p [ R A 4 2018 4E 1 45 38 445 1 1 CJITWM, January 2018, Vol. 38, No. 1 - 85 -

- R ERAT I -

H 8T & 25 T X i & 40 AT iA RAW 264. 7 41y
FAK/Src/p130Cas i # M I 15 i 2 iE A+ 19 52 i)
Spua? e MR ZEAT REHE AR

WE HB WEFBRF 42 ik st a F a4k RAW 264. 7 42, FAK/Src/p130Cas il #4548 % &
REARARZELFRXERTHH R, itk HEFRT S HhFf A2 B Kb E, 55 TR EEI 0
AR IR RAW 264.7 zaft, F712 h #224 h 5,32 mRNA #% &, % %% % PCR(gPCR) # |
FAK/Src/p130Cas & T #1425 %42 H -+ CRK.C3G #= RAS mRNA & k64 T AL, & A & & % 9% 67 i ik
(Western blot) ## FAK/Src/p130Cas & T #4155 % 42 W -+ CRK.C3G #= RAS & & f ik 8§ T 4L ; &)
ELISA &#bmlgmfe LAk IL-6 . TNF-a .PGE, &%, &R LRPAEEKLFHIEK, FHEHT 4 H0F
21 FAK.Src.p130Cas.CRK.C3G ## RAS # RNA # & & & ik ¥ 9% 2/ ¥ (P <0.05,P <0.01), »A
FAK.Src.p130Cas TR AR H, mumle L&k X% B F IL- 6, TNF-a = PGE, 42 2 FH (P <
0.05,P<0.01), &8 HHF &% ikt TiA FAK/Src/p130Cas & & F #1435 & F 84 £ ik, ¥ 4)
RAW 264.7 2 ft.5 ik ¥ 5 B/, A f 495 RANKL + MCSF #5649 288 48 i 412

I H ;4% hiE ;RAW 264. 7 ;FAK/Src/p130Cas il % ; % 5 B T

Effect of Qing’e Recipe Containing Serum on Osteoclast Precursor RAW 264.7 Cells via
FAK/Src/p130Cas Pathway and Inflammatory Factors GUO Shi-ming'?, ZHENG Ya-ming', CHEN
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ABSTRACT Objective To observe the effects of Qing’e Recipe (QR) containing serum on osteoclast
precursor RAW 264.7 cells via FAK/Src/p130Cas pathway and inflammatory factors. Methods QR containing
serum and normal saline (NS) serum were prepared, which intervened osteoclast precursor RAW 264. 7 cells
in vitro respectively. After 12 and 24 h intervention, mRNA and protein were extracted. mRNA and protein lev-
els of FAK/Src/p130Cas and the downstream signal key factors (CRK, C3G, RAS) were detected via Real-
time quantitative PCR (gPCR) and Western blot respectively. The levels of IL-6,TNF-a, and PGE, on cell super-
natant were detected via ELISA. Results mRNA and protein expression levels of FAK, Src, p130Cas,
CRK, C3G, and RAS obviously decreased in the QR containing serum group, as compared with the NS
group (P <0.05, P <0.01). The decrement of FAK, Src, and p130Cas decreased more significantly. The se-
cretion of inflammatory cytokines IL-6, TNF-a, and PGE, decreased more significantly in the QR containing
serum group (P <0.05, P <0.01). Conclusion QR containing serum could down-regulate the expressions
of FAK/SRC/p130Cas and their downstream signaling molecules, inhibit inflammatory cytokines secreted
by RAW 264.7 cells, therefore, inhibiting RANKL + MCSF induced osteoclast differentiation.

KEYWORDS Qing’e Recipe; drug containing serum; RAW 264. 7 cells; FAK/Src/p130Cas pathway ;
inflammatory factor

AW H  [EH A RFE LS % I H (No, 81574003) ; i dt 4 BHE T 5 S5 H (No. 2015Y0069 ) ; MRrI 3 P R 45 & & R 2 4: %8 Bl (No.
CKJ2014003 ) No. CKJ201411)

