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Research progress of mast cell activation-related receptors and their functions
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Abstract: Mast cells are widely distributed in various parts of the body, especially in the mucosal surface between the body and the
external environment. Mast cell is one of the important immune cells and plays important roles in innate immunity, adaptive immunity
and immune regulation. Previous researches have shown that excessive activation of mast cells is closely related to the development
of allergic and inflammatory diseases such as asthma, allergic rhinitis, food allergies, acute and chronic itching. Mast cells infiltrate
into the inflammation site and release various allergic mediators during the occurrence and development of these diseases. Therefore,
termination of mast cell activation can be one of the effective methods for the treatment of allergic and inflammatory diseases, and
receptors related to mast cell activation are potential targets for the development of anti-allergic drugs. There are many receptors related
to mast cell activation, and the effects mediated by different receptors varied from each other. In the recent years, new mast cell receptors
are being discovered, but there are not many literatures discussing the possible functions of these newly discovered receptors. This

review aims to summarize the receptors involved in mast cell activation and classify related receptors according to their effects.
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S SE ) E R N A, T H R AR L AR R
Y B RS ER Y. BRI —KKH
i, EHLAP AR KA, WA
ZUE RS Z BT, HBE Lo fia kAR
TSR, BRI YA GH B AE JORE H AL SR G 2%
HROE SRR 2R EERAN R Y.

JIE K 40 P 3 mT 5 A A s A S B,
R B0 AH DG I 32 A4 1T 1R 22 sk B0 AH G I
PRZGWIIT R (AT 50 o 1 A BB K 4 i 6 58 %2
PN P28, X 52 44 5 40 N BC AR 25 & Ja AT i
SUIMTEAL, S ECE P AE AN TR, AR
% )2 IgE SR M )32 A& FeeRI, FeeRI 2 511%
SB M BUR S, G B SR A L B AR R R
K%, BRiLZ AN, 4 KIT (CD117) 24k, Fpgiik
524 (neurokinin receptors, NKRs). P4 % % (endothelin,
ET) 5244 J5 ILBR 8 A 5% (tropomyosin-related
kinase, Trk) 52 f& . Mas fHK 1) G & HFRELZ A& (Mas
related G protein coupled receptor, Mrgpr). Toll 52
& (Toll-like receptors, TLRs) FlfMA& C3a. CSa 4k
2 U RS SRR T BB AN A 52 PR S T R D R
A FEIAR S B FH A 5

1 WHER M ZEF

%R SZAR G ML AR 25 & 5 2 R AU OB
BB B AE K 20 B b s I R, RIS S A BRA JT
MR, 5- Ok, p- BECHEHE. BEEAE.
K AR TR A FER F o (tumor necrosis factor a,
TNF-a). CCL2. CCL5. CCL7 2 ™. &5 — [ Bk
U B IR BT, B S R B BT [ A R
% D, (prostaglandin D,, PGD,). PGE2. [ = /& C4
(leukotrienes C4, LTC4), LTB4 %5 1. 4R 7 [ A
ZH 4 2% 33 (interleukin 33, IL-33), IL-10. IL-12,,
IL-17. T#t % (interferon, IFN). TNF-a %5 ], %284
K7 [ TR -7 (stem cell factor, SCF). i - El
2 i £ 7% H1 8 H 7 (granulocyte-macrophage colony-
stimulating factor, GM-CSF). 2t 4= K [A ¥ (nerve
growth factor, NGF) Z¢ |. &4k K 7. 3% M A %
(reactive oxygen species, ROS) 2& 1,
1.1 FceRI

FeeRI 52 H i W 78 5 J97 28 B L K 40 i 52 44,
FceRI J& T 2 4 9% R 32 & MIRR K&, fEEK
2 B AT B R 2 e DA DY R AR A, LA
o WIE, 14N B IIELLK 1Ay 03 — B AR pl 1,

Horb o 55 IgE FifAk Fe Jy Bt CH3 G54 &, B 5%
LR E 32 RS B W A K DL R TBOK s R R Wl SYK
WRERALITER, v 85320k F 2 Bes AR U s 7R
Aife. MR 4IM A, FeeRI DLBRZ B I =
R XA Y A PR Ag fFEMBIT,
BBl IgE 456 24K 5 — A 2 51 E I K 41 s 1L,
{HI WA B 50 s 5l IgE mT DAS 5 I8 K 41 A A7
W AR T DL KR v FeeRT ZAKRIA R ; 24
[FISAAAE Ag I, Pl 54551852k 1 [#) IgE Fab Jv
BOH T AER, 2R, Mgl kK& i
FeeRI /S AR K404 1,

