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W OE . BXIEKTI S (theumatoid arthritis, RA) A& —Fh DL IR 2 ARHER B & Gz tEim, 46 7% ik
K. G HEEBELSZ 4K (G protein coupled receptor, GPCR) 72 A\ A i KHIES IR Z R 5, /3 RA IR AR
ek R, HAR AT 5 IR AR RA JE A Gy B 1 F b R #E B EE . 58 K L, GPCR/AC/cAMP A5G 6,
1 B2-ARs/AC/cAMP. EP2/4/AC/cAMP 1 CXCR/AC/cAMP £5(5 53l iK%, VAR A & H, 1 GRK A
B-arrestins %, T HES 5 RA MMk E4N AR IIRE R . I AR A SRR S B FE . i, B2-ARs 5%
ALK GRK &5 175 8 AT BeE 8 RA BT EIR YT ¥R . Bm i 147 22 ) ik GPCR AH G I8 % S H 5 8 H 1)
e, DAHIINIRXS GPCR 25 RA FE IR, 2RI 28 29T R S A 37 1 JE 2% o
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Research progress on the mechanism of GPCR in rheumatoid arthritis
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Abstract: Rheumatoid arthritis (RA) is an autoimmune disease characterized by synovitis with abnormal immune
response. As the largest transmembrane receptor family, G protein coupled receptor (GPCR) mediates the
occurrence and development of RA, and its related signaling pathway plays a key role in RA inflammation and
immune response. Previous studies have shown that GPCR/AC/cAMP pathways, including $2-ARs/AC/cAMP,
EP2/4/AC/cAMP and CXCR/AC/cAMP, as well as regulatory proteins, including GRK and B-arrestins, can
participate in pathological processes such as lymphocyte dysfunction, angiogenesis and joint destruction in RA.
Therefore, the GPCR and regulatory proteins may serve as potential therapeutic targets for RA. This review
systematically described the characteristics of GPCR related pathways and their regulatory proteins, in order to
deepen the understanding of GPCR involved in RA regulation and provide new ideas for the development of
rheumatoid arthritis drugs.
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HAf, 2R KRAH 1% HAHEE RA, HLak
(At SR A

G A BB 21K (G protein coupled receptor,
GPCR) Rk B e 244, ALFE U 25 M A N
i R 25 LA ) C o, T A AR SR K BRI T 2 1 5K
o NEFEF A g 800 ™ GPCR, H 454 Al
IRe 2R, W 5 2 Fh A B Th e R % R 2 R 8 it
Y. BRI, £ GPCR, uWip2-'H LR &K AL
A& (adrenergic receptors B2, P2-ARs). HI ¥ IR &
E2 (prostaglandin E2, PGE2) 2 4&. &L K ¥ 5244
(chemokine receptors, CXCRs) A7 5214 (adenosine
receptors, ARs) 5, A/ SIS 5% SN
AR, 25 RAHEMA R Y. AR08
XA B FOAT 2R G R VE, M RA ZE A% I
i T, BRUT GPCR X RA [R50, ok 35 & il
PRI S 2%

1 GPCRAVEIBINEE

1.1 51N

GPCR 1 9 3. 5) ¥ e K 1A 5 6 B 1 76 X0k,
RNEEE (TTM) P aitg, Hgmid LA b NI R
2R 2% LA L. GPCR wJ i B 2 Fh4n i shfilk, 4o
BT BER. MEBEiABEAE TS R
BERFHIAE, 585 DNFEFEMRZ WKL, 1
W, WIS RS REEEER T, [
N, GPCRAESHFIEZANVFZ T/ T G EH
BB 32 A4 (G-protein coupled receptor kinase, GRK)
A 8 [ (B-arrestin) T ™o 2017 45, WF AR I,
GPCR Xt 2 Ml 2 57 B A 6 ), Al N EHE
P25, HET O B L GPCR HE s B 254
A N E B AR 12%, 29 5L
[y 349% ',
12 FS5EK

ANA GPCR AIRGIANFIFEC A,  FfiEid GDP-GTP
AT G EAWNNL, BeaiiEs . B =
Tk G EA, 15N GPCR 558 IR, B o.
BRIy WAL R . AR SIRITIRE, G EA
AE—0 R 4 MAFRER I « Goiv Gos. G12/13
A Gag/ 1™, 5 Gas {5 B i) GPCR 3% JIf 1 R 24
{L.1# (adenylate cyclase, AC), 5|40l cAMP ¥
W s MY Gad fHECH) GPCR 2411 AC, F#fIK cAMP
Ko Gaq B0 J& 775 3% i B C (phospholipases C,
PLC) #4 i B e LEE — /2 (phosphatidylinositol dipho-
sphate, PIP,) 4k 9 — 1R UL (inositol triphosphate,

