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Src & B BE & TERYIETIHLH] *

BOAED RERY

(O RN E SR, KV 410013; 2 i R an B B / R IRAE 2 [ R E S, KD 410013)

WE  Src A MBEE NI L Fh & 20 i P BeE SEE MR kA KRR AR R EE/EM . Sre WEHERRT R E QRIS
T ST, H R 9 AR AN At — 28 U7 St AT DU T HGE M. Sre R B £ ERBERR AL, TyrS30. Tyr419. Thr34.
Thrd6. Ser72. Tyr138 Al Tyr213 S/ Src MBERALAL 5, b Tyr530 A7 i A1 Tyrd19 {7 52 Sre e L IBEIR LA AT 57
R R 5 AL FE SH3. SH2 25 X 345 & R 7, 2 il ¥ & % 35 BE LS (focal adhesion kinase, FAK). Z[H 5% {& (progesterone
receptor, PR). M2 52 1K (estrogen receptor, ER). M Z5 5% #& (androgen receptor, AR). P130Cas. Ifil /MR I 4E K [K - (the
platelet-derived growth factor, PDGF). [L/MRATA A K K % & (platelet-derived growth factor receptor, PDGFR). 3 7 A4 [l
F %% {& (epidermal growth factor receptor, EGFR, HERI/erbBl). A KR 7 4 K [A 7 %2 & 2 (human epidermal growth factor
receptor-2, ERBB2/HER2/NEU). & EAEAEKE T 1 %248 (insulin-like growth factor -1 receptor, IGF-1R). £F 4k BE4H i AE K [
F3Z4k 1(fibroblast growth factor receptor, FGFR1). 414K K+ 32 & (hepatocyte growth factor receptor c-Met)s AZE 18 T
2P AL B R A AR B AE 1 p13. HIV-1 3 /1T Nef A1 Sin.  ASCHE Sre 8 A SR AT HLHIAE— 4 B 48R .

XKHEIE  Sre, EEBEE, PATIHLE

ZFRPES Q71

Sre WU 5T & — L8 A S R R O
FEA, B85 9 A : Srev Blk. Fer.
Fyn. Hck. Lyn. Lck. Yes Al Yrk™. M N &g #| C
Biti, Src Hi SHA 45H43k. FfsE v Bt SH3 £hHi8.
SH2 Zhit 3. @B SH1 45 1380 H g 2 TR
Tl 55 ) 45i) A FR i o A 9 R S 2L (B 1) AE Sre HY
N S A7 Sre FESH MM b5 Ar X I, 2 X 0 — e
FRREEAL B S B 2. N R T 2 — X5 1) Sre ¥

Tyrl38
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Src FESNMIIEIE . S04k 3B Bh A E AL 45 40 i 3k A R
HORERERBMEH. W HRKEF LI, AN Src
K724 e-Sre £E N2 22 T i Jed 200 P w2 R 0K v
FEWE,  H sre B3GR B0 5 s B AL A oK)
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Fig. 1 Structure of Src proteins
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Wiy SR DR SRAR AR TS TN Sre B A
PTHLE SRR I
1 HHEUBIT Sre EERIIAT

1.1 FEBERLXT Sre iEMERIIAT
1.1.1  Tyr 530 £ s IR AL
A c-Src I i Tyr530(XS Tyr527) & c-Src M

PTPa. PTPA. cyt-PTPe. CDI148.
CD45. SHP-1/PTP1C.

SHP-2. PTPIB. PDZ&EH.
G-CSFR(#i% Lyn)

N SH4 SH3

RS VR E AL . 2 TyrS30 #iBE IR 1L
JG, ©¥5 Src () SH2 &It &, X H LS
G A, TR OB R, XA
c-Sre [T S BRI VS 14 32 21 (BT 2).

Src f Tyr527 R Ak 5 B A2 il i s &R I Bl
CSK k47 H1. CSK 5 Src A A A 1 & 5 12 )7
Hl. SH2 ZE#I8 . SH3 45 by d5 i Ak &5 1y 111,

SH2 SH1 C

© @ | CsK. CHK
DIZZ AN
SH2
(P SH1 ikl
Tyr530

Fig. 2 Phosphorylation of Tyr530 in Src
2 Src Tyr530 {3 =B BEER (L

4 Sre [ Tyr530 AL BEBEBRIL G, & 5 Sre ) SH2 Z5 M4 &

{8 Src 1A% 2 BR WG A M 52 240 PTPa. PTPA. cyt-PTPe. CD148.

