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Abstract: SRC kinase is a membrane-associated non—receptor tyrosine kinase that plays an important role in cell
growth, division, migration and survival signaling pathways. In addition, it regulates glucose metabolism in cancer cells
through different mechanisms, such as direct regulation of glucose metabolism—related enzymes and glucose transporters ,
or indirect regulation of related signaling pathways. In this review, we elucidate the role of SRC kinase in the regulation of
glucose metabolism in cancer cells, and also discuss the research advance of SRC inhibitors, to explore the development of
more selective and active SRC inhibitors, so as to make the targeting SRC become a new hope for the treatment of tumors.

Key words: SRC kinase; glucose metabolism; Warburg effect; inhibitor; tumor; targeted therapy
[J SUN Yat-sen Univ(Med Sci) ,2024,45(5) :755-763 |

c=Sre i R J2 B — A1l kS0 ) D8 B DR R g Bk A
2 B 1 2 1 SRC WG — Fh e IR AR rh iz R

v=Sre K& P GEIE W I U 106 5% 5% 75 Rous P B H5 LMY R E " . SRC I
Je8 93 B B B A T A TR AR XE R Y A= ) 40 i N Y Je— PR AR IR R PRI , 2 A A 515 ) S

e

1 3l

1 5 B #3:2024-06-01 FF BHA:2024-08-26
HEW B : [HR [ ARHR4 (8200101534 ,82060459,81672519)

TEHE BN 2B R, H—1EE W5 7 1) W PR 2 PRI LR NI IR , E—mail : gongyw 18@lzu.edu.cn; T, BA5/EH , #4% , E-mail : wangzplzu@

163.com



756 HlR AR 2 (R A2 ) 5 45%

PP T, JE T SRC A (SRC kinase family,
SFKs) H e i 2 Y H , t2-5 AFEHH R R
R VIR B, BR T IR T 40 B0 R A AR i 23
1k, SRC 825 T 50AE T 40 il (cancer stem cells,
CSCs) AH K By JL IO B 2 8, 40 b B2 - [l Ji 4% 1k
(epithelial-mesenchymal transition, EMT) . H 3% &#
BT R AR, KW SRCAE L & ol F h A 454 1 2AF
F L A, SRC i4 BE VRl 42 e 200 i i 14 98 e 7%, 1l
A ARG AN RE A Nt EVF
Z SR E IR b, 8 R R S e SRC S S 1 4
JHEL Rt (CHLCKO) 7 3 56 Jo v ) v R I ARG At 5
BE A RAAF ARG . B 10) SRC G S5 Y 411
ol 700 T[] Al R 2 e 5 40 o) e e P 05 AR A2
JHE0 7 e S A L A L DT A0 X AR B 97 vk Y
N BRI SY R B3R e A A PR - 32 44 (epidermal
growth factor receptor, EGFR) i {14 54 i1 SRC X
G RE K A5 5 AR 1 CD47 Y288 BRI AL A S CDAT 1Y
BB IR AT ke S o ph T A R rh Y
LR, 20 SRC I 71 1E A8 #E A i RS B
IFE Bon W BRI RCR C (SRC 22 5 %
LI 1)

UTAER , B i A QI Y H R O O IR E (bR
Sz ARG R FE AR
— V2 20 Sh AR SRR A, 7R IRRAE Y &
A R e Th R A TR T o A 2 T i
TEML N FE AL R N BRIR | 76 T R R E
— 2l B d B AR, TR IR B 28 A AL B R 1k
(oxidative phosphorylation, OXPHOS) , il i:f = 2 iR
P& (tricarboxylic acid cycle, TCA) Fll Ht 1% i £
(electron transport chain, ETC) 7o ATP. SRTMTAE
SRR, 20 23 1) 1 TG SE R IR A K A T 7R
R FLIR , DU PE SR AR 7 350 4 ATP, 5
TEH 2 LA ], 98 240 e RV e AT A 1 0 il R
MCSE B T A 77 A BE i, X B PR O IR AR RS R
(Warburg effect) 35 A S80WH I . A 2800 7 i 22—
R R B AR L, A O B BT = ™ A2 ATP Y
DL, I 20 M b 1 FE A b A - 1, 2
RILTR AN 07 R S5 A= 5 A #9875 A A A
T A i BT o R i LA OB Tl SR S ) 42 DRl
X ARG LB A A 500 B O R T AR —
T SRR RE R T T SR