IP,), T1fij IP; A] {2 ik Ca® IR e GPCR i J5i i 43
BASESENARER, TANESHEE, Hf
AR =% G E . GRK 1 B-arrestin £ 4 [ Y
NEHA S GPCR 4G, HIMBHNE SRR
Joz 19 GRK AR 5 e 1 A A S A T (i
FAML#I . B-arrestin /& —F/NEHR K, & GHEH
5T F 4B F GPCR S5 B FRIME 5 7 T BT
F o U B-arrestin @it GRK F R AL 0% GPCR,
ff G EHEAFE S F& L. B-arrestin [ 52 E RIS 7
L GPCR Wk, HAF G & A 52480 & il &
ZRPWAL, 51K B-arrestin /1S (1115 5 B v M

2 RAMIEHHHIRZGPCRERATI{EFH

2.1 RAMIKTFHLHE

RA J2& DLV 3 A FE 42 Dy 8 R AE 1) H &
G, FLG PO B R S BRI =N 7 T
(1) ST JR 0 4 RE Al I 0 5| R 1t A 5 (2) k1Y
VB LA IR A K T BOR R R - (3) B R A K
HARZH P R RTT AL R R
RA [ — bR EPERRE, (X PP RPN 2
RAEH P IS AL, AN 2 SR 3 20 P B 1)
ZER. NEEM PR (HLA)-DRBI JE ] A i) 5 k%
R 2 &1 (single nucleotide polymor-phisms, SNPs)
L5 RA BUIFR, LRI T Re 20 T 4i
JE % AT S S B RA HRE ) B 4R th 2
FIPRA, FHI B AU 2 A2 1 bE CgEsE, =
Xt H BT B Z A 5T 2

WFFER I, RA B 58T i M 5 Hp A7 1 o 7 4
i (a0 T 400, B 40 AA0 E G ) =2 P 4
BOPE T 40 v] 20 WA A 4R IR 7, 5 S IE T P
YU A3 W TNF-a. IL-6 A1 IL-1 2540 A7, {2k
JECZN AR A (T P T 4 41 B B A IR A KR A
(R AL, S T A 5 00 B R, 3R e
o S )P i BIE T 46 g 2 Thi 0
Th2 40, AT 53 W 4 % 00 1) 4 20 A B5] - 21 TFN-y,
IL-4, 0] T 40 e A0 3L Ath S 02 40 g i 3% o &0, 76
TNF-a. IL-1. IL-6 S /EH R, S e gk i p
B A0 B P A B B M, i R T PR AR Tk,
K RA(KE ).
2.2 GPCRXJRAHIENE

GPCR E A H B R G — R Z RV PR Z 44,
CINCINA &~ PSR R ) A K S =
T IEHT JORE B I FLEE , 25 R R B R P
IR B F 2R, iz A TR E 3R
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E1 RAFZRITTE

ek S AN X ST R BT SEIGHIE TR,
% M GPCR 324, Wi, B 7. Bk B2,
AMA R A1 B SRS, T AR R
W . AFERE S T84k 5 GPCR 455 7]
G EARENE, RS NSRS, ke
il RA &4 B9 HARPLEIHE : Gas 1 Gai 5210
AC &AL LU =57 40 i N cAMP JK ¥ ; Gog AT 30T
PLC, 3 hn41 iy Ca® ¥ J&¥ ; B-arrestin/GRK i 1%
A0S T 22 R A B I (mitogen-activated
protein kinase, MAPK) F1 1 g fk LB -3 34 (phos-
phatidy-linositol 3-kinase, PI3K)/ &5 H# % B (protein
kinase B, PKB; Rl Akt) %&{5 5 i@, X RA 1
A A AR o AR R BRI R (R 1)

3 GPCRHEXESHFERARATIIEH

GPCR 5Lk & J5 s, JENSFEmm
AC/cAMP/PKA {5538, 51 &K — R A 38 A5 £
SSE, FE K22 B 4n M D g R 5 rp o o B R 1Y
ANF ) GPCR, # p2-ARs. PGE2 %244k, CXCRs #l
IR ZAR, SR UHE A RA 2855 F1 5 0% I B
HORFEAN A (R AR 348 (1 2)

3.1 B2-ARS(E 54 5B
B2-ARs i BRI G & AMBEBEZAk, w/F

NEEMERR S RIE R MW EEA W, FE
RiIETEHBIL UL PR T 400, B 4 g At NK
21 i S5 A0 A IR R 40 B ™. B2-ARs AT Gas AR .
TEFTE AT GPCR s — o 2 & BB KL Ak, p2-
ARs 7E BE YT S b f) 2 3% 52 B FE 44 ) 3 2 1 7 Y
B2-ARs 5 Pt tA 45 & J5 1] )5 3l B2-ARs/AC/cAMP 5
B 5, T4 RTEe.