CD45. SHP-1/PTP1C. SHP-2. PTPIB. PDZ %4, G-CSFR(¥IE Lyn)A] ff Src Tyr530 {7 & WML, 1 Src 3%, CSK. CHK 13l £k Ifi 41

FARHRE Src Tyr530 7 21 IR Ak, Src 3514 52 B F0 ).

CSK 4548 H Cbp 454 %] CSK K SH2 Z5ft, #5
By CSK fEH T Src LI HI H & D, Cbp 5E Az A
[, X Src y& MR T WAE. Cbp 7] LLETE Sre
WEPE, BARHUERIE S SO O T Sre A4 1A 1
BB ghAk, 18 2 ANl 454 B CSK Sk i Sre
TR B O B R R BERR G, PEP Al PTP-PESTD .
PEP f£i& Ifil 40 f 4 7 31k, 1 PEP-PEST |2 1%
TET M. SEI0UF B P9 # il i CSK 1) SH3
ZEHIES PEP I3 1 MHEIRF 8 B4 A UK
PR

i A S FR T IR PTPo 7] LYE A Sre (4R
FRARAT . SZE6E 8] PKC BE1E T PTPa, fif
PTPa ) Ser180 A1l Ser204 7 s #f B& 1., 3k 1 {#
PTPo (AR VERG N, 3598 PTPa 5 Src 45 A
Ae 104 Src B Tyr530 LERIL, X — ) R A
A i I8 )T Tyrd19 1 H BERR AL, Mk —2
WO Srcl'. AH &, MU PTPa RIA KT F&
I, Sre VG TS PE 22 FEAC. BFFT PTPa IH71Y Sre
WEYERALSIN 2B, PTPa 1) Tyr789 5% 7E PTP«
4546 Srev A# Sre B BERR HIGE Sre 2L T
PTP« (1) Tyr789 454 Src ) SH2 4i#y, Bt % 5%

T FRALIT) Sre 2 3L iy f 3L L BEIR LAWLE Srcl'?.
TEARAN SIS, 5y — i B K 2R IR T
PTP\ tHAEAE c-Src ZMERR M. X — o ol M2 1 FH ]
RAAE Tyrd19 £7 55, HEBIL &R AESE Tyr530 17
MW ERB AR, WA cyt-PTPe 1] 5
GRB2 454, #ififl GRB2 5 Src 454, R
cyt-PTPe tH ] {if Src ) Tyr527 fi7 25 it 2 1k DL ik
I Srel. B H SR BRI CD148 111 ifil 41 i A1
J A A AT DAIE A1 55 Sre SRR 7 MES.
SHP-1(PTP1C)AEf# Tyrd19 Fl Tyr530 fif 25 2k
BR Ak, {H X Tyr530 £7 s5 fF A gm0, k4,
SHP-2 BB Src, (HAZYISLE KL, SHP-2 &
KK AR AL 5 Sre B Tyr530 A7 £ & AL 7K 7 A8
AR, R K SHP-2 5 Src ] SH3 45
BghA, b HEN SHP-2 P85 Sre 3 TERIHLEI AT fg
e — P AEREGEHLEICY. i W FUUE B SHP-2 i Y
Sre ¥ 14 A2 i 7E I A EAFAE 2614 R T CSK
H5HEEA 1 MG RN, IS AR R
i E A 1, My CSK Al SHP-2 35 4+ &5 & 1
FE M 1RO . CSK 45 & BB IR 1k 1 W 28 25
A 1 ¥ 4E Sre B Tyr530 Bl 1L, ff Src 7% .41
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%, SHP-2 5 IS E 1 456K 3 Sre
1) Tyr530 47 s B R 4k, LL¥RIE Srct™. 1 {5
SHP-241#1|71| Fumosorinone ¥ f& N4 Src j& 41,