12 BT A AR A N T P B B R (AR 363200) 5 2. @t 5 25 K2 Hh G IR 45 A58 e B 3 T (A 350122)

WIHFE bk, Tel :0591 - 22861090 ,E - mail : lyp66 @126.com

DOI:10. 7661/j. cjim. 20170614. 138



. 86 - PEPHESS

Zki 2018 4F 1 A% 38 £:4F 1 ] CJITWM, January 2018, Vol. 38, No. 1

B BB AAAE 6 ) & i AL B T IS AT A H AR
AT B V2 3 . R AN R RE 1 2
B 28 I B I 2 7 114 E PR 40 i
ARG SRR 5 B 20 M A 2 R B W L i 5
FE 2 B FH B vk, DR A ST v 40 B A A R 7R AR A
SR ST R A RE 0 B T B, HRritsr e ke,
FAK/Src/p130Cas i [ AT L 52 9 17 5 15 20 it i) 285
AR 8 A 10 ) - 40 B T 2, 6 R I A R
BRI o AR AT IR T 2 I, 75 1Oy AT %
JRBE TR R SR 3 18 B — i 5 K1 R R
Il RATF It e B, 75 4k 7 %o B & M B o i A6 A A P A
BB EAE S o g ik — 2 B B 35 1R 7 B A 4 & ) 1
BB AAAE FIVE FABLE , AW B R FE VDA S8
TR 25 035 T TR S0 35 5% 0 1 40 L, A FAKY/
Src/p130Cas KH T iFfF 54+ CRK.C3G 1 RAS
MRNA FIEE [ 3%, DA s iR AE 7 IL- 6,
TNF-o F1 PGE, )% 87484k, ARG W7 By it B i
BAAE 9 &I L]

MHETE

1 SLEEiY 3 % SPF Zilit: SD K
30 K, W Ll 3 s L g sh WA IR AT w42 it 5
55 shW/F Al k% : SCXK (97) 2012 - 0001, 45 4% ik Z
5. 0001101 K (231 +11) g, BE A S2 B S 3R
WA P E RS O MR =E (&
FSES : SYXK 2012 —-0001) . fr 23R 58 : L (22 +
2) C,IBE(55+5) %,

2 LAY HWOr A (EREP) 15 g AME
g (Fh45)10 g BBk (1P)10 g K55 g 4k, J5izh
M TR g e 2 R 2z [ e o, R e b PR 2 K R
S PO SRR A . 8 AR KIR I S R AR
BILRE 2 IR, BIFRIEW, Teft 72 R ash 78 LW As
PR B4 U (B iR B 5 4E255.79 g4 CfR
e ) o

3 EFERKNSMUA RAW 264.7 4if (£ EH
ATCC e, =45 TIB -71) ; FAK Hiik ( £ H
Cell Signaling Technology /A Al , 4=t :3285) ;
p130Cas Fi 1Ak (3£ [H Santa Cruz A+, A=t 5.
sc —365200) ;c-Src $ii1k (3£ E Santa Cruz A+,
S sc - 18) ;C3G Hifk ( 2 Santa Cruz 24
A, A7 b5 :sc -32055) ;Ras Hitfi (£ Cell Sig-
naling Technology /& w], 474t %5 : 3965 ) ; Crk #i{k
(% BD Transduction Laboratories 2\ Al , =4t
5:610036) ; — P fi B (35 = KA HOR WS,

A IS . PO023A) s i BRI (3 = RAEWE AR
FERT, 4745 :P0023D) ; B-actin (bt & R4 2E W)
FARGRA A, A= #t 5. HC201) s B —#i (dbai 4
REEVHARGRAF, A5 :HS201) ; % —ht
(A2 REAEVHEARGRATR, £ it5:HS101) ;
TG R T b e Marker (28 = KA H;
ARBFFEFT, A 77 #t5 . P0068 ) ; Beyo plus i ffi k2%
KRN & (B REYHERTRI, £
P0018) ; ik ik 7l & ( H A& TaKaRa 2 A, 4= 7= it
5 :RR047A) ;PCR 5% ( H A& TaKaRa A #J, 4
f1t5 :NSO 2033945 001 ~014) ;SYBR Premix Ex
Tag PCR Kit ( H & TaKaRa 72\ #l, 4 7™ #t 5.
RR820A) ;IL-6 it I e 72 M B ik i ) 6 ( P vt 4% D
R A BRA L, A7 S SBJ-M0044 ) ; TNF-o i
5 A W RRF Xt & (o s AR DU A BR A W], 2R
7t : SBJ-M0030 ) s PGE, ifHhk 52 Wi B 1t 4
(FER AR VMBS A R AR, A7 it5 : SBJ-M0055 ) ;
ELx800 i ( 2 [ Bio-TEK 2] ) ; BRI K14 &
4t GEL DOC 2000 %Y (£ PE /A H]) ; 2G50 i i
PCR ¥ 7500 fast % ( 3 [E ABI A H]) .