B2-ARs HA7 I [8) 4 it A G s R T AE L, AE
RIS U5 S 4 51 TR G 2 A3 I B 2 4 i v 3%
fRIEM, Sz E L, RA BH LY.
B 41 ffd A1 CD8" 41 fitd 55 4 J& 1L 5. 4% 41 fiid (peripheral
blood mononuclear cell, PBMC) 137 5 i bk B 4 it
B2-ARs [IRIAIKT-HUK, ACIERAHZRNT RA Gl ) i
MR s . AR R L, R ER S SRR
(collagen-induced arthritis, CIA) /)N AR RS, Fe B |
Jl 25 (norepinephrine, NE) i i ##7i& B2-ARs/PKA 1§
53 M) Th17 40 0 2340 B 7 NI 5T,
RA 3% PBMC X4 NE 45 25 (W67 I N ALE, T
B2-ARs HIESN TR A AR T {2 3 RA K535 1 440
cAMP #7724 FE 4046 TNF-a [F12E %, #0H] RA &0E
HBEFE U A A P OGTT 4% (adjuvant
arthritis, AA) A B A I 2 JiL A 51 972 ik B2 &5 (draining
lymph nodes, DLNs) 4f fid 1 PKA i 2 {t. 1] p2-ARs
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#=1 HXGPCRIFIZRATNGE— 55

GPCR g S51EH W TR A VR 1A

Al T A TNF-a55RAAE G 9 9k K+ ) 31k INER Shakya%s, 201927

A2A FIHIL-1. TNF-oM1L-6 ZERAM % 4 0E T IR iE VR, Pal%%, 20197

A3 T I TNF-afINF-kBE& 4 R 1 (1 %54 N Storme%%, 20187

GPR56 R HERA 3 MMPsE 7 A Tseng %, 2018°"

CCRI1 TIHRARFERA /NER Saeki 2%, 2003F"

CCR2 Pk R R A PVSIEE R, (EFRAKR AR A Taylor%%, 20195

CXCR3 PREIEHT SR TRk N Bakheet®s, 2020

CXCR4 I IR EL 4T 75 AR INIPN Tamamura%, 2007

CCR5 ARk T i PR B 2R A Scholten%s:, 20128

CCR7 R RIS IR D15 98 D719 A S AN Th 17405 AR 1 400t T2 B A Van Raemdonck%,
2020 B9

EP2 TRHEEAZ AN IR, IR AT B A PengZ%, 201957

EP4 M2 B R4 bR AL, N ERAGEFR NER Yang 4, 20195%

GPRI1 feidt BRI, nERASERE INER Littlewood-Evans%%,
2016

GPR43 HIHIRAFSCANM PR 7 b e 7 AR bR IC A Zhang’, 20201”

RIEAE T IHFRIE
GPR39 DS I JRE . IL55 12 28 A5G 4T M SN I R 1 it e A Jing%, 2019™)

E2 RAHHXGPCRIESHSEEK

(PB2-ARpyy) #8520, 1T pP2-ARpy, FIIRSS 5 AR &
TER, W58 5 Gai MBI ™. Zhao % ™ W5t KL,
CIA F1 AA K E 1 2 R T2 2% (mesenteric nodes, MLNs)
W A B2-ARs R IX U] WL FEAS, CIA KB
I 240 P R iy 2R MUK 2 25 Uk E2 4 . (mesenteric lymph
node lymphocytes, MLNLs) # cAMP /K *F- g Z Ik T

