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Biological Characteristics of Tyrosine Kinase Fyn and Its Function

in Tumorigenesis and Tumor Progression
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Abstract Fyn kinase, a member of SFKs (Src family kinases), may be closely related to metabolism, pro-
liferation and migration of tumor cells, functioning as an important regulator in tumorigenesis. In this review, the
fundamental properties, the related signal pathway and the basic physiological functions of Fyn are discussed to
illuminate the molecular characteristics of Fyn. Furthermore, current research progress of Fyn and its promoting
effects in the oncogenesis of glioma, hematologic neoplasms, and pancreatic neoplasms are specially summarized.
Based on that, this review proposes the directions for the subsequent study of tumor targeted therapy.
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HRMA 152 RiEISre. FynfllYes, 32 £ 11
it i 41 il e A Bk Fgr. Hck. LckAlLyn, 7648
JBT AR B H SR ) Sem, FEIBEE . RN 7L o5 Ak
LA R R IE I Frk, LR FE LA/ N 15 A
[ 2 Hp R A Bk, A B BRI AR
IR B ) LR Ak, 2 BSre KR 1E N AR
ML I RIB BT 2. Ste KRS R E AW
RO Thagldr |, R 2 AN & RiEHES
TR, 12 T e 1 1S TR 5 e

1% G R W B Fyn E v Sre 58 Ik 1 B i B2 22—,
WAER B )2 R0, H A RE % % 40 i i AE
KSR TGRSt RS, 5%k
MR IR TR B TIIC R . A SCiFyn
Bgr AL 5 Thhe, LR HIENES R, 2k
7Y P 52 IR W ¥ (receptor tyrosine kinase, RTK)%5 % 5
IFyn G S S ERFEAT T IR, 45 1 B2 IR
BEFynfE i BRI R Ge e TR e 55 i
RAFRER, JRE R B3R T4 5 T ME
HE R TT IR e BRI 5T 77 1)

1 BERRERESFyn iy B K4FE
1.1 Fyn#EERI9 FL544
Fyns&— 4378 459 kDaff & (A i, Hgmid It
PR ARRE ISR ENYPA L
FynfEASre IR A 2 —, B Srelml Y545 1435
(Src homology, SH)ZH . Fyn/1) 45+ Bl 4> MN-3ii

SH4
myristoylation site

GRHC Iy SHARRHE ] [X 45 (SH4 membrane-targeting
region). JHEESE )18 (unique domain). SH345F3 |
SH245 /648, SH1FER 45 /38, LA A C-ui (i 4%
BB, Hih SH4ZE SH2 MRS X4 (F 1) .

Fynt [ 32 2258 057 1 24 i 5 pA (0 £14) 4 i Jog /) 1
(cytoplasmic leaflet), HN-uii 55 207 H &= IR 7R FE (Gly2)
B P S E A RN 2 3. 64 1 B 2 BR ik 2 (Cyst3/
Cyst6) FIERHE L AL S Fynbi & £ B AIRAE b, Al
Fyn’ FBE R AL 22 P 5 5 38 2% ) OB 48 B 3 R
P S PRk I

H AT RIS T B£8R, Fynid A 3 mRNABY #2573
FafA, 43 BB FR A Fyn-B. Fyn-T. Fyn-C(&2). By#%
AR RAETHTSINE T, 3R Fyn-BE A 7A5k
{27168 bp), Fyn-T 45 7BYM i (159 bp), TMiFyn-C Il
R TN T, AR N FynAT7. 3FHEAYE R 240
N R A Rk, {HFyn-BIERNAL 4 = 3R 0K, 1M
Fyn-T1E Tk EL 40 ik, HLAE ROl TR 2%
BTV BE S i T R R TAH M, PR 5 (E SH2 25 3 1)
AR Sy P SH 12385 A6 435 (1) e 463 i A7 DR 240 507> 28 R 1) 22
Ft, e T AP Dh R — e 22 ) i Fyn-TRA
EEFyn-B 5 5 (1) 5) 53 4H A5 4% 59 1 1 e W

H75 AT C-ui i /B T Fynik H [ ATP
g G i, BB R ATP S & A7 i3 I Fyn-Ci% A 3
Mg G . REH BT 22 45 HFyn-ClE E 7 N 14
HHEAE TR R 1 E B, (EL B 28 30 T VA e B IR AT A
GOLDSMITH#5MH (1) {4 4b 1K Fyn-C 8 H (B 5T 3%

Tyr420

SH2 kinase linker
N 5—‘ Unique H SH3 H SH2 I—L' SH1-kinase domain

Tyr531
C

84-140 148-230

270-519

Bl ERERAEEFyni 2 FEAARIBSE ST 511220

Fig.1 Molecular structure of Fyn kinase (modified from the reference [5])

1 Consensus sequence ] 234
Fyn-B 234 ( l 537
Fyn-T 234 - ] 534
Fyn-C 234 | 1482

FELRARIZAL AR 284 28THI R ELR -
The dotted line refers to amino acid number 284 and 287.