AR, SCE TR DRI AH B S 7% R R %2
14(G-CSFR) 5 Gab2. GRb2 F Shp2 Ht [F1F F 1
Src ZX R 5 — 5 Lyn Tyr507 [ Be 1 2 405 .
Gab2 H 2 MR KE I, 85 LynSH3 Al Grb2
GO =K, G-CSFR Hi 5: 3% Gab2 BElRAL,
Gab2 Rtk 520 Shp2 454 % Gab2 I, XMghH
{47 Shp2 ¥4 G iR, i Al Shp2 B R Bl v P 4 8L
. WUE M) Shp2 AT LLE Lyn Tyr507 iR, #x
53 Lyn WG, BEAh, Gab2 i Shp2 i & 3R iA &
REfd Lyn Tyr396 H 3l g {k, #f— D389 Lyn
T MR,

e 45 M e, PTPIB & (/K7 &,
2 F 5 Sre Tyr530 2 WAL, 3t W13 98 Src ¥
. PTP1B #7180 m % PTP1B 2% Tyr530 fif
FeAk, BEMiES Src iWEGPE. A S KB PTPIB &
45 H A i P RE S5 /E N Sre 19— AN B IS
7, Fh e PTPIB /K F fig Jf i 3 id SRC i fif 45 B
Fopged AR, B WSt KB, PTPIB ik AELEJE/NH
Jfa s 0E Sre, AR BEAE /N BRI RE E AES B

i,

N SH4 SH3 SH2
PTP\. PDZ.
SHP-1/PTPIC. ©
PTPa. PTP-BL. |
mARs. CD45
N SH4 SH3 SH2

b4, Sre H—> PDZ 45 ¥4k (c-Sre #2 L),
EEFEE N AF-6. fA{E—F PDZHH, ERtS

Sre 45 & 3k M T $ 2 B Ui B K o-Sre Tyr530 fif
B Ak, [RIEFIE/> Tyrd19 H SRR, S Src [
BOE™.

CHK & CSK H A5 3l , 2 ey b 3692
AR A I i R 7 GE S5 A 4l e CHK A1 Sre 3%
f7. CHK fei i — AR A HLRIE C i I 2 IR Tk
Ak, AT Sre B KRG PERY. CHK 7E IR
Silm b g KOs, W AE & P45 e A R
CHK 7K i 2 P& K1 Src & MER S . Src ) C i
Tyr530 RBERRAHITE LT, CHK 7E 45 7 40 i
R IE A FE Sre KIFHE.

AR, A 9256 TR W2k I 21 3% 1 R (2
Tyr530 21k, XF Src i 1 7 A= 40 il 118 FF 2o,

1.1.2  Tyr419

Tyr419 (% Tyr416, Lyn JUJ& Tyr396)tH & i 17
Src VEVEHIBERR AL A A, Tyrd19 f2 50 1-18] & e
AR LA B R B A HE . 2 Tyrd19 IR AL
i, ABIT Src MRS G DI, v sty 422 i
JKW, % Sre 3P IE AR (K 3).

B 7 L SC##) ) PTPA. SHP-1. PDZ & AJ
YEH T Tyrd19 A7 559845 Src iGPE4L, S2I6 K ILTE

SH1 C
® [cpas
Tyr419
SH1 c BuE

Fig. 3 Phosphorylation of Tyr419 in Src
& 3 Src Tyrd19 i = FIBEER (L
Y Sre f Tyr419 fir SHBERRAL G, Src MBS B2 N 1% 42 380% . PTPA. PDZ. SHP-1/PTPIC. PTPa. mARs. PTP-BL {# Src Tyr419 i fi 2
BRIRIL, i Src 3% P SZE3MH]. CD4S BEXF SRC I [ 15 S AE A 3 47 i) T 4%,

PTP-o 1F 2R IK (40 oF O Tyrd19 £ i B IR AL ,
YLH PTP-o tHAT{H Tyrd19 fi7 5 B2 1k 2. 64,
PTP-BL W A] LU Src Tyr419 7 /5 & A I B Ve F
{HX} Sre Tyr530 o7 s %A 5200, PR Re 0] Sre 3%
PRS- Tl e P U 2 52 /4 (functional membrane
androgen receptors mARs) FJ B 1 FH B [a], 328 7 9 2>
Src Tyr419 A7 584 BR A4 1T FEAIK Sre BV PR, i

b, SH2 HI SH3 45 i) Dy e 25 Lt 238 i gk /> Sre
H S B R AL M B AIC Sre 3 7, 10 H. SH2 45 #4387E
W SRC WEEE Vb b SH3 & 3% 55K A 1 P B0
A BB 7 2 B CD45 BEXT Sre 1F A 1% X AE
Xof He A s . LIS Sre SO B Y IE 1) A
I R 4 1) T 2 PR o TR A 7 55 38 1T AR CD4S (1S
W, IXPANAH SR A AE FH A TSP 187 1 e 8 45 SR
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RE CD45 TR . 20 B R RN 58 0o it 7
AN