H i 4 O¢ SRCJIE ¥ Al 52 SRC ¥ 42 1) AR O 41
JL =R Y 250k e RARZ |, 1T SRC 5 AE 1 LG9 25

AR E WA ARA N AR, NI, A S0 32 38 a4
SRC V2B A QI A LA, LA i) 10T P e 36 1) 52 2%
A2 0 2%, O e PR 2 W IR T 4 Bt O 4 9 BEE
WA

2 SRC##ML5iAE

SFKs i 1 DU R S5 A4 5 (SH1 ~ SH4),
% HARTFE I RRER A 3R (UD ) DA K 55 A7 T R ik 3k
M BRHES AR (CT) 2. SHA X3 (] 2A,B) %
DX 3 25 P S P i Ao a5 (3 B2 Y s ks
A5.) 3 SH3 S5 A0 IR 455 Ml 200 5 41X s SH2 2544 15§
S R IR I R P 571 5 SH 25 A6 a5 A i 0% ko7
A B R ATP Z5507 55, LUK A B AL L 1
(X9 SRC 4 Tyrd16, A SRC H1°4 Tyrd19) , 3% A4
A BIBERR AL R] LIS 23 A AR S A AT 1 5 DL S —
A UM R AL S (8 SRC H o8 Tyr527, A SRC
oA Tyr530) BB v 45 A4 35

SRCA Z R PP , X LEAL R LR /e P>
Tk G FR W BR AL b Tyrd16 1 Tyr527, 47 T SH1 #4 1%
RN EY Tyrd 16 B B2 A6 T 9CES SRC, i {57 8k o 45
I TyrS27 Wi AL T SRC AR YT T . 7E
R AN, SRC IR FFAETE YEM 4, SH2 5 A 4 5
WAL I Tye527 S B 53 F N4 Ak, L K SH3 2544
Il 55 I e I AR X A e x5 B R R A
R CHE 2C) o S v—Sre Fl e—=Sre JIT 4 it (1) £ 1 9%
NN BA AR R I, (H 2 BUR Y o-Sre 9 B 1Y
SRC 8 &t = il P 1) Tyr527 705, & T BUK A
PRI AR B Ak, T e—Sre gt 0 B I BRAE & A=
AL a8 SOk ml e B O, A AN 23 R A B e
Lo

SRC 1 I AT LA el i MR GE o 85 R G
VBRI SZ AR I AZ (RO 52 14 1% SRR A
(veceptor tyrosine kinases, RTKs)"", Uil /Mg 2 4
A F 32 1K (platelet—derived growth factor receptors,
PDGFR) \ % B2 LA N T 52 AR 5 4T 4 240 i 2
N F 2 1K (fibroblast growth factor receptor,
FGFR) | Jif & 2 FE /L 4 7 -1 32 1K (insulin-like
growth factor—1 receptor, IGF=1R) | c— Met , £E 7% Ji
% F -1 % 1K (colony stimulating factor—1
receptor, CSF—1R) Fll 1 41 il Kl 7 3Z 1K (stem cell
factor receptor, SCF-R) /5. LikZIKESES
P 5 SRC Y SH2 B SH3 Z5 #3045 4, iR
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SRC exerts its effects on tumor cell behavior through a range of mechanisms mediated by interactions with various substrates and binding partners.
BE1 SRC xfBhEE L 1T A B S0
Fig.1 Effects of SRC on tumor—cell behavior