FceRI 324K By MVAE 54T 4005 52 AR T A IR WU
FL£ ¥ (immunoreceptor tyrosine-based activation motif,
ITAM), ITAM H] 2}y Src ¥ #§ & % ( 41 LYN. FYN)
DA SYK BB HE A4 A7 o5 Mo 4TRSS 45
A Jae FEIgE-FeeRI -5V R4, il 2 IR B
LYN PUg i, J53& Sadknt By y 3 ITAM i
T2k, TTAM — H % B 16 it 2 41 55 B FYN K
SYK FAf H i fe A, o — PRI ws g o
NTAL (non-T cell activation linker). LAT, >4 PI3K &
GAB2 4% SH2 tE H IR tHEES &AL ki, IS LT il
Cy (phosphatidase Cy, PLCy), J& &l PI3K/AKT %5 —
RIVESHEEIN, 5I#E Ca™ Wil BHREA R
T BE TR SR KT i A8 45 MO 1), 1gE-FeeRI 44
FAEM 2 BT PLCS, 4 RAS-RAF-MAPK i # 51
FEN G, 5 4hZ I E BRK B vl 35 1L PLA,, J5
BB A B4 U7 FeeRT R AN FHE K
H P bR B RO, RIS B B2 G L E
RS« 53 HMIERGH L Mk A BT RN BT A )5
(41 PGD,. LTC4 %5 ). Z 4l g 5 5~ ( 1 TNF-a.
IL-4, IL-5. IL-6. IL-33 % ). #fblAF [ #A% 40
i#1kE H -1 (monocyte chemoattractant protein-1, MCP-1)]
Je ROS %, 5ligid s i "™ ¥ IgE-FeeRI i& 1% /&
BT LB B AT R L, AT IgE Pk B B BR AR
Pi (omalizumab) 2 5 20 A\ Y5 550 P& PiiA, 5 FeeRl
A TE S IgE di A, IR B EH TR i ok
S NG P02 S AN, IR G R A 2 R )
HUE#E Y, omalizumab 1] £ & AR G397 75 1)
ST LB A R B B s omalizamab Xf HI i
ZH %% (H1 antihistamine, H1IAH) X5 84 5 & M
ZFRJZ (chronic spontaneous urticaria, CSU) & A
R, Hinsz B4 P2, QGEO031 & —Fhgi il Ht IgE $it
i, HA5E TgE Ry T B S 2R B4T omalizumab,
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Fig. 1. Mast cell activation-related receptors and signaling pathways. NGF, nerve growth factor; SCF, stem cell factor; ETA, endothelin
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type A receptor; NTAL, non-T cell activation linker; NK1R, neurokinin-1 receptor; Mrgpr, Mas related G protein coupled receptor;

TLRs, Toll-like receptors.

I PRIREG B, X T 42 B ik itk A 76 2%, QGEO31
PN R Rz Jo et iR s 87 R s SR 38 A T+ omali-
zumab, F{ENEERG VAT IR R 254 29,
1.2 NKRs

PREAWIR R — R RN BEA L C Ky
Phe-X-Gly-Leu-Met-NH, {1 ik, 245 T HHx#Z R
G5 AN FRHZ, s P YR (substance P, SP), 42
IR A (neurokinin A, NKA), NKB %§, NKRs J& Tt
RS G R 1 524K GPCR 5, 32 4 NKIR (SP
1K ). NK2R (NKA #Z{£ ), NK3R (NKB 214 )*,
H HiAE R 480 i it TR 2 1) 32 4R & NKIR, NKIR
R REERT I, AR RSN
B % MR B R g R, FLRCARELHE SP. SPAEE
BkAE P, N NKIR | 1221 M R IO i3
HEZmAS, Fong % A ¥ &I NKIR W] 43 Ay Hifflr AL,
B R M NKIR-T (311 aa) PL % 52 8K f5 T )
NKIR-F (407 aa). Fifl NKIR VR 5 A A ThRE,
HHREFE 1 SP{EH T id %4 NKIR-F [ HEK 4H
A LL5] AR Ca* L, ifi 4 3L %A NKIR-T ff) HEK
MM A R 5 3 AMERIA NKIR-F 4 fig+, SP
Al LB #% K7 «B (nuclear factor kB, NF-kB), |