Tyr527 5 Tyrd16 A 5 BEER 46 7T BE 2 B i WL
BT Sre WETEM T X, EREFEERENLE,
FHXF Tyrd16 7 s FIBERR LT &, Tyr527 HIBEIR 1L
RS2 Sre R FEZETT R, HA Tyr5270) 6%
FRALFEPE PRI G, Tyrd16 A7 s AR AL X Sredif 14
PIRCI A S N H SR, R, EAREH AT LUE 20
FiH H Tyrd16 47 23 1) 8 B2 A6 AE R 73 At Sre 3 14 1
J7iE, AHR T IE A PR IR AE R, LT X
— R, AR T L R A S,
1.1.3 Thr34, Thrd46, Ser72

ey Z W, p3dede2 W B2 L Thr34.
Thr46. Ser72 i £, X 3 AN A KB R 10 K B AR

(a) Tyr138

~

N SH4

| SH3

FiE B

SH2F1 Tyr530 K45 &, FE c-Sre BFP.
1.1.4 Tyrl138 il Tyr213

AN A K PR 524 i 1 T 2 R T ] LI
T Sre [ Tyr138 £ st BEER AL, i (i /N AR YR AR K [
TSR (PDGFR)FI A 3R Bz A K A+ % A& (HER2) £
B R R B AE 1 9 Sre Tyr213 A7 SRR 1L AR S5
g Srel,
1.1.5  Tyr29 1 Tyr388(Hck)

7E Src PABE S A Hek L Rk 45 H 4k Y 11
Tyr29 #1 Tyr388 fi mith e H & B, Hix 2 4
AL R R TR A 2 BEBTE Hek P4,
1.2 ST Sre FEERTIAT

Kl 4 JR AT Sre FEHERRTT. 5 AR
BFEELY. SEAA. BERETE, XKW

Tyr213 Tyrd19

Tyr530

SH2 SH1 C

SH2 JE#EL

) (

(b) Tyrl38
N SH4 SH3 ’
€ B
N SH4 ‘ SH3 ’
)
N SH4 SH3 ‘

Cys487 T
Tyr419

Tyr213 Tyr419 1530

SH2 SH1 C

SH2 &z B

S c
Cys277
S
! 1
Cys277
P32 sH1 C

Fig. 4 Src oxidation
4 Src EK
(a) NO 5 N;O, Rl b R B HEE G Sre Tyrd16 H ZNBEER LRI Sre i HE#GE Sre. (b) i P28 Sre 1 Cys277 &L, 2 4 Src Z[HJE

BT IR s, X AR Sre IREE 32 2.
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Jo e 0 o A A 50 T e R B D e Akhand
005 — Yk F SE IR AE B NO 3¢ NO B 77 N0, fiE
A N I BEBEA Sre Tyrd16 H SRR LRI
5 Sre G TGS Sre, ARG T BE R Sre 7 F N
TER T . ML s, fEME T4 Ak
B Ry, TEMEESRY A A Sre B SH2 4514
WA ) Cys245 17 fF1 SHI 45 K38 ) Cys487 fif
AL, Sre MBS . BARIE B Z AL YR IE W
Cys245 i ji Fll Cysd87 fi i EHE LR T s, 1H
T K Sre TR AR, Fr AHEN Sre 4>+
P AR B Y T B 1 BOK (B 42) P Kemble 5509
INAEAL K PN Sre yEME. AT A SN 7T SR
3G MRS 2 Src 1 Cys277 %84k, 2 > Src Z (Al
By TR g, IXAE Sre B VE 1 2 B 40 )

(1 4by=). f1 T F AT 9% T3 — AL 44 A A4 oh s
BRI AR, ISR Sre 5 PRI 75 0 A Ak
WKL A 45 Ja S0t FTAEH.

2 HHIRIX Sre BYIE T

AL ZERN X 2R AR SE R BT B, Sre B
MR T WA S EAER, B4 SH2 45835k
R L i % & R TyrS30(527) 22 1) i AH B AE F &
SH3 45 k) 380 RN 7% 12 B 2 1) R A B R B0, — ik
Src i Gl HS HIXEN TR LG, HTLiG s
TWAHEAER, {§ Src MEFEGE(K 5). HCK Mk
SER ST~ SH3 45 4 3 A% 122 B i) SR T T AL SR T =
% W e A 28, T X PR B & SHI3 AR (1) i B ARy
ﬁE [39] .