A AR ELAE D, AT 3435 SRC SRR . 52 1A 1% =R
WEIR T o (PTPRA) | IE 52 1A I % R % 1R T SHP-1
(PTPN6) 5§ PTP1B {1k SRC #4[iff Tyrd 16 [ iR 1k
F Tyr527 W8 Ak A & A= ik, SH3 25 Fg 1l 5
JEEY) & IR XA B, DA K SH2 250385 4
TR A s R A7 oS A ELVE 40k SR C A% BT i
S, SRR X IS A R I R EA T R AL
(F20),

SRC 30 i 38 # rh CSK 5% CSK [7] 5 84 s el
SRC Tyr527 v s & HE W IR AL , T & SH2 Rl Uiy 45
FI il SRC R AT & ek S 25 4, AT
SRC & HE ", ek, — SRR , W PTEN nf fif
SRC B Tyrd 16 {37 5 KSR AL , i SRC 3%, SRC
MR G E A, M CSK AL & IS & 45,
T EAEE A, W CSK 5/ E A s SRR &
£ Bl 3o G 16 9 25 11 (Cbp/PAG) , CSK 5 Cbp/PAG

AR HAE & CSK Al SRC A 2675 7Y o A Y 2
H A AR 2, 40 caveolin—1""" 1 connexin43'*’
fit 4% [5] i 48 3% CSK F1 SRC, M i #1 f SRC.,
Connexin43 1] L5 PTEN & E#1 5% CSK, iX F & 1
ML AT 5 2l SRC™™ . 78 1 i 40 i rh o 2 B T
XA AVENLE, CSK 5 H PTPN22 Zif i i1t i 2 g A
HAEH L Ad Lek B Tyr394 1 Fyn A Tyrd17 (624
T SRCHY Tyrd16) Kk ft , W] Lek A1 Fyn
H 6P, RIS B ] CSK. BBk, Chp/PAG 1185 R 1L
A B F CSK W45 & Fi&#£ . SHP-2(PTPN-11) 3
IR Chp/PAG IBEERf T HIH] CSK 7 55 LA
K5 SRC Wy #f™™ . BRIt A, 4n SRC X HE 1
e 2 ik 5 1) SR A0 A LA AL T, e 2352 e SRC
PRI @S 2, SRC ISR e —A
BARM R, 255 0 AR B 2 Ml SRC I #4)
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A: The domain structure of SRC. Dashed lines indicate intramolecular contacts established in the inactive conformation. B: Three—dimensional
structure of SRC (https://www.resh.org/structure/1FMK). C: Regulation of SRC activity. (D SRC in the inactive, “closed” or assembled conformation with
intramolecular contacts of the SH2 domain with phosphorylated Tyr527 and the SH3 domain with the proline rich region. @ SRC is activated in
response to a variety of signals; the activated receptors compete for binding to SRC SH2 or SH3 domains and disrupt SRC intramolecular interactions. &)
SRC is activated by autophosphorylation at Tyr416 and dephosphorylation at Tyr527, catalyzed by the receptor protein tyrosine phosphatase o (PTPRA),
the nonreceptor tyrosine phosphatase SHP—1 (PTPN6) or PTP1B. @ SRC in the active “open” or disassembled conformation with phosphorylated
Tyr416. SRC interacts with the SH3 and SH2 domain to the proline rich region and phosphotyrosine motif within the substrate for tyrosine
phosphorylation. B Tnhibition of SRC requires the binding of active SRC to CSK recruiting proteins (Chp, Cav—1, Paxillin or Cx43).SHP-2 inhibits CSK
recruitment. © CSK phosphorylates SRC at Tyr527 facilitating its intramolecular interaction with the SH2 domain. D Phosphatases, such as PTEN,
remove phosphate at Tyr416 resulting in complete inactivation of SRC"" (https:/www.nature.com/articles/s41388-022-02487-4).