4 ST

4.1 HmiEmH & 30 K3 Ak SPF % SD
WEPE I BR , BEAIL S B 2 41 75 Wk AL Fn A= BRER K 4, 4%
156 Ho MMM FRT7 Kg, FEES . SRirds T
H KT 0.62 g/(kg - d) , A BER K4 LAA: 4R K
2mL/d EE , WAYESHER 7 R, Tia —KES
JG 1 h TR RER Eoh ki, £MERTHE2 h,
3 000 r/min, &.0> 15 min J5 B L3, R4 &R ST,
56 °C7K¥AKIEFMA 30 min, i UE%s(0.22 pm fL1%)
S UERR T, 20 CHATEE .

4.2 WEAMETR RAW 264. 7 4015 S5
SR % BU15 AR AN A A4, LA
1 x10*/mL % & 3 Fh, it A 5 H DMEM 1 97 3k +
10%FBS, 1£ 37 °C 5% CO, 5 F2 46 15 3%, 41 Jfa 0y B
48 h)g, KR 3R, IAGE T 4016 W (& DMEM
R4t + RANKL + MCSF,RANKL X MCSF 7E#fL
A2 B 43931 & 50 ng/mL F130 ng/mL) ., %56 K
BE RS, TRAP e o, Bl 3 M D B
Z AN H AT ST 2 B R B A

4.3 f BRI R A I T 1 RAW 264. 7 41
MDA S FE T WM s v HUE 6 18 RAW 264. 7
AT LA AE T 24 LA, 40AE % 3 x 10° AL, 40
MU BE 24 h J5 TE A 55 IR (= B DMEM 85 57 5 +
RANKL + MCSF,RANKL K MCSF 7 AL i iy & e
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43 514 50 ng/mL 130 ng/mL), 45 A 5% .
10% Fi1 15 % I 1k 75 1% 245 10375 sl A R /K I s , A4l
3ANEAL. B2 K 1 Ik, L 5% 6 K, TRAP 4t
0, B R BN L 3 M M LA Y 2 4
FfLgR o ORH ) e B 7 1y 3 24 I 4 5 A B K I
TR A3 A 5 e 2 S A B S % I 3 R A Dy e R
JEATIE L,

4.4 WEEAMM A, T W BEACH RAW
264. 7 41N 1L FEF T 25 om® BE IR0, 40 1 x
108 /35, L) =ik DMEM 355538 +10%FBS 1557 , (41 i
WHEE 24 h 5, FEIRIE IR, 34 T 1O & 20 s 41 R
FRERK MAF AL, ARG SR (W 4. 3) , Fo3 Bl A fe
VR BE T T 7 2 24 LT B AH I ik B 1 A B R 7K Il 3 -
Kig#12 24 h J5 W4 S 40 3l

4.5 et ImtE R PCR /I RNA KA
Trizol AR EUZN AL RNA AR5 5 5 S5 & i 5
WL BRI T 5%, 4 i FAK . Src .p130Cas .CRK |
C3G il RAS ¥ 145149y, #47 PCR J2 i, PCR 5|4
JF%1. FAK 51%). Fi#: 5'-AGAACTTGGACGCTG-
TATTGGAGA-3', | Jif: 5'-TGCAACAGCCAAA
GCTGGA-3';Src 5|4 Lif#: 5'-GCAAGATCAC-
TAGACGGGAATCA-3', T if: 5'-GCATTGTCGAA
GTCGGATACAGAG-3'; p130Cas 5| ¥: I it 5'-
CGAGACCCATTGTTGGATGTGTA-3", F iif 5'-
GGGCACATCCTTGCTCACAG-3';CRK 5|4y [t
5'-TGAGCTAGGGTCAATCGCTCATC-3', F iif 5'-
CCATGAAGGTAAATGGGTTTGAGAA-3"; RAS 3|
Y. bt 5'-AGACTCGAGTGGAATTGGGTGAA-3',
T 5'-TGAACATTTGGCTGCTGTGGA-3';C3G 7|
Y. b 5'-TCTGGACAAGGTGGACCAGAAG-3',
T i 5'-TGGCTGTGGAAATCATGCAA-3'; B-actin
191 it 5-AGGCTGTGTTGTCCCTGTA-3', il
5'-ATGTCACGCACGATTTCC-3', 3| ¥ i F #i 1
DEPC /K& f# /% 10 pmol/ul #FEZH 51 HiE . b
ERMEE OO, EMRERG SR GRS . YOk
E i PCR AL EMTF :95 C 55 72214,60 C 34 s B