B2 EEEEHEEFyn B E R[S % UniProti#EE: KB-P06241(FYN_HUMAN)]
Fig.2 Splice variants of Fyn kinase [refer to UniProt database: KB-P06241 (FYN_HUMAN)]|
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W, BRI Fyn-CREFE NARLH i RIA, B RIAEH
REHAFyn AR+ 52—
1.2 Fyn#)EHRBXIESEE

Fyn () SH245 44 35 7] R0 I 455 K 2 2 pYEEI
HE P, T SH3Z5 4 48 T 405 I 45 &5 PXXPFE R
HF 41, SH25 SH3A | MR BCAR , (2 R4
i Bk SH245 & b SH3ZE & A4 m] R #E /R F 1o,
SH28L (FH)SH3 5 BLAA 1 45 & TS Fyn 406 A7 5
Tyr531 2 IRAL , B3R FynfaE B AETE PESE#), i
T FyniE AL, A0S Fyn i Tyrd2007 55 & AE 1 B R
b, T 4EFFFynid AL &5 1 AR e s

1 A 52 A4 B IS 2 IR 195 TR I, FynfE &2 LR 1%
HH IR A AN OSSR, 1T R HRTK . B 35
AT 20 M B ) 2 AR B 2, WAL S B Fyn i) B
I 2 Sk BRI A Dy e . SRR T2
AFAE T 20 i 3 1 1 5 B 2 1, PT BLS 2 M A G
G, M NAE S S, FH5EFyn o4 B B4
S Fyn, NI/ SFynZ 5 1) 2 #5518 %, 2 mxt
MR BRI TE S D RedEAT I . RS
FFHISFK-FAKSE 5@ B, # 4 2K FAKHE 35
2 H YR I, b5 FAK S5 Fyn%S Src 5 ik i 45
& I HSFK-FAKE &4, FEFAK Y3977 5 [ B
1k, B BRI 5 FIFAKIE n] gF— 0 4 2 P g A0 i
FEUE AL, R 40 f L3 2 B T8 oA & B, £ 40
() 25 Fiia 3 7 T & #5324 B0, S s o
FIE A LS HERK/MAPK S 5l %, M B4 K1
oMV B R FEAE T . A At B IS /1N 5 (caveolae) 4 1)
f1/N 8 55 F-1(caveolin-1) S 5 T izl %, HAE N
57 ek FE Bk H (signal transducing adaptor
proteins)#A 5 Fyn, Fynlll i i SH3 45 #4 45 5 She 4 &
FAL L Tyr3 17407 B IR AL, T 0% 1k [FISFK-She & 4
Y, %54 W) 0] 8 i RasUE ERK/MAPKAE 5 18 1,
A3 G RN, AT 428 40 B 1R 2 S S JEN T B
A FoBsik 1] LS RPTPa— 2, 7 /2% 52 31 41 ffg W £
(rigidity) 222 5, £ 40 M A 2 % Mt s 32 & 1)
(rigidity-responsive complex), # %= £ W L b Fyn, 1
Z D IR p130Cast [, /T4 & AENIPE =
¥ (rigidity response)!'*!”,

RTK @ — 2K V2 AAAE T 40 M 22 TH 1) 2 A KR
YE NN R b ) 524k, RTK ] LAz 52 4 AN S 5,
HNT 2 G50, g, k.
BRI AT # S S EE D) RERY . RTKAEVE L 5 24

