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GE B {BEESZ4E (G Protein-Coupled Receptor, GPCR) R ANEA B AR ZAER IR, 257 2 AR,
3 HEFZAYMEELE A, ITER, REMGPCRIE A (ligands) 7] LLET a8 AR SR, M
TGRS TR L5 SR, XFI RN “/55mAE” (biased signaling). X—RI N
WG BIMER E/ANZDIRAE T R B BB . ALHR T GPCRENE A HHLH] . E S RMAERISTF
FHel, PAKRGPCR I E SEBMZOERE S, BIECAMP-PKA. PLC-PKC. PI3K-Akt}MAPKZEEE
B, BRERRESERSEMHFIGPCR, HiFN T EMNSREEFXEFHIEENS. R, RENARHRA
MBS TR F 4TS SR G I . CEE S ER T GPCRIR RIS S =N, &
AR SRR Z4RE FHWRFRR D RN RERIZERwREIRA . RN, AETIEFER
EHEFR RS RAE S 2 FHE T EBE KRR . s, 2230818 T GPCRIE SE B 2 K
X HAE, HlIIIGPCRAFHIMTORC2-AKUE B TGF-BZ BRI E, LR XERXESERRIR
MEPHREFPHEER L. BJE, HGPCRE SR MR KRB mME G SkEHT T RS,
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Abstract

G Protein-Coupled Receptors (GPCRs) represent the largest receptor family in the human body, par-
ticipate in a wide range of physiological processes, and serve as important targets for many thera-
peutic drugs. In recent years, studies have shown that GPCR ligands can selectively activate specific
downstream signaling pathways by stabilizing distinct receptor conformations, a phenomenon known
as biased signaling. This discovery has provided new strategies for the development of more precise
drugs with reduced adverse effects. This review summarizes the classical mechanisms of GPCR ac-
tivation, the molecular basis of biased signaling, and the core components of GPCR downstream sig-
naling pathways, including the cAMP-PKA, PLC-PKC, PI3K-Akt, and MAPK cascades. Particular atten-
tion is given to GPCRs related to the skin and immune systems, and their regulatory networks with
key transcription factors are discussed. In addition, quantitative methods for assessing signaling
bias are systematically introduced, along with the influence of different cellular contexts on bias
evaluation. The mechanisms underlying GPCR biased signaling are highlighted, including ligand-
induced bias, receptor conformational bias, and system-dependent bias arising from intracellular
signaling differences. Recent advances in structural biology that have contributed to elucidating the
molecular mechanisms of biased signaling are also reviewed. Furthermore, cross-talk among GPCR
signaling pathways is discussed, such as the integration of GPCR-mediated mTORC2-Akt signaling
with TGF- receptor pathways, as well as the significance of these interactions in disease research
and drug development. Finally, future directions and challenges in the field of GPCR biased signaling
are discussed.
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1. 51§

G A HELZ (G Protein-Coupled Receptor, GPCR) & —5 B A -1 VK i IR M e 45 44 1 40 j 3 TH =2 42K
EAE IS AR Z P A D)7 (AR E B EZIMEH, XD REmT: 7 AALSE . WS 3P 48 P 43 WA
o J% [ NS SN TTIHI[1] [2]0 ARG ANy, MRS GPCR 456 5, A2 i S i i e i =28
& G EEREATE SEH. XMEREE & G EEN o WIHER GDP H454 GTP, ML 2| S IErs i
FRAZ 1 [RF-(GEF)IPE A, Ja 3l PG54 S (3] [4]. B0E T Ga-GTP LA GBy B &2 5]
AR E A A S, 25 RN S ER AR, B0 cAMP. IPy/DAG #l Ca?*5§, 2%
AN 5 @ E 5 R S IE R .

It4k, GPCR TE#¢SIRILIG, 7] LAFHZE p-FHiE &5 H (B-arrestin) . S-arrestin ANYBE LL AR BB S =
W, RGBT A S MEESE AW, Bl ERK1/2. INK 58 MAPK M HAEFH[S]-[8], BUSAHKE G &
SROEERER TR

AR, KREWFTRI, GPCR WMBCATEL &Rl —2 )5, AIREIFA S ZWOE B — NI, el
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iR 55

DL B VE HL OSSR (5 Sl g . X PP I SRR N “ ThREIEFEE” (functional selectivity)BX “ {5 5 fi 7]
P£” (biased signaling) [9] [10]. IXEMFE, AHEEAKLESF—4 GPCR J&, Al RES L E 2= EAH
W%, XMESSMIME G EAIEMBE f-arrestin B H, SEEIM AN F T EE RN .

