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Abstract

B-arrestins, as adaptor proteins involved in G
protein-coupled receptor (GPCR)-related signal-
ing, have diverse biological functions and can
regulate cell proliferation, survival, apoptosis,
motility and gene transcription. B-arrestins
regulate several aspects of inflammatory and
immune reactions. First, they limit the basal ac-
tivity of pro-inflammatory transcription factor
NF-kB and regulate activation of NF-xB via the
Toll-like receptors (TLR)/NF-«B signal pathway.
Second, they facilitate T cell activation, sup-
press the apoptosis of CD4" T cells, inhibit NK
cell-mediated cytotoxicity, and constrain factor-
independent survival of macrophages. Finally,
B-arrestins influence chemotaxis of immune
cells and neutrophil degranulation by regulat-
ing desensitization, internalization and signal
transduction of various chemokine receptors.

The pathogenesis of inflammatory bowel dis-
ease (IBD) may be attributed to various genetic
abnormalities that result in excessive immune
response against the normal intestinal microbe
flora. Abnormal immune response is considered
to play a pivotal role in the development of IBD.
The role of B-arrestins in regulating immune
response involved in intestinal mucosal inflam-
mation in IBD implies that they may participate
in the pathogenesis of IBD.

Key Words: B-arrestin; G protein-coupled receptor;
Signal transduction; Nuclear factor-xB; Chemokine
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B- arrestinVF?]iﬁ«’fiﬁékL’JGK\?M%IT' Z
(GPCR)#EHU’ 5B %%, B-arrestinE
B S A, 4 ﬁ?éiﬂﬂbé’]i . AR ATRE
B H) e R H A T2, B-arrestinf 5
AR 8 K g Fo o 05 RS AT AR, I AT K A &
B FNF-kB#) & a8 7& 1%, i TLR/NF-xBfZ 5
AR AINF-k B EL, A5 THE MILE
L, #pHCD4" Tk & 20 I8 =, Fp 5 NK 28 it 69
ta oA AR R, R E K 4 A6 A& B Ao Bk
B-arrestini® @it AP AL F L AR89 L
B WAFelE 5453, Fra Ik mieey
AIE By Fe Bt P bk dm R LB L. K M B R
(inflammatory bowel disease, IBD)#J% I 7T 3¢
& S AP AR R R F F R B B
T AR i JE S IR B T R, AR SRR
AN F AIBDA A6 408 B &, B-arrestin
THeB L B AP 2R L LR R, S 51BD
W18 RE R 0 K JE RO iEAZ. B LA B-arrestin
89 BT 5L ¥ B — 7 3B RIBD &) LR pLh), 4%
IBD#) 78 77 $e 4k 7 #769 %5%.
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B-arrestin) ZAFLET LT Hr A HIH 40 T,
BHZHMAEY ¥ ke, B-arrestinifi TTGEH
THEEZA8(G protein-coupled receptor, GPCR)fF
5, fIGPCRE MG B MR, IF4:5 8
HEHZ 5GPCRIAAL. Bl 5O
R RS2 R N AR, B-arrestinfoh S48
15 GPCRAN RS2 A s 24 IR W it - S re 3L R0
MAPKfE 55 il ", p-arrestinfEilid £ Ff
BLHIZ: 5 HLAR 2RE RN G [ W R B-arrestin
PR R R FNF-« BI i 1k, BE AT DL o
S5lxBafIkBi#E#(IxB kinase, IKK)[ B A1
TAEFHAMHINF-x B SRS P, m] DLk
FINF-kBiE 46 1 15 TollFf 52 44 (Toll-like receptor,
TLR)/NF-«x B 5 % S 1) L 5 F 4T
FMNF-k BITS L. B-arrestinZ 5T THR 40
il B4R R i(natural killer, NK)ZH 0. EIRE4H
JHRURE 20 i 55 22 Tl G 5 A MO PR A2 A TR
o Al A0 RE PR AR FH FORL R 0 R B U0k 2y
fig, JFL I 2 MR AR .
AT R A AR DR 1~ 52 A TR A 5 B 2 70 6 W) s 92
20 M FRD 6 1 T R B 95 0 LAY T PR A R S
JERE FRHLHIB-arrestini] fE 2 58T RAETE S
J7i(inflammatory bowel disease, IBD)H [/ i iE %l
JIBE G355 Js I 4 R AR 98 i S I (149 B .