W IL-8 ik, TWi{EZR L NKIR-T (40, SP A
IR 2 B0RE NF-«B, i HLI& T IL-8 &Ik P,
0 & K 5 NKIR-F 45 & J5, NKIR-F 5
Goq FHEAEH G PLC, J53& /KM@ PL(4,5)P, F7AE 2
“{5{# DAG J 1Py, Sli#EHIpy [Ca™'] FFim. PKC #%
18 JT Ui NF-xB 55 8% 5 B 1 300 5 BT NKIR-T
1 C Ku APk, w25 GEAME S,
52 Ca* I & PKC BG& 55, 1 Hig
IR ERK FIB0E 7. %4k, NKIR &5 Gos 1
i CAMP FI 5, B0 PKA, BUmiAR S 56 R 3=t B0 (1B
1), SP it NKIR B4R S ML RGHM, A58 IE K40 i
Mg ERL, RO AN, B, -2 O
BEEFBGSE, 7B AE K20 it A Sk & il BE 7 PGD, -
LTB4. ZFuatkH+ 540+ (w1 IL-8. CCL2,
CCL5 %), 252 M 2t 518 M & i & v B2,
NKIR FEHUAI 40 BERG . HIV &Y, 12 M
JANHCRE S HB A BB AE . NKIR #5407 CP96345
A DL PSP 7E HH X 1 22 2 8 4 FR e 2 A
P B B G v i e 2 Y. I R T NKIR
F5 U7 orvepitant T A RIE TT HIARCAE «  HE R HIARAE
Jefifh Ja RigbEs ; phAh, WEFER B, orvepitant i&
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AT LA 8 P SRR AT O PR I R R R W
NKI1R/NK2R W # {4 5f] DNK333 DA K& NKRs = &
FEPAA] CS-003 #R AT DL B A 7 iy £ 25 b NKA 55
RIS E WA R BT, Bl %t UL 4H (Aprepitant)
s NKIR fiHii, IR % U5 & 4w B & H
25 0] I A JG AT 51 & BE Rt th4k,
FEVRIT HIV i FE v Aprepitant B AR R 8o H 5 25 10
PURTRIGE, (EZBHBT NKIR A7 LA A% 40 i i
PE, kb BB CDA” 27 A6 T 1 BHYE 20 i 2 =
PRI SP K AT CD163 /K1, AT AETE HIV (1)
I PRIATT H R FEAE A B5
1.3 Mrgprs

Mrgprs 7EIR AT 535 82 SR it A B AR
Flo Mrgprs ZBRLE/IN A B R 08 50 4>, #E90h
MrgprAs (A1~A22). MrgprBs (B1~B13). MrgprCs
(C1~C14) bL }z MrgprD~H ; 7 N Z5#% 7 N MrgprXs
(X1~X7) ¢ MrgprD~G. [& | MrgprAl~A16. Mrg-
prAl19. MrgprB1~B6. MrgprB8. MrgprB10. Mrg-
prB11. MrgprC11. MrgprX1~X4. MrgprD~H %4},
HARM A “OyFEBH” (“PhFER” R fis— Bk
BRL e 910 5 FG A A 4 A 8 R0 B0 6 R 271 5 AR ABLER)
FrB B B RERIIE R A, VR R R R
A F DR ), H MrgprX1 5 /) i MrgprCl1
[EJ5, MrgprX2 5/, MrgprB2 [@5 “**, Mrgprs
RKERETMAERFEHERMIET B, Rtz 4,
AERAHAE A2 H 7 A RIE %2R ME—2 i, Mrgprs
T Rk RS AFAE BRI B il / Rl
F1 i A AT R 48 i (MCre) AHSG, T JBR 3 P il o 128
FE R (MCy) ARFiK %2244 ¥, I 1 McNeil 2
R R A B S 1 3K MirgprB2 (A 3 [R] R 1)
MrgprX2 RiATHERMLT DRG LK), £
b e AL 3 WMt SP. UL IS T B R T R
LL-37 DA S 22 SU0E AL & 1) 48/80 45 ] A Jy i i
1EH T MrgprB2/MrgprX2, %52ARLE A . &
MVEGREE. A7 G M RE. 181 RO LA
VIR JRPER R IEE AR M,