FEf# GPCR W15 S M 1) 1 S LR JZ B4 FALH], X TFIRANR R SR 2500 0 R, #eitgifE
/D SRR IR 29 B JE 5 EE AR L. RSO GPCR TS HLH . A5 5 w1 1 i R A B
W+ GPCR R[5 5 10 B 1 3 B BB oy LB 2 TR N 28 58 XCH AR T RS IR, 5 AR R B 5
J7 AT R
2. GPCR HESZHMESESHEH

GPCR 4i& MAMILARSG, HI RS RN, HRX MRS S N RIE =Rk G EEH. 451
AEYIEER TR, 2 GPCR BEBSIS, HESBIRE V 2 m A U4E, 18E VI W2 m4MEs[10], IX7EZ 1A
A RITE R T — N FT G R AS5E 1 X 8. GPCR-B A E S VS G B G, Ga WIS R GDP
456 GTP. GTP M4 & S8 Go-GTP 5 Gy E&W7 5, REell® B RS A RN, mAaS
TAEfE

HRHE Ga WHEIZERURE, GPCR 7 LAG| & £ Fh dh (h){5 58 1% .

(1) Go_s iBH: Ga_s WIESBHIE I RRIMUBHAC), REHMA cAMP [K7KF, IS cAMP #
AR LEFE(PKA) [11]. PKA RERSTERRMLZ PR EE T, HEMRE A &8 iE ThRE L & HE A
FIK[12] 137,

(2) Ga_i B#: Go i WIS IRFFRIAMEBEAC)HINEYE, FAK cAMP (945 14]. X AT LAIH] PKA
M FOUET . ShAh, GBy AR TT LABGE F L 5 I8 1 (9] 40 KHliE) sk PI3K 15 5%, XL 3hA BT
TR I X A PR AE AR [15] [16].

(3) Go_q J#%: Go_q WIESWIEREAENE inositol BFEREE CB(PLCA) [17]. PLCP HElEHE PIP.S3 fif ik 1P
M ZELEEHH(DAG). 1P 2 RFAMI AN Ca? B, 11 DAG W2 ¥0% & BB C (PKC) [18][19]. Ca®
I PKC VENEEREE A5, S 5REERER. BG g5 20] [21].

(4) Go_12/13 i@H: Ga_ 12/13 8% 3 B8 H0H Rho KA/ GTP Bl RhoA), SKiR™T 40 & 42
{14 B M R L R RS R

XL G AN B AR L ME, MR 7 AN BRI AR A . AT I 2 Fh i e s
A 5 IITBOR RS A 4% o
3. GPCR 5S5mmEtE: KB, NBSEAER

AR i 7] 7= 2R R SRR, FRATT AT A 73 o LR Y [22]-[25]

(1) Bct&fmm(Ligand bias): A[FIMEALE G E—N2E )G, 2EZEMIARMNER, SR
G S SRR

(2) A1 (Receptor bias): 2 A4 By fE1EIIH R 22 T BUFE R 98AR , W REAT L B0 25 5 Js 2 e e 11

(ERCRlT
(3) ZGifl(System bias): A ATE T 7> T HIREAKFEIREZ R, WAl e SBURA ™ ERE SH
AT

(4) 7= [A)4 7] (Spatial bias): A2 AATE 40 M BEAS [R5 X B 4n f o 10 e 47, mT BE 52 HAE 5 fm ) 1 o
X B ) PE R PR A, MRAS R RIAE T GPCR 7RI AL G T REAAAE Z PR GOIR TS . oAk 4 A AR,
A AES SECZE A “HRICIZ” , NSRS G EEM f-arrestin HI45 & 30K . SlEYSEM R EL
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s 5