1 B-arrestinfy45+4

B-arrestin/g TarrestinZ ik, fl¥hp-arrestinl
(arrestin2)flIB-arrestin2(arrestin3) P>k i .
B-arrestin A AEM Biarrestin, 76 )JLT-Fi 4128
HARILIFRA ZFE M AEYDIGE. B-arrestin
20 TH 28 8OAF AR R 78 $2 21 /- fid 4 2 G £ 1 f Bk
ZAKEF2(GPCR kinase 2, GRK2)EFE &
LI, BEEGRK21I464L, GRK21HB2AR ALK
ey, fonEfealid fih—Rh 5 Mt ar-
restinZi 14 DY RERBUR & H T LK, X PP Re I o
GRK2RIEB2ARSE 5 1 E& 1 iUt /& B-arrestin®™.
B-arrestinffIZw AL AL P Al Be kUi T 5 AT HES) )
Jii M arrestindi K (U1 Ci-arr) () P Y% 8 58480 15
W iarrestin(V-arrestin) 25 A4 FHALL. B-arrestin/ i
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AR IR, 43 PR A C ity &5 ) 38 R N i 45 A4 35,
T AT S O 2 ) SR AT B 2 A R R
J8, FEN iy 45 K4 3l 6 o 1008 60, B — B o e 45
Fay. Ciin 45 Ry 3N i 45 Ry 3Rt 1k — A oyl gy
Bk B FIT T S 1) SR AT D) 88 ) 1 P AR A A 0 BB R
ok, IR A AR R A R A X s T L AR
k. B-arrestin R A A% Co 0 TNy 25 F4 3R C iy 45
Pkl G Ak, B-arrestinffRIEKBIC IR &5 bR
WA 45 5 X, B-arrestindifG At 5 B AL AZ 0
PRI RETBUH C R 24, o 15 I Bl 1 R 42
HEAAP2LE A X RO, B-arrestinff) 52 /A L5 £ X
BT 50—, Arad s ooy ) <R X ogh
SR GPCRES £, 1M H B-arrestinty HoAth
MMLHNAE S T EE SRR A G285
X HE &, B-arrestinf 1 Ml 2 IR N ity 45 R4 35 1)
PXXPHE T BEH5 I A RIS S re IS H3 [H] Y5 45 14
ka5,

2 p-arrestinBYEYIIHEE

2.1 B-arrestinif) ¥ Zm i 6915 5 453 B-arrestinfF A
R AT GPCRIOT 54 il e, JEGPCRAH
5 SIS ) O, FEGPCRAE 5 i it fE
W HI 5 GPCRE &, GRKIBER LN GPCR,
T I A GP CRM P 553 Bt 2 45 ) F1FR 2K i P
ARSI 1 B-arrestinL A7 =1 (158
TIEsEAL sS. B-arrestin i) 40 B4 5 IR AL
(FIGPCR&i 1, fE73 M 45K ERILIEGPCREGHE
EE IR SRR FRRE4D(phosphodiesterase 4D,
PDEAD)HI . Z Bt (diacylglycerol kinase, DGK)
PG E 5 F 5 S icAMPRIDAG, %
1EGPCRIG S MIFGHEAfE 51t 7. 5GPCR
44y ) B-arrestini] LME M (1 455 MRS B 1
MIB21E 1 1 (AP2) B B W A o 1 R IR N A
55, 278 A Dynaminff A 7 /)Nes AU il g
IORIE AR, (2 RFGPCRINAFILE, K
A IGPCR AT AR M# B30 240 i (2 480, Ak
ZIRER IR Srelf R L M5 5 A FDynaminZ 5
B-arrestin/1~F[{IGPCR P AL FE™.

B-arrestinff h S 428 I RGP CR 5 il
I T8 i, 2 5GPCRIEEAMERK,
INK3Flp38fs 5% G >, B-arrestinik
A LA 2 s DR 1) R 5 L 5 T 4 R e 4
JH G AT () 2 SR el B IS A (R RN S B 52 AR A
B-arrestinl [W 4l fgt% M 5, Bk P B-arrestinft
p27kip1 Flc-fos B A ) A 5)) 1 17 51 IX S 5B e ok