60 C 1 min,95 C 15 s, 58 i £k, LI A
B-actinfE N NZ W 45 AU RE R A TR AL, B 2 74 ik
(RQH) THESEF AN ik i o

4.6 Western blot (LRI 4 2 i 34
AN, 4R A (1, BCA YE A I A 1 ok B s 72
PEo 11 30 pg ARSI TR AR 4 pL B A
A5 T RbRUE Marker , 43 B _EREFL A LK %
JEE BT, —BUE R, PR, VRN, fh e RO S
I A Image Pro-plus program version 5.0 &{% 43>
Br &4t 53Hr PYDF BErb i H 4507 TH5AL B 3h iz
LR BAAN % BE(E

4.7 ELISA ke 050 & S an i B T =
T R4 30 min, %18 ELISA i & B i, i 4
Bt e B NS G OD L, 2 TRl b it 2%, FEAR
FEfh OD {55 5 X B i FF vk B, F 5 IL- 6.,
TNF-o .PGE, i &,

5 gGiitegdrik SR iz 11 SPSS 18.0 4
LA AT, S x +s Foom, 4LI] FL iR 5
K7 250471, P <0.05 hESFAELGH¥E X,

# =R

1 PHALE T 0 m 40 0 5 SR 1 R
(E1) B3EFR6 Kg &8 RAW 264. 7 4ififi /1L
WA B MR 2% E AN, 24 TRAP g, m]
LA 2 ) AT % o >4 PR 2L I35 vk B2 34 R 5% B,
Az PR 7K LT 2 RN 1K 5 24 LR AL P B 4 L )
T2, WA T T I35 v B T T v, TR L D - 20
BORWTL o 5 AR K v 2 R, AH R BE Y
W7 5 24 1T 20 B 75 -5 0 1 1 400 R 5 /(LA ok E
LY PG 2 22 AN B o 4 7 0 1 2 ML VR B
10 % B, 75 1% 24 355 20 5 A ) e B 7 A 2R K I
TH A B A A 25 5 K (P <0..01) o 4 PRZH i
THURBEA 15 % B, 19 2H 1 240 e 1) 50 ot 8 W 0 2>
PIZH 225 7R/ (P <0.05) o 4% 10 % Il 1 ik B2
AT GBS

2 WiH4MM FAK.Src.p130Cas.CRK.C3G

KIEAR JEIR 40 IR, SR A&, 95 C 15 s, I RAS mRNA KA AN(£ 1) FHEGT S AMEH
F1 MY FAK Src .p130Cas .CRK ,RAS.C3G mRNA HXfRirEHE (x£s)
ik n o EEFEEE FAK Src p130Cas CRK RAS C3G
ALK 3 12 h 1.000 +0.000 1.000 +0.000 1.000 +0.000 1.000 +0.000 1.000 +0.000 1.000 +0.000
24 h 1.121 +0.070 1.141 £0.026 1.283 +0.067 1.364 +0.035 1.462 £0.053 1.583 +0.095
WA GAIME 3 12 h 0.784 +0.092*  0.823+0.036** 0.811+0.028"* 0.811+0.033**  0.888£0.057 "  0.839£0.032 "

24 h 0.650+0.059 "~

0.728 +0.038 **

0.733 +0.060 **

0.934 +0.092 "

0.971+0.164 "~

1.013£0.069 **

SRS AR g, "P.<0.05, **P <0.01
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5%

10%

15%

AR B R KL A1(x200) - 75 k0T £ 24 ML 41(x200)

A KM E4 i, P <0.05, P <0.01
o R S T I 4 24 1 T/ B RAW 264. 7 4 b B 40 (TRAP Z¢(5,)

1

S5 PR K I T 20 LA, 45 s TE) B AR A% R AR B
TRE(P <0.05, P<0.01), LA FAK.Src.p130Cas
NS e

3 W44l FAK . Src.p130Cas .CRK.C3G,
RAS EH R (K 2,£2) Hikr &2yl
5 A R K I 2 AL, 45 B TE) B R S AR AR Y B B
T (P <0.05, P <0.01), Lk FAK,Src.p130Cas
TR B