KW, AT 5 1) 12 (1) S o 5 CAAR 45 6 5 15 (1) SZ AR S R R UIAR R [26]-[30]. 4N, — S5 4 i) 30 771
(biased agonists)if i 5 ZAAA R G T, g 7T —MEHT G mEE4 ST AR T -arrestin Z55 I
%, Kim 25 N8 %2 S22 0, Tyr35(1.39). Trp84(2.60). Argl67 (ECL2)FI Lys199 (5.42)5%FEx} T ik
2 ([Sarl, lle8]-AngI) FIAEIR R RPN ) 45 &3 RO E 2, il NEARSs S0 N 2 7, 2
PLS 3 GPCR BUEAS A 1) R g [31]. 7ER F 5244 (opioid receptor) [ 78 1, —A~F-1#5 I BC {4 (balanced
ligand)2> RN GE G A A B-arrestin 1@, XoJReFEUTHMENERH . T G & H IR F 524850
7, 40 Oliceridine, HIRAEWEILEIBURIEN, (HEZ R 7 IFIANHIFIERLE A R R M[32]. X785 U
W 1A = O 0] M AE 249097 S8ORN 22 4 V7 T ) 2R A0

AO7HL, ZEA RSN ER B REUR M. G, 5 ZARRA R RARA, AT RE R R T EOE A
I) () 208 i . eAh, AP GRKs (GPCR #ii#). p-arrestin LA RN FIFRIEFEEZS, Ba]
RETE I RG] o IXfFRE T AT A TEARAD IR WS 2 (1) 1) 8OSE,  7EAS 7] (1) 2H 2R sl 4 g R B PT B AN [

KM EZ, GPCR WMV 5 150 TR E T2 R-TAE B GV R 2 e, R 2R, A
TER BA R EEE RSt 7 EE 518 5.

4. p-PHIBEH (S-arrestin) T FESEHESFRHEE C EREBNMIERER

B-arrestin 25 [ (B4 B-arrestinl 1 B-arrestin2) WA N Z 2 1L GPCR-G FEFESHIATHET. 4
MM, p-arrestin A< 5t 1] LA/ A —Fi&E AL T (scaffold protein), /™ FAMKH G & A KI5 S # K [24]. 24 GPCR
B GRKs BERRILG, p-arrestin 45 A BIZAE b o XFEEAMUIAN G EANFMAEMES, B2
AL T, BTN EFREIENGN. FN, S-arrestin fE N —NX288E A, A DIHEAEIE LR
WF B, Ln Sre FGIEE . MAPK(HL4E ERK. INK. p38)LL /& Rho HICHEEE(ROCK)SE . X Lyl
WoE, et IREAIM R TR AENE . T AR R R s SR T AR (23]

W RN, p-arrestin M- FHE SHEIE S G EAN SIS S@EME 0], BEAA MBI RN, HAFAE
FHE SN . fEREAENLR, WISRmBE 2P E CAE, JLRMEEEA SR BOE . MEHAE ST, e
REeAHHLSE 4, B = AR 54 AN A B 40 S

Violin Z5 NFEH, FCARRIZEM . 1ERFIE. SARBERR AL RAR A LA I RN 41 B AT PR SE 2 A A
=, HTTREE(E 5 M G EEEHUNE ) B-arrestin W #2460 [33]. Ak, B-arrestin {5 58§ /& GPCR 5
SR — AN E BN R . HEAE TS G AR R AR A, X T4 TH ) B GPCR {55 1%
(ESTECED N

5. GPCR [ESMENRZNES
GPCR 55 MUBIRT B HEusrids, @r]bluds 2 MRS HAE 5 M EERAE S,
5.1. GPCR 5 TGF-g BRI X E{E

—44 GPCR Bk (i & Kk K11, B IMEEAREZ LPA. N R ET-1 56805301 80T Ga_q, HEIM SIS
Rho/ROCK i@ . Rho/ROCK I m] DAMR E A B 22 Wi, MM IRIE AR TGF-B Wik 2 G Y)(LAP).
— H LAP #8E3R, Sinl DURE VS 16 1) TGF-p, #EMiiE TGF-p 2 4H1 Smad {5 5@ . Flun, WEE
ET-1 AJ LUl I GPCR, {RiF4HMBER Ik Smad2 Ky, Mififei# TGF-B {55 . XKW GPCR A PAAJ#E
Hh PSR E TGF-B 4%, # GPCR {555 TGF-g/Smad {55 A HLh g &L K[33].