BiC 44 &5 £ MrgprB2/MrgprX2 J&, 2155 Gaq
M HAEHEL PLC, 724 DAG & IP,, IP, 55 M
IP.R ZRVERA, BHERA Ca™ B, 4kMiHF ik Ca™ ¥
i Ca™ JEIE, SIACHMIA [Ca’] T : DAG #iE T
% PKC s, % Ras/Raf/MEK/MAPK i [ 5 i 3t
DRI 5%, B 24 3 SIUIE K 2 PR okt A= IR, R
HHg. p- B EE ORI B, JE& R PGD,

FANIR T TNF-o 25, 25 vk s ¥ 2|
Do 745, MrgprX2 52 kit il 5 Gai /E H, 81T
MrgprX2/Goi {55 5% 57 5B K2 8 A 2 1 V4
(transient receptor potential V4, TRPV4) i & H i,
BHES T AL, AT falE A A &1 3 47 328 482 it Sk 5 {1
J&, TRPV4 i A% 5 MrgprB2 Z K/ S 1) Ca™
PRV B i R 3 A RO 1) %R TR i
PRI TELE VRT3 S, PR AN JR B K40 i Mrg-
prX2 B ZRAR BRIE K4 Bl MrgprB2 w] LA SP i 5
FRY A K 4 e e ok . NKIR 45 #7175 5 MirgprB2/
MrgprX2 #5517 — & A M, B 98 278 NKIR
F541771 L733060 F1 Aprepitant 7] LLFHIKr SP 7% Mrg-
prB2, &#17 GIn-D-Trp ( HEEEE )-Phe “F /i (QWF)
] A 2% BH W SP % NKIR, MrgprB2 2 MrgprX2™,
H T, MrgprB2/MrgprX2 52444551711 i Jo A I IR
RIGHRIE -
14 ET 24k

ET j&—f i 21 MR ERR A K. BA#RE
WA 4 IG5 RN L e AR ) Th e DTS T K, 1988 4F
Yanagisawa % &KL PV, ET 0] (V7 2 AR A Fh 41
MFRIE, TENURFRAS YR RO R AR R ¥ B AR
P, AR ETH ET-1. ET-2, ET-3 =fhipAl, H
AW A AR — 5 2 5, Fodh ET-1 3 14 5o,
ET-3 {51555, ET 28T G RIS AR KR,
AN ET, ET AR, 431845 5N 65 kDa
A1 43 kDa. 1991 4F Ogawa % ™ fil Sakamoto 2 Y
JUF RIS 7B T ET 2R IX 2 F WAL, o ET,
W Z RS ET-1. BT-2 B &R T, fefr
SME4E A s ETy WA RE S ET-1. ET-2 f1 ET-3 4%
SRS

KZIERMPRIE ET, 24K, 1F1E ETy M
NERA AR D, G ) LRV IE R4 & FSMC Ha]
DATE 3L R AR (A KCP A I 2 BTy 324k Bk 4n
Ff 8 0% 5 T LA ET-1, 3F H ET-1 38 0] /E MR
KBS 7 5 R0 ET, 2644, LBilsHE
PLC ¥k, -fif PIP, ZE % IP; F1 DAG, 1P, fEF T
JR I IP,R, 51 S B NS BRI, 3 T 52 PN Ji P I
3 5 A HAE 4> 7 1 (stromal interaction molecule
1, STIM1) 5 Ca® #47% Ca® 14 ORAIl E4E/EH,
JR M Ca®" 3B IE FF S AN A Ca®* NI, BB [Ca™]
SEIFE . DAG B B H B PKC, 4 Ras/Raf/
MEK/MAPK & % 52— R 5B R 5%, 5] i AR K
ST P R R T L B Sk B B RAYEAN T,



TLR AR BRGNP AH O 3 4 S FL D RERT 7T it Jié

i B- AEE O, A%, 5- ik, LTC4 BLA
AHAEEA T TNF-a, IL-12 55 PP D 5346, R
A R R P B R B, 5 AT LUK
fift ET-1, “PHTHURR ET-1 K 5 kR b2k 45
YOS EEH T S RIRIRTT, MRS PR A
(bosentan) HI -y 97 Jili 2l Jik &1 &, & PR 7t 2% BH
bosentan X4 & PET AR 44 5| S 1l 3 ik s e A 7
W, BEPHE K B E AL Bosentan 1l F FiA
JT /M B k599 (peripheral arterial disease, PAD), i
TE $8 thoof T AR L IA) &) VE B 47 (1) PAD # %%, bosentan
My 52 RAf, B CEE  R DhRe . AT BE B DA 2L %8
iE ALV B 77 2R A& Ak, I R B 7T R
bosentan tH ] 4 FH T il B 5 4 PR Al AoRE 5 1 4
B, BN TR TR B SRR Y,
1.5 Trk ZF