B-arrestins & 5
GEa Bz ik
(GPCR)I: 5 il 9%,
BRERLT#SH
(ERCE R SN P 3
e B tm ML
£ F G, A
1 3 AR S g
R_JL. B-arrestins
R S v
% 51BD A s M
#]. B-arrestins 5
GPCRA ZAE A
R kT #
TLR/NF-xBf& %
W AT
B IR b, mA
BT 89 A 50 AR,
{47 — F AR
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;ﬁfﬁi‘&% . i Bh A1 p3003ic AMP [ N TG 45 A B I (cAMP FIFRIR A A7 20N, B-arrestin2 B RS i F W 41 g
W rF 2

B-arrestinsf T 48
XA B-arresting
AGPCRA AN
#; K 5RFTH
& 4m e 4 & AL A=
At fe; @it %
F AU FINF -
KB E AL, T A
F S APAAR
F Z AR BLAL A
AL BT AL
T R4 5 4
§ o S 9% BB 04
AT b SRR GE
P e B T e
FA.

response element binding protein, CREB), 1
1R FTHAM) LBt Al e AR i, (e iltp27kip1
Hllo-fos 3R IF i 1. 41 k% A ¥ B-arrestinl 5
STATIRIEX Z FRIGIE T C4545 4, MTTFN-yiH1L 11
STAT | WAL T AR5,
2.2 B-arrestinxt 72 an 02y AR 0GR e 4 i
FLF5 2 NG G e 0 A%/ B R A0 B R4
NKAH AL [ A e 5 K bk T2 41 AR SR 40
(dendritic cell, DC), YA 2 5l N % T,
Bk L4 M. B-arrestinfEifiit 2 FppLHIE 1 £
Tl 62 20 J0 ) Tl e, R0 HS S e A BRI A A7 U
T WA BRI RORE A5, T [ A R
PE G358 SO

B-arrestinZs 1 i 1 TR L 40 0 (175 AL AT 1
A FERRE. TR A0 52 4(T cell receptor, TCR)
55 & T (0 Tk 040 P S 2 5 fink 45 49 v 1)
cAMP/KF, i c AMP-PKA-CskAl il A5 5
T S 0 A TR L 0 B P A R, A TR 2 4
ANRESEANEAL, T TCR/CD28%Z MK AW Il
{55 BE 5= PDE4/B-arrestin & 454 2 Ttk .41 i
o 5 R 2 F T B AMPI A, N IRFNHIT
I U 40 A P AT ) P A5 A TR 2 40 P e 5
AN B-arrestinl Z 5 TTCD4" THkEL4H
JHER) A=A R T T bk EL 0 A A7 R T ) P A
PR R R A I TS, CD4™ Tk
R TR B TR T TR A AR A A TR
AP, FEE S SR )RR TR SR
S AT 5 RE V5T 40 5T N 1) B-arrestin 7] 4 i
W, SENG0 A% A ) B-arrestinl R4 41 £
M 2B AL B p3005p27, c-fosMbel-24m i HE R ff)
B, R 1RSI X4 HA L
B Ao e -2 HE R ek, (R ST T8 FBcl-21()
ik, Arrbl™ CD4™ Tk 4N 55 B /EAICD4" T
MREANfA Ebel-2 mRNAZKT B P44, Bel-2
T ok BEL B 40 i P 2 R AR M T AR A it H C
(RS JEOR 2 JDE R A Bl P % A S R iRIC DA™ Tk
ELANUIE T, B-arrestinl ;=CD4" Ttk EL 40 U A= 47
HE T 1R S B 4 12,

B-arrestin2 A] LAHIHIN K40 M0 1 40 i 55 A
H. = B-arrestin2 31 [NK 4 A ¥ 40 i 25 Lk
W T8 /N U5, 1T AN 23 40N B 40 99 B3 (murne
cytomegalovirus, MCMV)™"*), B-arrestin2 7 [
Wi 41 B P AR A7 Ay e B AL 24 A L, 7
E I 41 i B-arrestin2 Rk /KP4 5. B-arrestin2
e PR HIINK/ERKIE AL BETL R 5 3 (1) Ok
i 2 TA HMAC T q A9 55 T L RIS 7710 F R 4

