr. VI TR TSR
3.2 BLK5HIM®

£ 000975 A2 FH 22 B I 40 il 5 o 51 i — g

BEVE, &M RGP B M. EFk, A
AW R IBLK S 2 F (I B R 95% 118 P
BEFE [ 1195 (chronic myeloid leukemia, CML) 3 it
I 200 i H 945 e o Ak K R s AL e 226 R 7E 5 "oty
RAEWR, F522°5 Yot R KB R c-BCREE [
3" RAERG . BLKAE A F L% + 41 i (leukemia
stem cell, LSC) IR #0i| K+, (A gm0 1E 5 1 18&
I 40 i B 1A - Bo I BCR/ABLH & 4
FECMLAE R /N R IILSCHY N Pax5, Pax5& R 456
BLKJA 3 71 Bl 7, BA 05 Thig,
c-MYC 5Pax5 #2454 N IABLKERIE . 7E A M55 4
B, S H A AH 2 B (1 Skp2 A8 % R 51 41 i JE H 40
B Fp27, WEMERERZAMK, KEKEp27H
BE A 75 40 B3 A P 40 B 4 AL A T2 . BLKA]
WIS N Skp2k EIE RN Fp27, PAFIHILSC
(FI345E, BLIE AT 15 16 AE DU IR S-S A i AloxS
ERYERFLSCHb . G EN, SRCE
7], sV E JEAECMLIATT h I AN 2l BLK
(e R ) v 1, R I o e 4 ) T e 5 BLK R
WS TR

SPERRE A 9% (acute lymphocytic leukemia,
ALL)EVE T# 4l e m s A R A, 2556
fEFDNAF AL, HEAEM. ERmIBRNAP
SR BB E . BLKIEALLH T ERIL, IF
H A ERY, BLKA AT A i i 1 B4 i 52
G 55 A TR KR . BAIR AT H
M9 (B-ALL) & ALLH IR 5 W —Fh,  7E50 2E 12
oh, B TG PR AL 3 B (PT3K) e S5 P b 4 A, ol s
LB, V05 g AR, (2 13E iy JRg &4 i 35 4
IHIFE T KimZ5EPEB-ALLI PR AT AR & 30,
&% e ABLK. BTKA#AR, FHLRTBCRIE 55
S, AR IFEPIBK/AKYE 5 3%, T BTBCRAH K H
TCDT2F 2 F B PK C-BI 3 IA, B AR Jit s K& [
BCL-6. CD445R1k KT, il Jit 8 24 e 1) B i 5 o
FaiER: FUILIE RN R, thZine R
FIERKNRAA, A A ERCONB-ALLIER [ 254 .

TEA2 LK EE A 11995 (chronic lymphocytic leukemia,
CLL)H, {KE& Jer ¥ BLKEHEE, A 200 1k #
RFEEE 90 (HSPOO)HI #1775 T FIBLK FE AR, AT
RAEPICLLIG M B[y % Je (afatinib) & —Fh 3
A KPR 32 AR (EGFR) s 28 R B R A1) 7], =2 L)
Jifged #E 1R 254, LukasZ:PSE4T B4k 259 Ui &
W, Z%Z7ECLLHLIBLK, SRC. YES. SYKAH
B R AR THBCRIE 54§, fECLLIGY T+l 5
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[3] Borowiec M, Liew CW, Thompson R, et al. Mutations at

3.3 BLK5S#ERTE

T B HA K995 R BE PR P (maturity onset diabetes
of the young, MODY ) & —Fi [k & B4 i Th 5E 15t 1% Bk
FEARE, FEUES RS WA L. [EMODY B3 AL A
A3 RS I B AL FE AT LY AE 9 19 5N BLK 3 A 58
A7, fFBLKE # K. BorowiecS R I, 1Ef
] 2] BE A BE R IO R 5 AT A Rmine, JE R IABLK
RERE S B S R PAx 1 AINkx6.1, {3 fig 15 2540
WG, FIHBLKERIA AR MRAEATIY RAE
I, TR0 1.375 H A B 13X — RASEBLK 3 45
., JFHESh TG, BLKX RS RS &M
Wi R ORIk 55 o 24 48 o Ak T 1K 36 6 B R 2 R If, BLK
XIS R IGR ), UEIBLKRR fEREE 2 T4
RE X Ik Iy 2 70 WA 7= A 5

4 %58

BLKJ& T SRCHES BRI A 0k, @ EH T4
FEYZ5 THRNZMESHS®RE, ENRER
IR T RR AR B . AR T HAth SRCHK & R
PG ERS R, B X BLK R ST AR D, BT
25 NATUCRE S AE B 40 I R s R v Rk, A
KR ZEFT TBHEY R FTBLKS 5 4% it
F2, WBANMKE S, LLASLEMIAHSCHESE T .
L W 0 R A G % 40 Bt 2 RIABLK, H&
5G5S BBk a4, F5CML. #E A i
W MEPRIRSECEE, EEXES S MR g A
W58 . BLKIH G0 1 77 22 9 SRCFK ik 2§ s # il
A, sV &R, Az N T IRK,
T SRCK IR IR B AEE TN RETUAR, AR 73
TAERNHTIARA RGLfERE, (A2, SRCEIER
ASRC. LYN. FYNZ& [ 570 BLK 1 B A7 5 4
BE . HTBLKEEERZEMpHRIA, BLKS
H & G20 (1) 8 RN Z BIRE A E AL, HAEB HAE
FH 895 F S 5 WL RIS IR PR 297 8048 SAE FAT
THAFIRAIE T o

(E £ X #
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