PR F7 R 1 20k ] DY A AR DR - 2R, B0
NGF. i J5 1 #f & & % K+ (brain-derived neuro-
trophic factor, BDNF). #1455 % [A T~ (neurotrophin-3,
NT-3) ¢ NT-4, XEAKRF&H S HmEM sz
& ——Trk 5% 1k 45 4. NGF 5 TrkA 45 &, BDNF
J NT-3 5 TrkB 45 &, NT-4 5 TrkC 45 4. 7EAEK
gHfH TrkA BFFE 2, TrkA H 5 /40 o8 &5 1) 35
(I NNEERARENE. 2 N E &L E RS 8.
2 AN ER AR RS R ) B B X DA R 48 i PN K
fiff 5 K4 2 A Y. NGF 3[R 20 % 5% B 3% s 80 3R
B HT 44 NGF (pro-NGF), pro-NGF %2 21| A Jiit [ Ji
M AR AR B ol R R A O B AR T )
NGF. H# NGF 254491 1991 46 g, =201
& 13 kDa [ s T VZ B KA BAE 456 T8 i
/I TR A 1, NGF AMYUAE 42 TG 1 43k
ST oy i b R AR B AR, 8] DAREC R S IR
YHARAE N B S F RIE I 2 Sl iU R Y

Y NGF A& 5 TrkA 52 74 fl 41 1) 1g-C2 25 )
BWeha, R0 TrkA 2R G R R, 4k )i
SR LN 40 1 I 2 IR Bk Ak Tyrd90 (Y490). Tyr785
(Y785) kA= H G tiligft, fHSERL 145G, 4 PBK-
AKT. PLCy-PKC DL J SHC-RAS-RAF-MAPK %
WEE S IEEE S, SlEMEN [Ca¥] FrE, gl
JOBEGTA 3 Ah S 5 VAR S BE RT3 SR/ 2502 (1 1)
NGF/TrkA @42 Pl 0 AT R0, o FL e fld ik,
TEHU B RIS N 0T, (R A Sk BT R T
PGD,. PDE,. LT LK £ 40 g 5 7 . TrkA I
il 7] CT327 7£ & v # 48 7 3@ i #7 i1) NGF-TrkA-
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TRPV 1 i 12 40 il B3R S B 7 I AT 78 3 9
TrkA 1] 7] CT327 fg & 3 > 4R J& i IR FEAT A,
RS 0 B R T AR DA R VR R B B R PRI, Ui
TrkA /& & FERE 1) S B AR, CT327 A nl RE A IA
TTARSE I 2 e %2 U K252a e — R 2
2 RA MR/ IR IR E S, SRR AT
W i1 NGF 1755 (0K BUVE 8% 20 L8 PC12 4RI
oA U WE R - K252a £EAK A AR RE S A NGF
5 R HRY JU e S O 00 Ml A0HE , - PR ATRH 5 78 1P S L
RIRE IR TT S5 Wiz B A8 N RFAE I 15 i 0 1)
BEzay U,
1.6 EHfik

bR Bk 2k 2 Ah, B — XM s B 52 AR ik
iE. )4 Sheen 25 U g ] 4% (Rl LAE F - IE K
YRR 324k, dEid PKA K PI3K 255 54 Sl L
i UKL, B B- A COBE H 8. CCL2. CCL-5.
TL-8 45 22 F 4t it [X 1 S b IR 7 K4 Hod
ik IgG 1324k FeyRIL FeyRIIA Hil FeyRINIA, %%
YR EH ITAM ; Malbec %5 " R ILZZ AT LA 318
JIs SR A AR R 4 il R, R TRCAEL KR . B- AR O
PEHBE. TNF-a. IL-6 %5, 734, M/MRISHE T
(platelet-activating factor, PAF) &t 55 Il k4 it 1L /)N i
15 AL A T %2 44 (platelet-activating factor receptor, PAFR)
gh4y, iR BEGEY PLCyl. PLCB2, i 33 ki I
B e