SEHE A S SH2ELPTB &5 14 35 () R Ui# 15 57> 1, Fyn
YE & SH2E5 /¥ 731, W] LB RTK A Z2 A
o PG Fynn] D25 PI3K/AKE 50, W
TR AL PIKE-A, By (b FLRLR, {5 AktZE & I A 5
LS, BiH 55 2 40 L Akt mTORC2{% 4L,
B J ) BB A AR AT RS, s s . AR K
FIEGHE P22 (HASTER 2, SH245 M3 AN 15 It 2
PR WML 32 AR 45 &, BT A RTKHZ LS 5 7] Fyn
(15 3 SRTK B R A K F A7 B 250 R, PTPa
VER—Fh T ZAFE N R B 2 IR BRI, AR e (2 it
B 26 RTK 2 185 B2 A4 1 [R] B 3% 4K Fyn, {23 T ViF ERK
F o PR R T B[R] 78— b R A B A T R
P 52 1 (mesenchymal-epithelial transition tyrosine
kinase receptor) & RTK K — i, HRIREAR A
JiF 4 i 2B K A -F (hepatocyte growth factor, HGF)®!,
HGF 5 METZ: & Ja i 4, 4155 8 4% Fynft W Sre
KRB, #4855 1) Fynod i Ak FAKAE g 1k,
B2 5 M TR, JF 02 20 ) i 5 AR O
4 K (anchorage-independent growth)*(}&[3).

2 FynfUEHIZEINEE
2.1 Fyn5#pasEic, AT

5 HAh Sre KRB —FF, Fynf)3RIE N 54
Mo A KA ¢, @I B 23 2 Fyn(KD-Fyn) 36 4+
PEAH] A I Fyn ] DU [AIE R, AR T Fyn o] {2 1
/I Bt B e A AR e U R R ZE G BT, PIBKY/ Akt
B S A A KA o2, Fyn Ml Ad SFKsH] 15 S
T AKUE B P TiE . Fyn 5 SrefllYes 3L A T
W, 2 FEEGF RGN 6] AktHiE . Fyn
CL4IE B AT 7E HeL a4 i Hh % A5 B IR A 5 BHL 11 83 i
Pk LI 3-8 il 4 55 1 (phosphatidylin-ositol-3-kinase
enhancer-activating Akt, PIKE-A)f5 4k, M #i )
P T Fyn 0S8 W L2 MO/ I Akt A4 i
AR REEN . Fyn#i A N A R8T
AR KR AR IS At BLIE T2 {5 5, b Rgil it
541 il #hFE i (extracellular matrix, ECM)HAH H.{E
H1a) L s Akt BT 1245 5. BAILLATZ5)
RIE , 75 SW4AB0J A, #E -G 25{d J=) 5 b B iy
(focal adhesion kinase, FAK) 7 #% 7 55 21| 21 it Ji5
IR P, (H IR i) Fyn B B HL FAK Y 861 17925
e, B FAKM IR MR, i — P Busk
61T i B 5 4 5 B ME I PISK/AKEIE % . Fyn 24
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Fig.3 Related signal pathways and functions of Fyn kinase

UE B AT 7E HeLaZl i b % AE B ER AL, JFPH 1L PIKE-A
N S A NTTE {2 R
2.2 Fyn54HRaEHA

SR PG S5 Fyneff i 750 14D 7 32 T A 4 o ) 344
1k, FHEC T AR, LT 225 24 i 4 i 75 B
KFEE ) Fynd M35, 1% 3UE B Fyn 35 L7 43 24 b
(1200 ff A B S 3G 5, LR PR Fyn N-3 Ui X )
JUA™ 22 S T A5 S B TR 4 Cde2 B i R A4, 1521,
ROCHE & F: [F] 953305t —2DAIE B, 7] Go /) R AF 4
S P e S Fyn i 44 o] DAZEAZ A 24 2 i PHL
R4 532, R FynfEA 225 3 h BAG 40 i A
G/ MRS Tl fe .
2.3 Fyn54HBaFiMt. B30

b B8] 78 Jii % 4k (epithelial-mesenchymal tran-
sition, EMT) &4l i ]\ - Bz & TR %4k g [ 70 o 3 284 (1)
HEFE . EMT @A Bk e ok 75 vp B b 75 19, (H AT I
T I i 2% A% 1 e ()3 i R . EMT ) 32 BERR
IR IR B PR k. 53 H-ERIEH R %
DL 4 32 Bl P 1 38 sl

FynfE EMTHUR B EZ/EMH . fEEMTH, 5%
B A -EREk K T 20 4 40 Mo 26 B 7§ (neural cell

adhesion molecule, NCAM)idk 212k, i HL & 7 e 7 3
JEAEH B, [RI7E B 4 I FynSZ IR, 0TS Ui
FAKGH %, 340 lsh e, T80 m) iz sh
R
2.4 Fyn54Hpa(R2E