12h 24 h
N Q N Q
C3G WS e — e 111 DD

RAS Kkt iy — —

146 bp

CRK — w123 bp

P130CaS We— — — - 114 bp
Src W - . s 130 Dbp
FAK e —— - —— . 1,

B-aCHn W— G a—103 bp

TE N AR BER K LT 40 5 Q A I O7 & 25 i 4
2 FAK/Src/p130Cas {5 5l 5 5 HEAM
Western blot #: |45 5

4 FHLHANM FVE W IL-6 . TNF-a .PGE, & & It
BW(F£3) AHILKIMEH RAW 264. 7 4 it 43 i
IL-6 , TNF-a #il PGE, 52 5. B35 12 h, Hilk &

ANTF S 5

55 R R 1 AN

50 8 4= P ER K i 20
~ 40 @ BT Ais 4
<_
ﬂﬁﬂ’ 30
= 20
% 10 %

O A 4

5% 10% 15%

YA IL-6 A7 T [, 5 A 3R K I 3 40 JC A e 2
5 (P >0.05) ,{H TNF-a \PGE, B A% T 2E 3k /K ifiL
T4 (P <0.05), 24 h, H&IT & 2510054 IL-6 .
PGE, #t—# T, SABHK MG i, 27645
P12 L (P <0.05, P <0.01), TNF-oc W4 H %8 2%
SEGHEX(P>0.05),

i

Y25 I B BT AN 5 B IRy = 5 A, B E Y
FIC S ETE AL, 48 22 J5 B B g A (PMOP) (14 5L 45 15
B 17 2 T A W B A AR S IR R AR AT
B Y LA 2 R S B RSB TR R R R Ty
2%, DR 7 0 AR S 35 SR A5 R 2 B B O i A
JEMTEST-B, RAW 264. 7 41k /N B A% 11 10 5%
YA, SRR TN BRI, AR W RE v R R, = BT IS
PR 2 B — TP B A MO AT AR 20 0. = AF o 3R
B], RANKL FIMCSFEK 5175 A1 i 542 200 A B AT i
TIARAS R AL, T FH >f g 7 SHUAEL A9 R B 440 AR A
ST ORTRST N RAW 264. 7 41, 7 RANKL +
MCSF 55 FRi 9% 6 K, BRI AT 43 Ak A KA 40 i i
FIZ A B AN, 22 TRAP WYL (o, ] WL 40 i 121 2% 1) 45
Prk , WO 4 A S SRR R T ST

AHFFELE AR I, T U BE Ry 5% I, 1 4 L )
w2, WA 03 R BE A e, B B 20 A O 128
A LA Z R) 25 A et B . A) U e v B Y
5% 245 003 G H AR 1 A3 A B e A R FEAIL R T
A Ry 7tk 3 2k A T UL Bl B B T £ ik 40
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Fz2 PAAH FAK .Src .p130Cas .CRK \RAS .C3G H M Fik LI (X xs )

. 89 -

4151 n e FAK Src p130Cas CRK RAS C3G
AR 3 12 h 0.813 £0.058 0.833 £0.021 0.262 £0.011 0.769 +0.027 0.714 £0.015 0.772 £0.073
24 h 0.934 +£0.058 0.951 £0.021 0.329 +0.021 1.050 £0.027 1.044 +0.038 1.218 £0.073
LRIk 3 12 h 0.654 £0.077 " 0.686 +0.030 **  0.208 +0.022 **  0.624 +0.025"" 0.634 £0.041" 0.645 +0.044 *~

24 h 0.542 +0.049 "~

0.606 +0.032 **

0.188 +0.036 "

0.718 +0.071 "~

0.694 +0.117 "~

0.779 +0.053 **

0 SRR F A RS L, “P <0.05, *"P <0.01

R3  WLHANM EIEW IL- 6 TNF-o.PGE, SH L& (xs )

241 ) n 1 Fe it ] IL-6 (pg/mL) TNF-a(nglL) PGE, (pg/mL)
P R K I 3 12 h 103.808 +8.230 128.636 = 3. 292 136.477 +3.404
24 h 106.159 +5.856 150.678 +6.768 151.715 £5.328
07 ML 3 12 h 95.292 +12.459 115.127 +5.634 * 124.968 +2.881 "
24 h 89.004 +6.899 * 141.176 £9.417 102.180 +5.875 "