CLqIfIZRIE, 2 FME AN A A7 0 bk 1
AR, TLR2FITLR4ARE i B M40 HuB-arrestinl
{2215, TLR ] GEfE L B-arrestin1 i 17 GPCR ) it
HURIGPCRE 5 ¥ il #, TLRSGPCRIF 54
I8 W B-arrestin A7 AEAS SO ISR, Elg4N
JitlB-arrestinde ik KV {122 4 g 1 715 [ A Ho 2 S
M HF TLRMIGPCRAY 3 145 5 4 3 10 .
2.3 B-arrestin*NF-kB4% & i& 1 #o TLR/NF-kBfZ
5B #4985 NF-kBZENF-xB/Rel KK 01, 18
W L RAE A7, il H 2 AR i 29300 24
PR TR HEAL B (1) R e L [F] 5 45 44 45 A IIDN A 45 &
A7 S A & A LB A 47/ S DN ATk B4,
. NF-x B2 40 g 9 B s R 1, #il e
IxB5NF-xBJE 85 & ) I HE 5 NF- B 4
H0F 2 VA ERENS /71N F R s p st 1) )i A (e
We B 5 AE R TK KA T BRFfif, %5 #ENF-
kBIIZE AR 5 P8 FHE ENF-kB. 15 AL AINF-
K BIEAGIIAZ N, G5 40 k% N 2 R R 1)
W49 - M 3 7 81 45 G A2 R o A DR )
SKAIRRIE, T2 25 55 G0 I 39 5E R 0 Y ) 3
5. NF-x BHE A A S ST S o i) 5% B i 5 1A
TP B-arrestinii it £ B0 HINF-« BT
1629, B-arrestinif i 5Tk BoFITK K (Ik Bl i 52
GNP EAE TR E IcBa, 1MIIINF-«x B
fE. Tk B o2 5 i (P E S T 45 by kA2 s 2 11 I8 il
2(casein kinase 2, CK2)FIIK KRR {41k B o)
f7, WiEIkBadh £ B-arrestin2 2 J ity 1 -60 = FE R
BRI ) Ik B o2l G5 DX (R G B 45 4. B-arrestin2
5kBalt) 4 5 CK2FIKK A g 5 1kBaffJPEST
SRS, IHICK2ATK KA Tk Bl BER 1L,
FaE THIHI R F 1k Ba, 4RMIRIINF-kB p65H]
TR AP, B-arrestin2 5Tk Balf 45 & 7
I 52 2| CK 2§ IR L. B-arrestin2 (1) 11, B-arrestin2
HIEER AL BH I E T B-arrestin2 5Tk BafAH H.AEH,
B-arrestin2 (URERR AL I%5Y T B-arrestin2 X NF-kB
AL R E FP, B-arrestinl fllB-arrestin2id
AJ DL I e SR 26 R 7 AH SS HE FH6(TNF recep-
tor-associated factor 6, TRAF6)if] TINF-«xBHik
k. B-arrestin'5 TRAF6HAH HAEHHIHTLR/IL-
IRVEAAS S IR, 1M B-arrestin ) 2 il F 5
SR P TLR/IL- TR 5380 5 4 73 4,
B-arrestin Al DL 22 R 5 10 % 75 5 1
NF-kBiffb il FE: B-arrestinl FlB-arrestin2 i 334
I i 22 B (lipopolysaccharide, LPS)i7 S 1)
NF-k BIOWEAE, LPSHEUR M TLRAE 5@ T
TIRAW2644 il ' B2 ARFIB-arrestin2 [ K14, £
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HITLRA5 5 i i rT I B2 AR F -arrestin2 ff) %
ik, HAENF-kBIIE 1L, 1775 QB2 ARFILEAKT
RAWar4ll fg 2 € 45 B2 AR, il i B-arrestin27ik
FTLRATS T M1k Balf il RINF-«BiG{k, 3% %
IKLPSEEH I TLRA(S 5l % 5 2 M — A A &
JRHE I 22, LPSHUG TLRAS 5 3 it LA
TRIFf 7 FIHB2ARFIB-arrestin2 (I IA.
LPSHUS I TLRAME 5 Mo I AHIE L TRIF R 1
B2ARMIB-arrestin2 ) FRIA 15 3 M HINF-k B HF
R34k, T AETLRAMS 5 % 1) LU I AHB2 AR/
B-arrestin2{i 5l H 9 59 TLR4/5 5 18 % X NF-
kBTG AL, B2ARFIB-arrestin2 5 5 I i TLR43E
HINF-« B 5l %, £TLRIG SN F1
1A G 98 e N 3ok R 1) SR T o, A RG] LA
g B2AR/B-arrestin2 {5 5 il H I 1Y ik R4
IREDY. eAb, WY W B-arrestin 1A i G A
MDA 5 10 B AL NF-x B, PI3K-AKGHE 4 JEGBy
N I M S T, AkUE TSN F-« B
AT, B-arrestin X NF-« B Ak XL 7] 1 5
Vi, TEAN S5 RS B-arrestinif i AN 7] 1)
B2 5 T NFaB L.
2.4 B-arrestind AL B F 2R AZ 5 il B Ae
m AL AT AE R AR 7 T A0 R K
%, & B AR R 4 IR, R R A
IR 2 40 6 03 S A A AR 2 A e T
GPCRZE %, H5CXC. CC. CHICX3C 44
W, AR I A N R 2 A S 5t
i S W AE LR AZ OME . B-arrestin il LAY
T2 Pk DR 7 52 A4 1 ST BRI N Ak, TR AL
T AR AT 5 5 R G 92 4 R I A T e
B-arrestinid 2 55 i 5 4 i P 1 1) 2.
CXCRIMCXCR2ZEIL-8 3% 1k,
B-arrestinZ 5IL-81% T CXCRIFMCXCR2H
e it FEPY, B-arrestin 5 CXCRIFICXCR2{ 45 45
HARC X CRIFIC X CR2 1 M A F2 B A B C R 45 44
AIEIRALDY. B-arrestin2il 1 5 CXCR2/F 1)
i A5 5 SRl RE, FIHCXCR2A S b ks
S0 AL, A RN PRE R B, BRIRCXCR2
A5 HPRLAT R AR AR Y, B-arrestin & a1t H 7
755 AR A B B O o R DG B 5 R, TL-83%
T IHAZARCXCRI1JG, B-arrestinflHck A HREE
¥ p-arrestin/Hek & 54 H-{fHekii 1k, B-arrestin/
Hck S G0 #5201 40 I P RO SR B X, gk fifid
TR 20 0 A R 1 Rl A5 R BT, R AL 4 i ) 4
B-arrestint] LL 5 CXCR4JI AN 55 3 BLAEIA 45
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FRRIE A S (45 4, TTTCXCRAMI AL R
TGP Barrestin2 fEINFICXCRAN T IHGHE
VG FEZECXCRAM AL, B-arrestin2id 14 5if;
CXCLI127H L CXCRAA 3 ERK FIp38MAPK
T4k, B ASK1/p38M A PKA 53 i 1 i 41
MoK F-CXCL12(SDF-1a, HE5 40 Mo fir 4= K 1)
WALC X CRATE T 10 40 e b 2w CUiE
B-arrestin2k = (K)/N K, T Bibk 40 a1k )
REA BB, (KR IAB-arrestin2 (1R L 41 i 5 vk
15 B-arrestin2 [tk 40 B AH L, CXCL127E LI
CXCRASZ AT S0 GH AL I o, 1 5 5
(RALLAE FH R EE ™). B-arrestinl it 2 5 {KHE3
12 5B ATP4(atrophin-interacting protein 4)
[FICXCRA P& ik T,