El2 SRCHILZHSIRE
Fig.2 The structure and regulation of SRC

3 SRC 5 458

R T XA HEA T R TR SO A DGRl 2
2 FhaE PR RE T, WnpE RR PR U IR R A SR A
PEFIRE S T 4 (4 il 3l ) 2F 40 i A Fn
SEG B o SRC X I I it 5% i () W] SETEHE 7F SRC
BFgE s AR AL B T 20 4 70 4EAR 1 — R B
FFAIPE TAEZR W, B Rous [R5 955 2 575 £k 40 i (B
SRC ST IR AS ) ] (o 0 e ik 0% M 3 348 =,
BN T34 22 e v 2 SRR AR A i L, IS
AT % B SRC 3 358 A [RIBIL 1 37 55 4% T A, 60 435 9]
B A S T (HIF-1aF MYCPY) | g %

a3 W W R Ak E % % AH OC B (HK. PFKFB3,
G6PD) , LA K Xof g 2 A 3 R i A 14 4% 0 368 1% 1)
45, U PI3BK-AKT-mTOR %l 1 36 iz 4 KN 7%
KT BN R AR SRC XM A 14 B R R
3.1 BEEEEEE

] 7 W AE 1 25 BE % 32 1K (glucosetranspoters
GLUTs) A4, A28A7 14 Fh[F) T ™ . GLUT-1
FGLUT-3 3 75 [7] T 55 988 0 fe M AH G, 9 HLAE
FERE PR It R . GLUT-1 2 5 3% il Al i
FE A TR, GLUT-3 & “ M4 " SF R IR, X 4 %
BEISERN i o AR 20 1H40 S04, W5 s v—Sre
Ak 20 B AT B e B IBE R R, JF H 5 GLUT-1
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mRNA F& [ K -F 3 n A ¢, 1ok, SRC Al
T 5 9 Ao S5 DR TR Y GLUT Y335 - 76 28 I ot
FJ: 211 Bf1 7 (glioblastoma multiforme, GBM)H',SRC 1]
i3 HIF-1a 9875 GLUT-1F1 GLUT=3 1 7K -0,
75 FL R 40, 3 SRC AT FEAE MY C B K ik &
£ GLUT-1 mRNA FIZE F/KF R
32 CiEHNEE

41 L PN 1 25 OB Bk OB S (hexokinases,
HKs) W 2 1k 615 2 ) 45 % (GoP, Hir B4 7 41 g
PR ) 33 2R I ) 58 — AN PR P B . AETRE L
SRC AT 87 {at S5 200 it 0 s 240 G v 8 0 35 il ) 6k
UG PE, FEE HK-1 i HK-2"', B 35 A BF
5% & B8 SRC A LA B 3%0% HK-1 F1 HK-2, SRC 4
SRR b HK-1 19 Y732 Fl HK-2 1) Y686 5%, A
SR T eI A TR R T ORI AR . RS
i 98 1) O 2R 5 D, AR A R OAS TR 68 O i, e AR
SRC 1R k. HK1, HK2 (07 15, LA AP RS AR /)N
AR LR HKL, TR SRC 38 1 % HK A9 387 fie
HERE KA G R FETR S 2 i A B, OB
T IVt B I 2 6 2 SRC YR 30811 i 728 HL 36
I A8 e 3
3.3 WEERRVEHER