IEH K. 8 LA, B2-ARs {5 5 # 5@ M 7] g
5 RA B Rk g0 Dy g 0 A K.
3.2 PGE2ZUk#: 5@

PGE2 52447y PKA [ ReEah7, A4
o PRl A g (RS 15 555 . PGE2 mlaE it 4 FpAS [
[ R 1) it & (E-prostanoids, EPs) 52 {4 & 5 HAE 0%
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PEAEHI, R EP1. EP2. EP3 fl EP4, #5J&T GPCR #
FIE A ™ PGE2 55 EP2/4 454 s AC, i —
A Gos I JH 3 T 5 5l cAMP/PKA/cAMP
M S o5 S 8 (cyclic-AMP response binding protein,
CREB). PGE2 5 EP1 &%, #Ui& Gaq HJ5 3 PLC/
IP,/Ca” /1% Ak T 40 s #% K] ¥ (nuclear factor of activated
T-cell, NFAT)"",

EERT AL, PGE2 Wl AES 5 RA KmitTe,
e SRR PR 259, B PGE2 & il 7, %F RA
A RAFIIRYT R . T b5 2 8405 (antigen-
presenting cell, APC) JL55 7% K4t 1, PGE2 n i S
IL-23 AN IL-1B (AR AR, st IL-17 4, Jf
A] il it cAMP FI EP2/EP4 J it 44 58 Th17 41 i 1) 4>
1LEEF) ™, PGE2 5 EP4 454 n 1 i NF-xB i {42
105 (receptor activator of nuclear factor kappa-B
ligand, RANKL) {i&{E, (EBERi B4R ; PGE2
I W] 3 A ) W 4 B 7 R38R F- (macrophage
colony-stimulating factor, M-CSF) £ 5 ik i, 2T 24 4 it
(synovial fibroblast, FLS) /1 it 1A, 71 % & 41 i
TR B SRR A b 7= A ) PGE2 i@ i EP4 £
TFa) 15 IS A R B R 4 PR P RO, L
EP4 K5 57 11 S ) 770 00 Vi B 2 2R U 48 1 40 v 12
AW EMEIER, 25 ot . FLS
PGE2 Y EP2/EP4 45 & ¥i% Rapl, GTPase Rapl 1]
VA 2 AT e Th g PGE2 i& ] i #F TNF-o. i S
RA i3 FLS /1 IL-6 mRNA {1 %34 ™ zh#wf it
KIL, PGE2 nJfieit AA KR FLS 3958, 25/ EP4
ZREAKT, BIRI RS RN P, GRK2
45 f] PGE2/EP4/cAMP/CREB 15 5 5 53t % o] S5
CIA /) B E AR AR pe el B R B, EP2 Al
(=% ) EP4 w] REHNH] TNF-o Al IL-6 1496 M, H
AA K RIEEH 2% EP2 i EP4 [ 3215 2 3% BRI,
$&7r PGE2 Wil % EP2 A1 EP4 SZARAH Sl % /1
S RA BERE, XJ EPs {5 5 i B 2k 47 12 1 W] BE N
RA [ —Flg i) i6 77 Semg B,

3.3 CXCRsf5S%#5i®5%

CXCRs J& - GPCR KB A, "I RIS &
AL T (chemokin). R4 N S {5 2 It 2 ik o Bt
IR AR A R A] 70 D 4N 5K : CXC (a-
BT ). CC (B- &7 ). XC (8- Btk T,
MR C W) A CX3C (v- #a itk 7 )P,
CXC 5HAZ /K CXCRs 4itr, Wk & e % 1 R4S #i
[X]-F (guanine nucleotide exchange factors, GEFs) Ras
[ Y5 45 Rl X 1) RhoA, - AT i 4 RhoA ¥/ (Rho-

associated coiled-coil-forming kinase, ROCK) 1 fiL{5
S N [H 7 (serum response factor, SRF), 4% 4H i
2 o H FIZH AR 5 5 2 Bl A g R AR Y. CXCRs 7]
W% Rho GTPases/Akt/ F7 112 % #1 85 H (mammalian
target of rapamycin, mTOR) {5 5 iH %, 5 SHL3)&HE
Ha 2R EmH, Emid T . CXCRs 55 %
S 384250 Al i BOE PLC A MAPK {2 # Ca®* i)
i .