CCRSJE Y 140 M #atk oh e i = 224k
BH 1524, B-arrestinF A #6742 8 11 1 15 GRK B 12
HHIICCRS I PIAE, LAECRICCRS A2 1A FEAI #1144
MIP-1BERANTES 5 E Wz 4 fICCRS 4 & o i
It Gia B AT Giaifs 5 B-arrestin, PIBKAIPyk2
I 40 J0 2 17 166 2 Ly n 55 ER KW J 22 B 15
SEAEWY, i EE R, B-arrestin]
DA 5 40 i B8] 455 5 20 g% 0 Al it BT 11 SRk
B-arrestinl/2 BEIH L (L BEL PS5 3 ERK /275 4L,
BEIRIL-8[A14R1A, B-arrestin2 il (L HELPS % S
ERK1/27 {34 5 TL-6 /) 255,

3 p-arrestinfESHESBIEEIBDAETEPH
{ERBMAI

3.1 IBD# % B IBDELHE 5 2 B (Crohn's dis-
ease, CD)FI5t 4 M 45 ) % (ulcerative colitis, UC),
J& T Ve i e, FLIL R R I R R BN IR
SLRAE I S VS VR Bl i, TB DI LI
AR T, BILER TR S IAEIR & A
FRBAL R A7 55, HATA I IB DI SERE K 7]
BB 2 Pt AL 2% 5 3 BUR ML W 1 B
TEIA L B G IV, 22 Pt IR 4028 S BUW i &
5t I3 s ANHLAA G 28 U1 Th BB B s, E R IERE
S PRI R 2% n] S0 T R AR 2R VR R R i &
JE BB, AR T BTk EL0 A R B RS
JE T VRN [ 5 A s 1 e R G
hy i S M,