Fynn] DU K40 i A1 8 Jot 36 1 W) 44 T2 A2, 72 W)
PERISE 5L T AT b2 AR BRI I FE, SR
P R DL T BOE N . S2ARRE R E B
T 165 1 if ou(receptor-type protein tyrosine phosphatase
o, RPTPo) Mo, By %5 25 7E L F% 48 i 1 /i v LAGE i b
FRTNIVEAR S 7 SOE U &1, 25 B Fynif) 53
ERFIEETS) 3K PR SO T Fyn R BE AL A2 1,
T Fyn S KPR A A TR, 55K J6e
B G Rm-ME B et — P iRtk SRR MR AE
—EREE LAl gE R B T Fynfid Rk, S B R4
O 4 47 5 o 9 A P o A e 2 T+ R AR 28 1
i G
2.5 Fyn5ETFBiE&EE

— G e ] 08 TE A AR ) 450 TE OBk E I
SFyni#i g #5 A, X L@ E QFEKEIE . P332 14K,
Ca™ il & ZNMDAZ 14 FIN- 2 it JIH 5 52 14,



2 A IR AR B Fyn (0 A A M R L R R B R R R AR 455

F W Fyn AT 17818 (1) Th g, [ B Fynif it 7 LA
Wl IX L B S . R Fyn i T DA S 5 5 i
) AR R 4
251 K#E  FynfISH34 M ULS E & A
T 17 3 AN B A e B S 0 5 o, il i Bl 2 TR
J 51 BBl T A 400 o 2% 3 T
252 Caifli  RUSANESCUZE STt KB,
TEPCI2ANME T, 52 EMAIS T I AP S I A KA
T FEE 145 Ca? IS B0 , 1T Fynd& 14 (0384 i ]
DAOE Ca? iliE . X T Ab T8 Fyni& 4 R B
A, e Ca> I8 PO Z L, A sGEmAEKZ
ESIEE IS
2.53 NMDA%{A  FynffJSH245 18 5 NMDA 3%
EA BRI, WA R ESLITE, FTEUEFyn
WA T BOE I8 I MG Nt
2.5.4 N-ZERHARSZA  SWOPEZEMIIHT 75 3K 1,
P22 JUL PR 2 3k Ak PR S 25 A Ak 05 K Bl b 2 55 1 2 B
(4N Agrin) % N- 2, I A 52 A4 (1) SR ER A FH, TIN- 2, T8k
PRI 52 44 830 JE S FynfISH2 45 My 3k AR 45 &, FE R
A TSR TR IR AL J5 4 BENA . A grinifs T I SR EEVE R
2.6 Fyn54panb. it

FynZ: 5/ 9 [l i 41l (oligodendrocyte, OL)H
AR 0] AR D 9 o 248 i 43 1 5 7R R A
TR, Fyn Gie & 75 AH 240 ik /& B OLHH #R KA
{B7E B OLH Fyn 1) 5 IA 52 T 1 2~3 4%, JLIiG
TE TR T 1 10~301, B Fynft OLI) 734k szt
FEA AT AL AR . FyndSBg 37, funpk mgmmss
WENTAEY) PPLAI PP2, AT LARH I OLAMb, S EUE A
FUON (R BERS TR 20, KLEINZEM24R5HE , Tautk [ (0f
O P 28 3 0 )i i SH3 45 M3 45 A Fyn, Wi
TE OL i FE AN Rl A 5 #3808 | T -ppxx-Taudd 7 [
RS IR Fynfl Taulf) 45 4, 461018 OL 4k [ £t
WD BRGSO, B Fyn-TauZk & 7EOL
SRR A AR
2.7 Fyn5iH3RiEH

Reelin/e —Fi 41 fd 4B 2 A1, 72 KK B 2
Hh s i 2 0T RS RN AT I 2 T 1 TH B A 9
15 I HE. Reelers 2% (Reeler-like 2 1) /)N il 1 = Ree-
lingR 1AW, R I H — b DAL I 18 A0 il B fry g 22>
ITARHIE A 22 R B, JURFE R K & T R 2
TCJZ W) IZ R AN R B A AL, Ak, Reelin
BiERasGRF1/CaMKILE B, (R 3E 28 il ik