R IL, CXC Al CXCRs 25 1 RA FlAh
S PR A BT A2 . I8 AR RO 4T R S AR
b fE ¥, CCL3. CCL4. CCLS. CCL20. CX3CLI,
CXCL13, CXCL9, CXCL10 fi1 CXCL16 7 RA 1§
JEE % s, Hih CXCL16 ATy RA H T 41
A ROt T @, CCR2 B3 5 RA g ki
UL Z %, £ RA MR 35 & PE OG5 % (antigen
induced arthritis, ALA) 31 28 25 1) b KL 40H i v v
FIk ™ PUBK CCRS % K #3A, AT 38 o 97 i
MAPK {5 5 % B A IE IS, $ A AERe T, 2
B RA R R AR 12 1) CCL21 Al SN
O A 2 41 i (human microvascular endothelial
cell, HMVEC) 7£ RA KHi WiZ#, & w#uE PI3K/
M AME 5 T I (extra- cellular signal regulated
kinase, ERK)/ c-Jun %8 #& 7 Ui B ¥ (c-Jun N-terminal
kinase, INK) il %, 1] HMVEC #4 1k il g 8 1,
SEOG R B, PRI CCL21 B¢ CCR7 A f#{€ RA ¥
T EROETT 5 B H) Az A a5 Ak, CCL21 4
PELL CCRT A I 7 AR a2 R A 4 L 1) o A0 0 12
FF 118 IL-6 1 IL-23 ()56 ok 7, il fe
K F CXCL12 K H 524k CXCRS fieidk T bk 40 i 5%
TEHEM, S5 KA ST AR R E Y 7
RA 8% FLS 1, CXCLI16 [ H 2k &I 5T
i 5 M E 4L CXCL16 fEAA MRt T RA &35 FLS 1)
H3H, HAT CXCL16 iRy7 Al i RA B (1 JAEA
B . BRI, CXCLIOCXCR3 /5 T RA
& uk RA s R FLS (422 ™, Kk, CXCRs
SEHSFEETRES S RA RIS AR, 12
B RA RAEM KA.
34 BRE/BREZHRESESER

BRE WA AT Re ) s =W 955, nIEOE
425 ARs: Al. A2A. A2B fl1 A3, A2A 5 Gas &
FEEE, TGS R F cCAMP/PKA/CREB JE#, T
SRR TR, Ry zsis U, A2A
BashF Al A0 H RA 2% LPS % F ) TNF-o f1 IL-1B
BG40 IL-6 f R ™. thAh, A2A W] Ll PKA



850 AR

$32%:

¢ P b 40 1) 1% % 5 TR 7 kB (nuclear factor kappa B,
NF-kB) #% 4% A, - AT A0 ] 45 15 400 0 A0 5 75
Fi, FUIIRF AT DIGRR RA SR AEHIR 7 A3
I S Gai M1 Gaq &6 TS G, R RS
PLC/IP,/Ca’"/NFAT Fififs 588, {eit Ca® B,
ik GBy JH 3 PI3BK/Akt/mTOR "R i {5 5 il 2%, &
Hham g5 Y,

WAL, Al F1 A2B 5 RA SOERFRIEE, 1M
A2A R A3 (im0 5 NI IR AR B R
DI ™, SRR E AL, RA BRI E40H
A2A F1 A3 KA B, 4] T TNF-a. IL-1p A1
IL-6 55 9 VAR MR+ OB, bk, A2A FIT A3 7
038 #0141 MMP-1 Fl MMP-3 g % ik 79, A3 7E RA
BER AA K. PBMCs il DLNs 4419175
ik . IB-MECA ( i FE45 57 A3 Wh ) ml {2
H#E A3 5% PI3K/NF-«xB {5 518 % (0], 92> TNF-a
B 41 i 98 4 85 H -1 (macrophage inflammatory
protein-la, MIP-1a) (1) 7= 2, AT #0 #i] CIA F1 AA
KA, FECAA KRG RARE R/ B PR U,
I, A2A FIl A3 ATy RA FUHAth B S G g% V950
AR S SRR TT bR .

4 GPCRIESBEHEHXIADHEAQERAFNIER

GRK f# iR 1t J5 7] 5 B-arrestin 4% % 5| & GPCR
(1) JI8 s 2 2 2 AR A, 98055 GPCR A 5 (5
5 P W5t & B, GRK F B-arrestins & 5 G &
RIS S B AT, FLAE 98 AN s I o 3ot 7
RIEEBEER,
41 RAFGRKFHRIESE

GRK 7 GPCR W1k ik, 2 i 1k A0 G 20
FIF AR % S8 /E ™. GRK R Ik GPCR 5
S5, GRK 7]4 8 7 MR (GRKI~GRK?7), )
BAMBIER, AR N RKimgsii. — M
eGSR A — A C Kun g5 #3k. GRK 4324 3 ML
FR A5 L0 G T 5 % (GRK1 A1 7). B-ARs
A R % (GRK2 #113) DL K GRK4 W 5 jif (GRK 4,
5 F116)",