3.2 B-arrestin =T At i@ 3T A Y Sk I RE A5
TR K g 69 R A AR TR AN A S0 S
G358 I N WA A SETB DR A A% 0o (R 35, TR EL
20 0 7 BB i S N R R AR A B NIAE .
RS AR B AR RE PR, R M AN

LIRS A

A3 5FB-arrestins
4% TLR/NF-xB
fF5d %, A&
4| o B A A B T
EO IS B e
T # A A B
AE, RANR T
B-arrestins ¥ 4 18
B Lk AL
IBDA At #2, 5F
B 7T A& A 1BD
SR EHSFF
S 9% B #g L
5 aT.
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Wi RAZE
AT B-arresting £
WFHRET 4
v 0 4538, AR T ik
# T f#p-arrestins#9
R R A
IBDA Jaid 42 F 49
%A, AIBD# G
REFERTH
w5 F Rtk k.
B-arrestinsFf %, A &
I7 K JE B 9 0
R IeNT.

FD CHEHU I N BT i 5 3 45 T AR 0%
W ELZH 2 (gut-associated lymphoid tissue, GALT)
R AA TR EL A . ZEHTRIBEF Rary)
ATk C 40 B 744 R RS PE TR 40 f(Th1, Th2
FNTh17)F08 5 PE Tk 2 40 B(Th3 R Tr1), R
b 40 B AR08 5 P Tk B 40 PRz 1) ) ) e 2K A
S RAE M R A,

R0 ST bR €L 40 e 1 2y f R 1 R B e A
FETBD G e BB 1) K 2B o B vk o wpoRR v 1) 4
F. CD4" Tk 40 M0 185 B TB D A A= 1 EE L
JR AL, e RN FTNF-o. TL-6F1TL-1271] LA
JOA P 1 P i 6 0 80 T 90 EL 4 R g R 1, ik
PUIL-6MITL- 12K 5455 T Tk T 40 S i 8 2
FO IS I i 3 2. TL-12 32 B30 o 0k A vE
T2 ARFasf Tk CL 4 e g 72, TL-601) 7] 35 FIBD
A T R TR A0 M PN % % RS TAT3 Y
Ak, L STAT3 W UM TR K Bel-2 1 Bel-xL
fre ik, FHITH gl i T CDEBH AR
B R PTIATE FIBel- 2R T2 8 (I Bax I L
#Bel-2/Bax T, iE R TR 40 i 115
SRR Y. B-arrestini] LI FHH TR A
Bel-2Z AT HIC DA Tkt 40 Bt e T, (2t
T CRAF ‘5 6 Tk T 40 i D R 1¥) 8 4 4k,
PR B-arrestin A A b 020N 4 T B 40
(I T 5 B L A s A e 0 11 SR S AR 2 2%
ISP TRk B 40 B ) Jo 52 5 4k 2 5 i 1 4 1 2 0

N K4 i W 40 i 45 ] A 9 92 40 T A 2
LSIBD s FEEFE. NKAN AR 43 A2 4 40 B [ 1
1L-13, Jfl i 40 i 2 A 3 SO R i iE 4
ZUB5. RN TR E 40 f 290 1A 98 40 B BRL 1
P AN A 3 VA TNF -0 IL-1FITL-6254iE 4 41
FRLDE 1, 995 A8 A 1) 1 40 T o A s A TR
TR T 2 10 S 40 i B9 AR A, BEAR 1 5%
SAE 4 6 308 3 T 22 (1) JE A ik — 20 B i 58
JiE 2 N AL 2 310 B-arrestin2 11 HINK 41 Jifd )
R EEPELE L, Rk F R A R Is A MAC 1P
I B 40 f ) A= A7 66 g, Ui B-arrestin2 il LU
Tk U [ AT S 4 B PR D RE s Bk i AR T 2
L IBD I L 2.

b4, R AETB D 65 AT K 20 a3t Aok:
TR TS 1 Tl 2R A0 4 M A T RS I T PA R 252
1A, &5 i i B-arrestingF SEERK 1/2 240, 7 PAR2
(1) A A4 IO B A 4l 5t P A PA RS {LER K 1/2,
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