NN 1Y v b RN OB EL C NI DN
0 B R M 5 f ] 6 £ 72 B RN T B 6

FynfE NReelin® AR AE 570 T, MFLSH2
ZERIE R A S (Fyn R1T6A), 235 G4 o I 4
0y S H A TTIT RS I A TS A2 7,
SEIG AR BH R 5 Fyn/Src3E RN R E L T Reeler-
like BT, Reelin5 & (1)1~ 32 A VLDLRHIApoER2
SEA TG, WO SFKsHEi S 41 L i 2% (4 Dab 1 1S R
WERRAL . BERR LI Dab L5 5 7 S 2 Mo+, bl
NMDA AR A UL SRR AL,

3 FynEMBLAELXRPHEAR

AR, Fynl R iZ 50 208 T % 25 e
(Iph 2 RGEIR . MR R GERE e 55 ) 4 i
KA AR AR 32 R L i 2 TR VR il b 2 —
FynfR | B2 540G HE 5 7010 1045 5 il g,
5 LG R A R A S 5 2 TAEESCHR, AR
BE— R .
3.1 Fyn5KRHE

0 JE Jo R o e ML — ST AR 2 R G
JeE, Fyntf HoE R SR Fe e 3 — e 1EH

ANDREA 5 PR ] 3 R T /)N B Jo 9o Ao 1
(genetically engineered mouse glioma models, GEMMs)
P FynfIfEH, SEW] 7 fEGEMMH i fiCFyn, ] k2%
JPIRE ) R, IS 2 B SR S M A TE 2 AHEE T
HpA Y A e SR P A/ SR AE RIS Fyn 5 oK 2o W]
BRI R ZES, JoR Fyn ] G5 I o] g2 1
BERT A e . AL, oF J S5 96 440 . P Frym F) 00 il B F
A BLBCN SR TR T 10 A B A

EAF TR, R M58 B R AL R, Fyn
A BE S R B > TR R T RO B R B I R &
1. GUOTEPIZERI 78 11 o1 83 14 i A 4 i (glioblas-
toma stem-like cells, GSCs)JiLFEH, K —KI)hHE
KA E AR, BINTSDC2(5 -nucleotidase domain-
containing 2), H 0] LUl i Fynff)3RIA, 785 )
YR AR AR . R R AN R I R Hh 4% A
T AH 1, R BRNTSDC2 7] S 2 410 i) 4 1 1o e 4 i
FERITE G 40 3T 70 DA S A4 A JibJ8g 1) & A, AT 48
K S I6 B 0 ) A7 5 I [R); SCHMOKERZE PR B, 41
FEFynfE A () Sre 5 Ul RE % 15 52 DCBLD2(— 25 4
LT YRR RS IR SO SZ A RO, IR 2R
B AR A PR 7 32 AR S LT I i, AT A M5 B R4
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Gk -

MR R A St .
3.2 Fyn5Iigk &% e

FynfE ML 2 G e A= VR J& A R FH 52 2]
B RE. 0 S BE R A R RS KR,
CHOUGULEZ I ¢ T FynfEFLT3{5E 5 # G b 5
AMLAH S AR, FEAE IS R B Fyn ) 48 i b W 52 3
% AN Akt. ERK1/2. p38F B R 1k s A 438 i,
1K 5 21 ) B B Y LR 0%, [FIBT, Fynid nf DL&S
A FLT3-ITDFE A% 5 PR (R P4 0 A 156 8 5 (R FLT3 5
(K], SEELFLT3-ITDW A R 4n i 3 0 e Je, Bk &h
R IESTATS (5 5B, 175 S I 4 RFgH i A2

4k, LAURENZ ANA S PI7ENK 2 i bk 98 =
RIL T Fynf)id B2k, Hoamid iR Akt 25 Ay
FEP70 S6PARF(PT0 S6 kinase) R PE, 048 T NKZH il
PR T2 S AFIE AR G I TR I R IA 7K TR b EEA |, AL
FH AR IA-cHE I 3,4-d e AL S P RE % ) iR
TS, ZAL A YT BE A E X Fyn#E A T NKH
IR EL IR (R BIT E

SRR UL, FynfK-F 50 75 2 B & S
Jo RS mT UL, BT R A 5 I8 i BUR AL B AS SR A [,
¥ K b SCE S AGR (K Fyn-AktZ5: 38 4%, DL ERK1/2.
P38 R 125, Fynid i] L4k 4 JE Se kil 2 1 20 i 1
FHRHE R, somm HRIA
3.3 Fyn5iRBRE