Tyrl38 Tyr213 Tyr419
@) yr Y. yr Tyr530
N SH4 SH3 SH2 SH1 C
e B SH2 B
P130“, Nef. Sin. pl3.
FAK. PR. ER. AR
Tyr138 Tyr213 Tyr419  Tyrs30
N SH4 SH3 SH2 SH1 C iz
L= ‘ SH2 #EH: B
(P130%=, Ncf. Sin. pl3. FAK. PR. ER. AR)
(b) Tyr138 Tyr213 Tyrd19  1yr530
N SH4 SH3 SH2 SH1 C
e B SH2 #EH: B
FAK. PDGF. PDGFR.
@] EGFR. ERBB2. IGF-1R.
FGFR1. c-Met. Cbp
Tyrl38 Tyr213 Tyr419  Tyr530
N SH4 SH3 SH2 SH1 C s
R B ‘ SH2 M5 Bt

(FAK. PDGF. PDGFR. EGFR. ERBB2. IGF-1R. FGFRI. c-Met. Cbp)

Fig. 5 Allosteric Regulation of Src
5 Src HIEHL AT

(a) P130%, Nef. Sin. pl3. FAK. PR. ER. AR ff5 SH3 4i#g1%

, Wit F A EAEM, #EMiEGE Sre. (b)) FAK. PDGF. PDGFR.

EGFR. ERBB2. IGF-1R. FGFRI. c-Met. Cbp fit 354454 Src i) SH2 45 M3 M #4i% Sre.
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— P fE v-Sre w3t FE B R AL B9 B A P130Cs
(CAS), HEREum& HRXMMEMER, Ftems
SH3 45 M1 45 & 0% Sre). [R1FE, A& 1% T 44
Ji 1 57 E 4 A A B R 1 p13 B AESE & 31 SH3
FESHERRNED L, BRRER R, BEL
itk ez S , f# Sre BahFILkhifk, HEM Src i%
PERG e, 53 W 5T R B HIV-1 5 J) 1 Nef il
Sin 1 R 3% 4+ 45 & 3| SH3 45 #y4, #E M BH 1L SH3
SERIRAE BB A S, WOE Sre KK Heks Lyn
F c-Src® % FAK W BEA fE Al SH3 &5 Myt 4 &
fife5 SH2 45 IREE A A7 A5, Rt FAK A8
1% Src™. 7E Src Al FAK 45 & it feh, AR KM
Cbp BEBIE P A 45 & . ALk, Cbp iBRETES
454 % Sre 9 SH2 Z5 #4338, AT Cbp RI XJ Sre i
PEIE A ED. 4k, PR. ER A1 AR tH#BAEE T
5 Src ) SH3 25 MJ3845 A 11 I0E Srcl* 1,

Wt 78 R BV 2 52 4k I 20 IR 3G 41 B B0 St
Hix—id 5 Src B SH2 45 #3845 . 1 PDGF
A5 Src ) SH2 25 KI5 & 30 Sre. 2 J5 I
FR B PDGFR /it 5 Src [ SH2 4 #4854 )5
W B2 Ak Src (1) Tyrd19 A7 &L LABLTE SRCH.  7E R i
JEAM T, R KR 52 44 (EGFR/HER1/erbB1)
AE 7 B W 9E Sre, Src W ¥ X fE i EGFR HY
Tyr845 7 S B2 4k ). ERBB2(X %4 HER2/NEU) 5
Src 455 J5 A B Src 7% . ERBB2 A g & 1H
5 Src B SH2 454, Wl e Sre 25 HH
B IR B AR IG 0 Sre FVE PESSI. AR,
IGF-1R. FGFRI1. c-Met thiE4E & Src [ SH2 451
171 i Sre fE PR, @ T 45 4 Sre Y SH3 By,
H SH2 KL Sre, CLE A — Pl i iy ] 5 i 1
% Sre WEPER T, JUILAE A I S Fl Ak 4
JEL - 5244 8 B 15 5 10 B R B gk