AR AL 7= 4 GOP 2 S A il 6- Wi IR
S (FOP) 45 T ok J2 W I ik 2 128 1 e B 3k
AW W R M BB -1 (phosphofructokinase—1,
PFK-1)¥f F6P A nl i M Wi P2 b 1, 6- W R 2R
B (F-1,6-BP) . PFK-1 1 —Fh F6P A4 i1 A 4 S
W2, 6- Wk (F-2,6-BP) Z5Hg 0% , M F-2, 6-
BP FH 6B 12 L -2 S AR s -2, 6- W IR I
(PFK-2 3 PFKFB) i 4% . & H § A& 3 09 /U F
PFKFB [f] T.l§ (%% & PFKFB1-4) ', PFKFB3 /&
o ) WE TR 75 50, P 2 T A R
i} N BRI 2 , 35 47 Fi 5k & B PFKEB (15 14 52 v—
SRC 415, AR &A1 2 2 PFKFB 1] fE B /%
RIREEG (41 SRC) EAEBERR L , (HAA] fe 242
T —Fh ¥ & PKC FUEG S0 M 0 T R LT . d
UL, B UE T HK 7] 9 SRC B 1k 1 A BA B & L T
PFKFB3 A % SRC #7% , PFKFB [ N i 45 44 48 55
SRC ¥ SH1 Z5#b Al BAE M, i PFKFB3 7E Tyr194
{7 s 9% SRC WM 1k . 5 A2k (JCiE M SRC) Al
PFKFB3-Tyr194Phe [ fb it [ 4 Jfd AH LL , Tyr194
VAT P A S50 4 2 M 5 B 2 i Rl 2 1
WARTHE VRIS . PFKFB3-Tyr194Phe 7878 235 i)

I 3G 5 R LR AR AR AT . BB AR, T
e A P A v % B, 35 1k 1Y) (R R 1k ) PRKFB3
Fl SRC 7K 2 IEARSE
3.4 AERER I EE

TN T P2 3% 1 (pyruvate kinases, PKs) , Jii 45 &
S A A B R O 1 X TN T 7R (PEP) % £k Sk T4 T
% o [ A 1% ik B — A%, PKC[) TO/ PKM2 (L
PR I) T, 7 3 22 oAt i 2 80 o 3258 ) 7F 20
TH2e 80 AFAAHLI H %28y SRC KW (H 5 KZ4L
At AR T fie T AS ) ) 2 , PKM2 % v—SRC W1k 2>
il HL 3G PE R AKX PEP (25 F1 0 R, L
b AR AR A R Y PRM2 3 DL D SR AR TR AT
X2 PKM2 916 MR G, T 2 % 0 7 16 A 79 T
iz, 3 3o 2R (A AL = AR e, SR T, TE R A B
KZ%L PKM2 #i & —R A&, RIPrE 09 “ iE " PKM2,
ol Ao e 1A I (U0 SRC) BB T 2 B S T
TV RS S DA IR M A A ) ™= 0 05 A
i, DA SRR s g
3.5 FLEARiSER

FLIR B & B (lactate dehydrogenases, LDHs) Bt
fiE M £k 7Y T R A6 D AL FL AR (LDH [W] T i A,
LDHA) , X e Ak ZLR S Ak % i 2 (LDH [7] Tl
B,LDHB). LDH LA K% BE AL (enolase) (R 3Citt
W) FUBE R T I R 22 1 i (phosphoglyceromutase )
1 20 tHhad 80 AR W 2k v—SRC JKP'* . iX
SR F RS, A/ NS IR AN, LDH £ Tyr238 Ak
B SRC (RSV i@y ) ®hmfb , (HILThResZm A 15
WA A, 2017 4FE By — W58 & 81, LDHA #
SRC 1 HER2 7£ Tyr10 Ab @R AL , i LDHA 25 il —
TG 378 R ) DU SR AR 52, S L8 At e 2 pl b Ok 1
PAT SRR IEERS A 3
3.6 HftiER R

M 2 IR 53 A T o I A7 Bt 2 SRC IR, B 3-
W 1% H 3 1 I3 S0 (GAPDH) RS BE AL il . R4S
SRC ] {fi GAPDH 7E Tyr41 AbBERR AL , 3 R 6 1 1)
45 S5 B 2 T DNA 5340 B0 A 5 1 i A&
Ll A G, B TMEEALET, 20 4l 80 AR AR
1, AR [E) B LR 55 T v—SRC X4 P g ) 1 1
FEAE >, DL B i A8 4 X g 3l ) 24 1 R i e
M) oSS AE s T T ol T A A L At — S 20 i 2o
(WA LVE I ) h R 4 EEAEH AR ZHOM G B
TLHEVE R SRCIE Y W98 #0-5 MR fR G . % F
GAPDH Fl4 B AL il (%) 105 P 5 foss A — a2 I A G