DONGZ5E71 H 5 FEPCRAN 4 725 21 4k 32 4
T 3017 JEE R g B LR AR B AR R AR AT 1F 4 21
FEAR I Fynft) R 1%, 45 B W 7R FynfE N 5 iR g 22 23R
Y ek E R B, Fynlit—BiE W@ &
FRNMDA 52 {£2b V. ¥ £37 (GIluN2b) i) il R 1 A1 Akt5
5 10 % P R T 4 T 2R e R e 2 L PR G E L
T EBAUZZE. LIUSECIAE £ X miR-125a-3p E ik
JIR 55 i (PDAC) HH A FE 1) Dy g 1 AH DG 78 o 4
H, B 7K FmiR-125a-3p 5 ) T 16 i 6k A Jes 41 A Xt 41
J 3 VR AT 24 (5 7 A ) I BURRE, Fyn it 36
35 DU AT AT B 3 — o 3 s SR, AT 38 5 JR o 4
MOXHEIT 259 BT 25 PE; Ak, Fynids n] DA i3k i 1
SE F AR TR A, i
PDACHIKJE

IEAL, ITANGE SR BLEyn i M (K 4m 0 fe o _E iR
P2 135 44 8 B 1 (P2 1-activated kinase 1)) 315, H g
HhnRNP E1 (1R ER (L FAZ 2 A7, 138 3] S 208y 2
1R AW (spliceosome complex) A ik, M T 52 M 5

A ZPB1IA] AR BY FZ (alterative splicing of integrin B1).
i a R T DA gk 2> g i e AR I R A 4 AR e R
O] Jk e R e %
3.4 Fyn5E {0

B b JLAR g LAAE , Fyn B ERIE K i 14 ol A%
W5 VF 2 Mo (At . FLE . BB
FR A S Bk EAR G . I NISHIK AWA 45 (%} Xof
28245 fifi it (lung adenocarcinoma, LUAD)ZH Z1FF
AR RN, BRI Fyn(pFyn) 78 il e s
IRFRA i 34, 3% ] e s i il e VIR R 5 8%
BTG 45 5 Y USE O B — 248 1 W0 A% TR A8 #k
[ ¥ (guanine nucleotide-exchange factor, GEF)——
ARHGEF 16, 73 45 iz Ji 41 o 48 5 A1 7% 4Kt T
Fynf{f£7E ; M ZHANGEE L5 3 FynfE I K 22 4
RRMAL R ORBARR DL ERE, IR
FynfEfs BLEERERZ 1L CD1471 Y 140R1 Y 18347 £, &
FEROEER, R BORFENERELR. LEE
S5 VR I, FynfEJE A LR (basal type breast
cancer) 4EFrid FE PR A TR Y, Hid i STATS /v &
i) Jagged-1 F1 NOTCHPL /& DLL4 ) i , #5581 &
4 s NOTCH2 & Ak, FFEARE b R (A 78 57 7L
IE4t, Fynfl STATSZ [A)34 I % ji 1E S it ] 6, A
TR S R A R JEC TV 2R L 4 L B S e R B AR AE
ZHENGSE "I 7 Fyn e HUPR B 20 21 b (1) 1A 7K
-, BRSNS R T Fynt B g 44 i A=
K. E5ES. A ME TR, K Fyn
8 PR B g 2H 2300 firb e 400 it = b S AR AE 3Rk Bl
n] DA 240 A 8 1) Go/G I ERE , I H PR NF-xB/
pOSHIIKBalt) 7K1, o HR R b8 1) & A B AT SC B )
IEAEER .

4 RESRE

H 8 — AN R IR G Sre s R FLLASk, sk £
WF 9¢ R BLELFE i IR R B Fyn 7E PN 1) Sre 5K R W I 7
A= AR B IR R AR R ) e e B EE AR
PR FCFyn B AE R ALE, A Bh T 18 4% o (0 k42 K R,
AR T R A A K S AR I R R, B R )
i R = Lo

bt Fyn%§ Src 52 R, 77 28 I 2l iy e 1
FAMUHI BB RN A, B2 BB #1771 (tyrosine
kinase inhibitors, TKIs) T2 1120 I N iz i A=, 42 M
FAFIises . SUARIEE . P I 975 25 22 P b PR F 4 1)
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. HAT, BLE Fyn R G T BRI/ PSR
HE ), R MR 21, R 2 AR R

i 245 1 AJF 7T 075 T, AIRTAUZESSR ik 70 % Je
(Dasatinib) b FEK 56241 fil(— R CMLAN L ), 3R1F1A
70 JE M 245 M 41 /R K 562 RES, I & Bl FynfE H
Bk BE WO, WOE M FynfE 9% S FFKS562 RESZH i 1
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