5.2. GPCR 5 mTOR BHBHZX EE
GPCR 7] LI cAMP-PKA 55 K187 mTORC1 {55 . #lil, #i% Go_s HEE) GPCR(UN'E FiRE
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AR T R 22 AR 25 AT AR 7 cAMP 7K°F. cAMP #i% PKA J5, PKA 7] LA EL##ER2 1L mTORCI K
R A Raptor (G2 T S791 47 545), MW mTORCI (iEtE[34]. Z 7L, GPCR [ cAMP {55
5 mTORC1 Z [BAEE B VINAH BAE R « ZEVF 2400288 rh, B0 Go_s JBEX W] LA mTORC1. AH)%,
I cAMP [ f#B(PDE) 8P Raptor 55, #B0] LR 508 mTORCI (4t . SEARTEA[F 40 R T
REfPfE 2%, HEAT S, GPCR ) cAMP {55 /& mTORCI {)—Ff 5 Z GUEIENLH] .

5.3. GPCR 5 RTK EEHZ R EIE

GPCR 5% AR Z IR IEF(RTK, #1 EGFR. PDGFR £5)2 ] ({32 X & 3E % %3k . GPCR A LLiEd %
PR ERIHLHIR “FE30E” (transactivate) RTK .

53.1. “ZRBEES" EE(TMPS)

GPCR oG4 144 )8 & Al ADAMs), X LeEF<o 5] Rt EGF RERR /At HB-EGEF.
TGF-a). X LR (IFCAARRE J5 45 & 3780 EGFR/ERBB 48 RTK, J&#hH T %) Ras-ERK Al PI3K-Akt
LB

5.3.2. JFECA KRB

GPCR FJ AU Sre FGR MG BHARL R B B 2 BRI . X L3 ] DU I =42 ROS (7% 14 40) k4]
PTP (& AR R BB G PE, A 0% Sre 55§ . Sre Wik M A] DL B4R 10 EGFR 40 i N 45
Fss, AIMIEGE EGFR. filtn, LPA. Ii#Z. N RS GPCR FUiR, W LAFEAASMEEI (] 75 5 EGFR M
ErbB2 HIBERL[35]. Tl EGFR BEGAVETE, AT DARH B IX — 4 #udd . GPCR X RTK FIHBE
YEH, 113 GPCR 15 5 M4 ] AIRAT 8 shAE KN i@ #%, 41 MAPK 1 PI3K/Akt, AT 5E(5 5 (4 Al
BN o

6. MBEIRf]: GPCR ESREERKEZETRIER
6.1. MRGPRX2 ERBERIEFHE SR

MRGPRX2 (Mas-Related G Protein-Coupled Receptor X2) == Z27E i K4 At (mast cells) R 7) HEHsl 4 Hi
HMSE AR E Rk BRI . i U BRI SR R s A . BRI, ANEIRC
EAEHT MRGPRX2 215 FA RIS Sl . i, #Z4Kk P (Substance P)&—F-FHrEah7], ©BERE
%G ERAEK, tHAEHSE p-arrestin [35]. M PLHE L LL-37 W XS G B AEE, MAHSE p-arrestin [36].

X 5 e e 1 R 5 R R E T R U S S Vo o 380 B-arrestin JH S I RC A, AT RBOZARRIE RN AL,
FU T 22 A (chemotaxis) M A SE SN (R SRR o T ERAMEGS G 2T B ER A FCAAR, > R 22 AR S AT K 41
i () 2= HUkz Ak (degranulation) FT 9 AE A5 IR AR

AN, HHF TR MRGPRX2 A — ANk H S KRG AR 45 & M 4%, X AE1RAN R R AC A4 e % LLAS ]
MRS, IWMERAREEMEPME T, G, SRR & st B A ESRE T, AR
AP AT A MIEPERC AR (A0 SPL LL-37 Z5)fEH] - MRGPRX2, W REZ SEA A IR R L.

Ak, MRGPRX2 (& S mMEDE | EFE R RIERKEEH, ERERAE ARSIk
M SR, W] R FEBOE T S BB M R . XA, EHXF MRGPRX2 i 0] P4 1 2457+ i (7] 4
IEPEIEPH T G 8 E B S-arrestin 18 EK), T REA B R A I B0 L TR T S (T ) SRR

6.2. GPR15 EL{& GPR15L (C100rf99-GPR15L)FER Bk RFEE S R AEF H{ESRIE]
C100rf99 (2% v GPR15 BLiA GPRISL)Z —Fi BRI PR TEIK, & 32 BELE B Bk SRE A 58 (i %
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LR %