760 HlR AR 2 (R A2 ) 5 45%

PEST FRAT R H LARE , SRC X AT A Bl 1R 1L
S DA KA AT s e AT TR R A= e VR
3.7 SRC 5®EXEIREZ

GOP 11 Iy — Fh AR 8 i 45 2 B 2 00 & 12
(pentose phosphate pathway, PPP) , ti J& # % i i
PR — 032 o IR B B S — B B A
16 By Be L 77 A o T e B R R A% R BRI
(NADPH) , 0] DL B 16 M4 (ROS) I FR 2, 2 41 i
PN B BT AR s -5k , T AR & 5
A-TRTR A EEME T T5 0T 75 1 A R 5 25 — B Be
JEAREALRY By, EE A ROKIE A . L PPPAE
PG RT B RHEEZENER . AR RV R
Jif 98, GOPD 1] JE i GSTP1-G6PD-SRC & & 41,
JF HLAE Tyr 249/322 i 53 9% SRC W2 fk. , DT A 4
HAYFYIHe™ . Ma %™ &I, SRC Al fiff G6PD
Tyr112 K AW IR AL , 5 & 8 1 7 28 Ak, DT 48
G6PD 1Y fi#t 1k 7% 1 #1 PPP i &, & Pl % 7 AU
Tyr112Phe~G6PD JI i 20 M B AL I /) BRURSE L 1 Jieh g
B /T GoPD BF AR BRI/ R, BE 2210 02, 76 I R 45
HMEREA T, & BE SRC AT GOPD it 2 15 Fl G 4 1E
A, XLERFSE W, SRC REWE IR 1L PPP il , DA 1T
P15 PPP [ 3& 1, T2 iE DNA & il 5 25 i g
il

4 SRC #74) A

M T SRC 7EJAE P iy B2, AMTTHE IR R
RIRE R R F 5% T 228k SRC #II5], Horh— 26 B A
R TG IR . Hod, ATP 354+ SRC #4571 -1k
0 J (Dasatinib) . ZE- K J€ (Saracatinib ) 5% {H &7
% J€ (Bosutinib ) , 7E Ilffi R Fi 452 L 1k PRI 50 15 2]
TR rh ks vy e, gt T
IR o X SEA I 5 SRC #Y ATP 4545
G546 ZAL KRR AR 2 s RS . R
BRI IR TR R RS T RAFIYRCR  (HiX 2 SRC
1 590 E b I 8 T i DRI 45 R N TH A
Tt B — TR SE 4B 78 T ATP 58 P il 77 25 7= AR
M 2457, ATP S8 4P 5] (EP 28 By SRC 5]
5 SRC (45 G 2318 SRC Al AR S I IR, AT il
SRC S fHi ] 5 JI M S5 W, A SR A0 i) 55 3
Ro AT i 240 b A A Tt 25 9848, SRC IR W ik 2 AR 25 5 1k
SRC WAk TS R liFid gk . R, o 17 B Ik
25 it SRC AW 7] JCik AR GF B9 4615 SRC A B Y

AR A, Temps % JF & T B 19 SRC 71 1 51
eCF506, 7] 45 4 I35 8 SRC WY AR TR PERI 42 0 A1 05
AN TR Y5 SRC H SH3 FI SH2 45 B A 45 4
T BRGNS . WESE R B, eCF506 TE AR
SRC & M9 [ B, A ] T SRC 254 85 2 4 BE
fif} (focal adhesion kinase, FAK) FUBER 1L, X156 5
ATP a4+ SRC Ml I REfE #F FAK 5 SRC 454,
FEfd FAK BRI TL Y 25 SRR A R