2 BHERNZEE

FARH RS2 AR SUAT LAY S — A S B2 AR B
AH LA, B —H s B 52 AR A2 Fa AH I FC AR 5 52 Ak
g5A Ja RE R MA K AR BRI IR &, BRI A R 1%
I 5 BB A OS2 AR A B AR S 52 Ak A S R
KM BAS e A= I r AN Sk A BSCHRE T8 98 Pt
21 F—HEEEZE

ZRZRIRIE R D, MR AR E T2k
AMA F G A R e e A AR e 1 g% TR B AR
M, W R, FMERC 25 KR 8h 5k B
RN, C3a, C5a P Ff /) ik (£ 9~11 kDa) 1E % Fh
TgE A9 6t 14 768 50 e I B0 ) Pk = A, LA 490 BE R K
BE Tt RE AR RN, W BL S AR K 48 Mg | C3aR,
C5aR SZAKAN HAE R, 15 41 A A 26 PR B ks o 8%
JHCE % U7, Nakano %5 U™ BiF 70 & 30 % ity 2525 7E By
B BUR UK G, SCRE MR C3a 5
Cla WG % o sbAl, i 2t hnE i 2% C3a 1
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C5a KT, H R FE T 1) 52438 R 73 #2 B
T C3aR ZARAZ W51 . C3aR. C5aR M
P ULE R gnh, A C5aR ZAREER A7 T 19 5 4u(h
R E, i N2 C3aR HIZER AL T 12 5 4tk
C3aR. C5aR J&T G HAMBZ A Rho Kk, TE
3 A1 TE R U 30 0 2% R R IR K 20 i LA S A28 MCy
A, JedE AR AR K g i

FMA L C3aR. CsaR ZA4iG )G, S%hsss
(1) Goys B 115 AL, 4 RhoA/Rho A i ROCK
S, SIERNSEAEH, R&FEER4M
i RRL, B A (B 1), #MA C3a, Csa i F/IE
K 21 fr e T P 3k R o A 4 i 5 1 L AN A4 T 4
Mgk Ca®", Ao ISk B IR A5, (R AT LA
T =R TgE 46 8 1 2% 1k Je i B, C3a/C3aR, CSa/
C5aR & 12 FH BT V697 98 1 50 A 2 TF B il
PMX53 (3D53) ¥ ik i S IE (1) C5aR FHIBT, fE
% 3@ AL CSa 5 M C- AR i 22 25 IR Tk 56 SR AF 5% 4
PEHIH] CSa/CSaR i&42, AR AT LKAl 0] C5aR
FT g, PMXS3 7E— R RIER A B R I
ML RAEF, KPR R G 48« B I P EE v E 53473
WOILSE . KRR A R 972805 g,
DF2593A /2 C5aR |7, nI LA &cdhifi| C5a 75
SR G S R R AN TR, DIREE A&
Vs v HL e i i B R, Ik DF2593A 0] LLA
BRI AR 208 M 9% RE B Y DL R i 20 M R O A 2 o
C5aR /3 sk igaz ™,
22 BFHEREZEH
221 KITS &

SCF A7 T A\ 26 12q22-q24 B DL S/ B
10 S e tafhk SIIEPR e |, FE R ik 5 4 n] A8 87 5
MR 2R . SCF AR AFAE - T A 2
A2 & T AEE IR B . SCF 2 B K48 i 1)
WoE A/ oS, HSZ2 0k KIT 244 (CD117) s AE
KM 2 1 B A2 AR 2 —, KIT 0% 5 00 K4 2k
Ko AT A0 A0 B VT B S L R 2 D) A o B,
KIT 5244 J& T B R IR BB 2 A K e, 2 1 N BA R
LRGP PR 2 Ak, JERIAL TN 4q11-q12 G
AR LI R /INGR 5 Stk W BRI . KIT 3244k
GhERAYER S NI EREE A () FEGE A Rk, o
SCF —RARGE & Tl =4 g FE45 M3, I+ KIT
AR RAL 5 P o B R A 5 A I A i

KIT 2 & f #h 50 5 SCF 454 Ja MU 5 e 52 14
TR, AR IR R A B AR AL, 2

HE Sre FRES R R EE 0 LYN. FYN J4f. SHP2.
PI3K. GRB2. SHC JHAth+ SH2 45 sk 1 25 1 i
5 kah 4. 1A, KIT B SRR 4kt ar DL 5 i
e (1 NTAL BEER{k, kiR 4 — RAII TS
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