PR % HBLE )P RIEKF T . Dainichi 28 NIRFFLR B, C100rf99/GPRISL [FRIAT i, RefE i3
755 A U A M = A 22 BRI 28 A0 o, [ B 14 1) % Bz B e () B 1 B (T filaggriny loricrin) ffI3RIA . J
AR HT 7R, GPRISL MOCHIME 5@ S5 E A MBI, MAPK 55 LRIk ThREFI IR T A 25 1)
FH o FEARAE 3D KRR, IO\ GPRISL J&, U A B X B e iR 10 ) (1 208 B R/ . 7E309)
B ep, @ R NS E 4L GPRISL, AT LLg| & 50 &= A OG0 i Bk % . X segf R R,
C100rf99/GPR15L /£ GPCR {55 W45 HH i — N BT 55, B8 M ) P HOBB0E (12 28 38 2% (1 MAPK.. NF-
kB &), FHINH 5 R % [37]. BhAk, BFFCIEREL GPRISL 5 IGF1-Akt {55 JE A < (IGFL-Akt
pathway). IX$E/RE AT REEIT PI3K/Akt il # S 501 M 5K B An i 0BG 50 FI A7 35

KM Z, Cl00rf99/GPRISL 7 Bz JTk 4 i Al it Dy e b A2 5 Ul 5 E o oAl PR 15 5 A B T3k
ATTER SR B G2 05 B ) B R e AH DG IR B SR 1) AL, FF N #E ) GPRISL VR YT H4t 7 B Ak .

6.3. YRR G EABEKZ A RGRERKAMTHIRIESIRE

VLRI G 28 15 L R (RGR) BRI Iy I FE U € 2 - B P SO 20 0 e R LR
V(PR AR, Gu S5 ABIF A B VAR T RGR 6 A 015 ok Bl B R AR HLe ) 4 38] . 6 1 9 10 B ke
i, RGR B B 7 2 B A R AU A (O M . BRI R o o FERER A, {9 U
R LA A M SR T, RGR M2k 5.3 LA

ShRESFR, (E L AL RS RGR (03235, AHMR AR RAE RSB 17, 3 FLE 3581
AR . BRI, RGR E KM T A R B R i R i M . B0
{0 T U L VR T OB RSI . I, RGR WIREEIT 55 ERK. AKT %3 5
B AR {1 PSR B M AL 32

Gu % \AALEHHH, RGR 7EBEMEP IR0, 47 T BT WIS 88 1122 F R 00 Rl e 0 AR
JCHTR, RERHI I GPCR 7T A 2 5 e AR 4 RIS M ORI . #E— 5 B RGR (945 5
S F LR LY, 7 220 7% RO e LA BRSO 3THL R 381

7. GPCR fmEIHE S AR E BT

5 i AP ANGE — AN PR IR S, FLRH S BUSONI & BE AR S (0O T 24 B2 2 i A 0 BV PAS T i
DU B {5 5 & S BN SR SR W vk, 5 A E 2 . Ak, #£ GPCR fiAIPEWE T H, SIA
RGN E BN IR RAEERE

FURT, D [ 1R 5 PP 3 2 T g2 R 2 BEA AR R . JLrp, Black-Leff 4/ H A #EAEAR Ry i [ 14 50
Hrifft 7RIS RGO RS (RN 25 FR T AR A R AN SR AN g, AT TR BEARAE AN [ A5 5 3 % 10
EREE SR [39]. FEZBAMELET , BCIRERrE 5 5l i B RNGE T HABESH « NEEM I 28 KA
HFRAL. B log (/K _A), WG RIARER—F Sl LIRS WNIRbR. Escbrafrd, @
HIEI N ZHBRAR, AR 2 O NIRTERC A B ) O AN B AT B BAR 5 (R 7 B ash vl Bls, sl 5
TR AR 22 AR LE P 4645 58 % R01Y log (o/K_A)ZEAH, Filt— 5 LUBOH %8 % 2 1H) (1) 22 5 [40]0 1%2%
SEAERIPR 9 i 71 85 (Bias Factor), H T % 2 S WA BC ARG -5 25 OO0 25— 15 5 i 1 i [ A2
— BN, A T O IEE R R X E R A AR R, O U NIRRT B B AR R . R 2T R
s IR AL 25 R e LR B AR R SR R, U R AT SRR . E G, RARRIAE 20
i P W7 A S R o AR SR RIA AT T, AR IR S BRI, BT EUE ST
WA, IR ARBR Z B RS ZES . 2T, ERITERECF R ARRIERET, BRI H
PR ERA SHMME. Rk, AFEMESEEA S BAANRBESBRME. G HA TR (E
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A3 Bt B BB AVIECRRE /T, T B-arrestin OGS 5 AR T AR S WIRITE L. XAl B Rk ) 22
St AR S B « (RS SLEE R, AN R B 2 18] 1045 5 5 P A LAEAT i S LE (417 RN, AFIZH
MR G 50 TIRIEKCPAAAEZESR . AN G EEH . p-arresting. GRKs JAHSG S & A K L BIASH
wit B E S AR T EIRANE, W F N ARRCAR B2 AR S A R, TR R SR
FAE T ARG AR [42].