FETF % SRC Al 70 (9 ol B o, o R B TR
W BB, B ) BRI 45 G 6 a5, T RS2 SRC P
SERIN Y ATP 25507 05 o AR HE « th
T2 IR AR 351, DT EL A B 8 A 3 il
PO REE , LUK SR (25538001 . IR e 5
0 L P mM 3k BE B ATP 35 4, D25 A 3
Y. FESE 1, SRC AR KX2-391 Fi KX2-361
DL nM 0 ) BRS040 0, T I R i b 2
PR . XEEZ AR YITE S SRC MG RITEIR T
X LT 2 IR Y R 0% P i (KX2-361;
https ://clinicaltrials. gov/ct2/show/NCT02326441) F
Jay #83R 97 Ot Ak P A AR B (KX2-3915 https://
clinicaltrials. gov/ct2/show/NCT02838628) ) IIfi PR iat
s TR

BTt SRC P 50 04 o — P 5 S T .40 i
W SRC LA . Al ik, — L8 H BT (4 CBP
5 Cx43) 20K SRC 5 H A P ) — 4 5, K
1M S8 SRC WM H] . Cxd3 UK TAT-Cx43,
A[{EH SRC.CSK F1 PTEN %1457 & , T4 i)
SRC BYTHEE ", TAT—Cx43, 00 1F 258 L4 i
RSN R AL S50 b (L6 BB BT B IR 1)
FARFRA )l 1 F ] SRC B35 M 2 44 T B Al Bt i e
PEFHSS5 . TAT—Cx43,, . A4l 28 200 B fy 335 5
P0G TR A2 28 AR RT SE A E wE , DATT $E  ER
GBM /I BRI A7 % 0 . SRC ) il 57 TAT-
Cx43 0000 [ — KA AT IR, 8 X5 J5C ST P88 1 400 ST A L
A RE SR X A R i 40 VA R ), P X
TR S mT B B e b 40 i 2R AL ) SRC I 1
IR, PR TAT-Cx43, 5 2L HL IS A 52
) SRC, I H. TAT-Cx43, ,,, X #2550 F BT I8
4 Mo By 2 PE K T ATP 35 4+ ¥ SRC 40 7l 7
Dasatinib™', A, TAT-Cx43, .. 5% SRC Jii , 12
PET SRC M TTF I AE G2 18] 5 P AE 2 B 6 A8 BRAIC T
SRC 1 ¥, [a] I FAK B 2 Ak o gl 4 il , 156 B TAT-
Cx43 o MU SRC A TEME , A MR HL 5 Fy
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FATIXE SRCAM LA T BB 58 P A T —A
FELEE , I SRC A5 1038 % B T A& 4% £ St
AL A 3 J S ) FE AR B 5 0, BT LA RVl FE AR
[Fi] Fg 100 1) 790400 7 SRC 6 1 B, 8,25 B2 Wi A () 40 i
RS [R5 538 5, 41071 SR C AR 385 SR fe 2K B e T
FEFP AN R SRC BAETE (A KF-FgdE . B,
BRI SRC I 1] 390 76 AS ] i 8 A5 780 v ) % SRC A 56
B {5 5 3 (FAK Akt 36 7 B KR F 32 4K (Exk
Stat %) FIAMMLE R (HFE A706 TR R 2E T
AR WA TR ARG . T e 5
TR AR A T BV S 2 A O O HL R
Yl 5 HAROA B Z A e G IR S E X R,
HIF 5 SRC 1 751 X6F firk 958 200 it LA K% R 5 400 i v S
AR AR A5 M 4 2 S (AR £ 8 A SRC ]
I FRAT I PR 25 Ak 14 ] e

5 kLR E

B IVFEH TR R R /I P 22 5%
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