7E RA W4, GRK iEPERZ I, GRK2
1 GRK6 RILE K, 17 GRKS & (/KT &A8
1k, CIA F1 AA KB MLNLs i GRK2 [fJZikBE1E,
SIS 4k M 9% RE SRR L AN e i . GRK AT
1 3L 18 R 4K B2-ARs A [F] 1) 22 2 IR A7 fUK 15 B2-
ARs [T, pBr-ARgey KCFIE AA g i Tl .
W7 R, RA BRIt GRK2 [/ A R T 50 % 41

Jfl (CD4™ T ZHl g f11 CD45RA™ B Zifitd ), 7o I B
R IR MBS, A AA KB40 AT MLNs 41
frf, GRK2.GRK3 Il GRK6 1131k 35 . 2 FRAR 12,
FAEWTERIN, AA KRB CP-25 A Tl GRK2
T IR B2 40 Bl CXCRA-ERK1/2 A 5645 5 i
HAPUEA R ER ™ Hik, 5 RA MKKR
£ 45 B N GRK [R5 5 M R I T 8 5 30 GPCR i 48
AR FFSE AN AR AU R PE,  (iE RA HEFE.
4.2 RAB-arrestinZiA1E 0

W FLsh W) R A7 1E 4 Fh B-arrestin WEAY, B AT A
AT 50% AR IR, HAEERRE T A
A AL o arrestin-1 ( HHFR A AL SR AT 0 i) 2
1) Al arrestin-4 ( [ H#E0H| 55 B ) 3 ZAEEOGYE R
HH 2RI, 1M arrestin-2 I -3 ( FRA B-arrestin-1 £ -2)
[T AFAE TSN B, B-arrestin J& TR &
£ GPCR Bt b FE Pt R R BAEH . 24Eh
FBIE LT GPCR PIREL C A uify (1) 22 2 TR AN 77 2 R
WAt [ GRK B, B-arrestin 55 5T i I ¥) GPCR 454,
B-arrestin/GRK/ i [ 1k, i) GPCR & & %1 5] & GPCR
&5 F4&I1k, B GPCR Kl ™. 174 T A
M I B-arrestin & G WIFHAG T 2K F 8L, 46
W) 5 T T BEAE GPCR AH S50 Hh ok 4% B8 LA
i B, B-arrestin i T 78 24 £ W g L AR A / #T#ER
O A gl S S m s, 0 B2- A AR
% E AT A 5 A B 5 IR B-arrestin B AW, TR
SEESUN SN

B-arrestin 2 7 M SN RSB 1~ WFFURIL, 7E
AA KB 40 B o, B-arrestin-1 2 ik 88 i Y,
1E CIA A1 AA K MLNs LL A CIA /N FLS 77, B-
arrestin-1. 2 [FJRIE I 0, (Rt 7 O 28 9E it
2 CIA KRS 40 i p B-arrestin (3R 1
W, IFTE AR R B S 2R K P Barrestin-1
fit 37 RA /N BB 7 FLS o TNF-a Al IL-6 ) 7= 4=,
B-arrestin-2 7E IL-1p $ ¥ ] FLS Hf 323k B & 14 i1,
HH AL FLS 5 £ 1EM S P, B — Ry -4
55 B- Bl VT7E B-ARs A7 i (1 AH FLAE F AT 5 5 52 4
5 Gos FEERES, Fmidih Gai AHOGIEEE, BEE¥
7% RA WE 40 b ) ERK1/2 15 538K, 23 RA i
FE P, g EPTIR, B-arrestin 4 5 ) GPCR it A1 Py
T2 RA R RE R E N K

5 NEERE

RAEA B G e B R RA 25 [,
GPCR ] Wi AN [5] S F8 ) BT 4 L P9 45 - Rk
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SO, 7T RA #EFE. B2-ARs {5 5 # Sl ik 5 RA
Hk L R I e S A K, PGE2 555 Sl kS
RA M IR FOCTTIEIAAE DG, CXCRs f55 4% Sl %
25 RA RIS AR, BRETZARESESE
%5 RA RAEdERE, GPCR {5538 IR 115 & E
GRK #1 B-arrestin ] 5% £ 15 1 He /3 RA BIRE .
HI# GPCR £ RA H1 ()15 5% FHLH], X &I RA
TELEIZ W A b SRR YT S B R .
HAl, @it GPCR {554 RA (1A SCHF 78 A X
b, FLAE RA H B G v (1 L ORAE S AL A B A
GPCR X & KT 2 1 R O A hhe, LK
AN[A] GPCR {5 5 4% RA [ EHLHI 75 23— 25 1R
FRKNTE

(& % X #k
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