PR, 1] 1 2 e SR TG & 1 (A — S A AR P RS B, TS B AE AN R 7 B AN ) 4 R A R
Z B AT AR X

8. GPCR R EM A AWM % PN A MHESHEA

F 5 ITEy GPCR 23T AR A 7 Bl Ao Jlad seit i m vEahn), B Tar DL $ 4t
WG YT BRI, [RG5S R @R . athrid, G |E W Ry 2R sshf, 6
BEAE R BURACR I, PRARPEIR AN G SEA RN . [FIRE, #L[A4FE S-arrestin I HHBIH], HIEZ
PG 6T A5 BIHIR R

LR AU R, PR 2SR B R O TR SR . T AR GPCR-BCAR-ZUN T =TT K
EYIIEEH,  BENE IR & U 5 0 7] 1 DR B B S PR A SE A 2 AR R AL o SRS B W] LUSR B3k T 454
RIECARTEAL, AT T S e A A 25420 o

SRTT, RSP SLI0 LB (5 S B PR ROSE, B IR IR BT 2, 5 R H 15 2 Bhiik. FEIANE
RIS, ARG 50 T IARIEAKT . ARG I 22 5 DU AR 25 RBh J) 22 i 4, H i
Wi ff i) B PR e 4 S e LA PR TR, VR AR RN RIS 25 O e VR (R0l R S R sl PRk
6 rh RO S B R T R B 43

BEAN, KA € BEAN LE BN S R A PR T e A e b, /& B A SE RSP AR AR . A
ik, SEEESHMIIRERT T, Bk PN L SR K R PR RO, DRI AR “ R 40" GPCR %
Y EET 1A .

9. ZILERE

JTAESR, GPCR 15 S RIAMERIHE F IS 7RG . B GPCR S5 H A Zh AR 1Al k5,
BATHE 5w 0 2P LA (O B AR H 28RN o ARSCIRET 7 GPCR 0 1A 28 LR 2 245 Sl s, o dr
TES RIS R (AR A 2w RG2S MR S L= A 1 7y 7 JE Al . AR H A
WHE T p-arrestin M FMAE G E A, DAES GEHIERZANRLR.

AW B 7 GPCR 155 W14 5 TGF-f. mTOR. RTK 25l T8 X4, XKP T GPCR 155
K& 2. @I/ MRGPRX2. C100rf99/GPR1SL Al RGR ZZ& 41, FRATHEIH T 15 5 0 ] P 7E Sz
RORE - FZ R B U 47 DA S e B0 25 5 A SR 2 R i L R

[, ARABF AN BT LR LA 5T :

1) IRAFKZ GPCR FLAZ G G MBS SR Rl 2 i 58 2 A PSS M U] s U0, DARE RS
St b FRAFAS 5 O ] ARV o

2) GESLEREAERI AN O BN VR A R REMA AR SIS S5 5 I RS 2 [ P53, A2 R A
PR AT FE RS o

3) Gt Z UM ERA: 8 GPCR W48 AN [FE@ % i V) R S AR AE, AT ERMRAE 5 THE

4) AL BT TT: B TR E GPCR BmFIHLE], FFAHRITE YT SRuE, JAH B 1R T B ALHT f mT

puniiyg
&y
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LR %

g

HIMEZ, GPCR &S5 MIETERIBTTL, AMLRENS I T80T 4HREAE 5 P2 R EAR, 34 REHEZ SRS v e 2k

fgiicit, NIRYT GPCR S S BRI T RERT &2 .

E&UH

NKIR/5-HT1AR # FUAH B A HIFE FBXCA B L Hh 0 #  f T FaT e (B K 9 SRR 5k 4, H3513,

B 5 n0.82274035).
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