3 EERTI Sre iGMHRIE N

MAEC AL KB, Src 7545 H g 8 B 5 3
W, FLATTHLHIER T ESCIR I LAAE, Irby SR
B> 245 EH e s Sre KRR IEE 531 54
RURAE B RAR(C—T), #EMiFH1E Sre #2235 Tyr530
DL SR AL, MGG Sre. Wang Z5065T I AH [F] fr)
PCR-RFLP J7¥5 5341, HEA RKIAEATHH G RAL.
1M Tan 56 AR I —NFE S E 531 S A7 E
FEAERAL . AR ZE S50l 682 Bl T REA B AR 1A [ 1
SRR, HEMRA RN B FH. Fit, X
— Sre JE PR AL BEE R K AR R TR LS AEAE

A TR TR
4 EHAth Sre & TEIFTIHLH

WG 0 FR DU AN 2 R AR BRI AR Ok 2
P ) ] e 5 850 Sre BLIE. JE kAT B FTAE W c-Cbl
(IR REAE  Sre 172 R IEBEE AT T 8 Sre 7 PEC.
B HT B A R B microRNAs 1 7] I8 5 Sre B9 v 14 .
MiR-1280 fg ¥ [ 45 & Sre Y 3'UTR, MEE 35K
P RNT Sre HUERIE, XA N & B R
JfL A MiR-1280 [1) 312 {2 3% [ AR T Sre 68 ik 1) i
Kz — . hhh, FRATE &I R AN A Src BT
TR SR FAFAE .

5 % 5

25 FTIA,  Sre WS M RT 2 RO T AL
il BUTECVA KSR TN Sre S5M e RE, Hopdt
WA SR TR T R IR i 32 B () R T ML
AN, BRI ST — B2 Src BB 1AL
il B BF 5T E A, U L2 Sre [ Tyr530 47 A5 AN
Tyr4 19 {57 f&5 [ R A4 J — S8 25 [ I 2 IR 1k IR Il 1
it G PR AR IX 2 AN AT ER . 2 A — A
N, Src ) Tyr530 {7 £ K0 Tyrd19 {7 s I R AL AE
Src WEHEATT AR EEIEH. HEIMRMW, —HH
Src Tyr530 37 &% B B AL i S AE Sre v/ 14 1 75 H Ak
HE/EF, 18— J7H, Src Tyrd19 7 5 KR 1k
FA R W Sre WEMERI K. FRATAEIL, Tyr530
AL R IBE R AL TE Src YA A 5 2 S A, Tyrd19 £
RUBETR AL 5 14 Sre JELASTT B A& Sre 38 M T = 1 R
br, {HEHT TyrS30 A7 S BEER AL J5 Sre 3G MM &
BEAR T Tyrd19 07 5 A& 68 S B BR 1k, Fr DAk
Tyr419 {57 £ (1 % BR 4k A~ 68 S Bt Sre 7% M 1) R K.
Sre 7 M8 40 B Hb B T L DART R 1, JRATTILE
R PTPIB 7E L e S BAE Y. 5 AbE — Lk
B IR, Wngs R i, CHK 4> F Al R
XF Sre WA EZEEH, HATRARIRT 475
st

Sre WG T HLEAIA IR 2 R EN SR H 2 &b,
BRI 5. T Src FEHMUIEAE. ML, 1B
BRE A SRR P AR M E B, IR AT
Sre VR 1 U TS ML KA BT SR I R X L
YHRRERE.  H. Src FE =4 c-Sre 15N K 2 iR
Y P B SRR I R FE S . BE T Sre HMHIFIVE R
ZIRTT IR SO N YR T 2 Bl RE S AL HT Y TT BE,
JEF AR T Sre H 770 0 Ath 25 A 5 0 2 410 1
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Abstract The tyrosine kinase Src is activated in a large number of human malignancies and plays significant
roles in the development of cancers. Activation of Src in human cancers employs a variety of mechanisms mainly
including covalent modification, allosteric regulation, gene mutation. Covalent modifications of Src mainly include
phosphorylation and oxidization. Tyr530, Tyr419, Thr34, Thr46, Ser72, Tyr138 and Tyr213 are phosphorylation
sites of Src, among which Tyr530 and Tyr419 are the most important ones. Allosteric regulations of Src involve its
regulatory Src homology 3 (SH3) or SH2 domains, which interacts with allosteric regulators, such as FAK, PR,
ER, AR, P130Cas, PDGF, PDGFR, EGFR, HER2, IGF-1R, FGFR-1, c-Met, p13, Nef and Sin. In this review, we

summarize the key mechanisms regulating Src kinase activity in cancer cells.
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