5 A B K M LR gL, *P <0.05, " P <0.01

AT B, {EL AR 3R I 37 2 200 0t 1 — 2 ik
A HALUHA o TE— 20880

PARHFFE KB, TNF-o P B0 1 400 e i
290 L Py 1 B e A0 R AEL 2 L A 4 R s B 4 i
B hBE A R HEVE T . PGE, &—FhE B
H ORI R -, BB SE R 40 LA TR B, W] 38 5 4 B
N AT AR Rl A AT 6 8 200 R 34, 410 1 45
b A HEE B, IL-6 F5 % B AN S O
Gy, EAEAE T B Al i o G (E L o fk, e
WAL 5 [ stk P A )8 Al 200 A i, 358 T EC Al PR
YER, 40 IL-6 w5 PGE, P[] R I 47 il - 40 i
1", TNF-,IL-6 J PGE, &8 St i & g i 2 v
3 FhEE A ST K, AT AR B A L 3 5 2
LA 534k DA KA B D RE ) B RIS I R . AR A R k&
T H RS20 TH 12 h, TNF-o & PGE, B &
(R (P <0.05) , IL-6 B A RN 5 A4 B ER /K I i 41
P g it 2= B . T 124 h,IL-6 B AL
(P<0.05),PGE, T~ (P <0.01), i TNF-a
FRKF- 5 A B ER K IV 4L LA TG B 25 . ROR
PGE, 1F A e 731 1 98 5 R 7, 76 J13% 7 7E F R B
W A, TR T IL-6 Bl IRV R R 38R T ) %iE
S =T N ¥ e | R e T R
TNF-a I PGE, , J&i {10 S 9 IL-6 Feik , W & 0y
B 2 IR O S 00 T 4 O A 4 L 3 A B B
) O IEE N EE (W | 0 Wt d LOK s Qe AL )i DT A

0 200 M P 5 W ) 3 PR R W et A R A
LI 5 B B 1 B A . X R REARS T
B A0 B Bl R B TR R AN 5 Bl % B R AR A
FRECE AL E B3R, FAK B T3 2K E A&
FR¥ , 25 T WS & T IE B, vT AR 2F i 4 e
oL TSR R FAK WS AL G M40 is, e

#F FAK 5 c-Src () SH2 454 . FAK/SRC & &1k
R p130Cas J5 it CRK ##:%| C3G it
A RAS 342, 45 MAPK 15 55; S5 %, 8 sh i
W s CRK 5 R w7 Il 2 e X 3 2
)5 C3G i CRK 1) SH3 45 Al H.45 4, H &b
HEGENTHERZ S . £, FAK A
JET R A S5 F AT BE , FAK R J5 B o 2>
30% " LA FH T R A A R 2 AN 2 R
FAM BB AN G M. Sre FEHEER A /N, BB
SRS B PR R A0 3 A e B A
KL RN TE B R R B 2 HL AT R FAK/Sre!
p130Cas S H TFE 5 4+ 10 701 o i A8 ke o 2
ER

AHFFELE R LW, RAW 264. 7 411 JT] RANKL +
MCSF #ii#% 12 .24 h J5,FAK .Src .p130Cas .CRK .
C3G 1 RAS mRNA il HRBHE 0, H 5 =3
gt R, &7 HE W S A IE T A,
FAK .Src .p130Cas .CRK ,C3G #1 RAS 1 RNA i
FEARIRH B, gl =& TR EE. T
T k07 i 4 1) FAK/Src/p130Cas Y31k, AT
il B 240 L 7 JIL 30 B 1 B 10 T s A il B A i o AL T
F%. RANKL + MCSF #i| # RAW 264.7 4ijifi J5
CRK .C3G Fll RAS ik B & 38 i, 384 o g 245 B 48 =
T FAK . Src.p130Cas, #& /5 FAK 3% )54 Src.
p130Cas %54 ¥ FAK/Src/ p130Cas & &1k,
HicliE s FAK .Src.p130Cas [ FHemA ] i, 7 —
J5 1, O T & 25 I T WS 40 i FAK. Src,
p130Cas 1y % ik T F¥ & W &, #fE W FAK/Src/
p130Cas A BEJEIE LBl H PRI I 4 i, FER - 2
WO B O BE B PE T o AT D, 3 Bk 7 5 24
MLY% AT @3 F 3 FAK/Src/p130Cas K T s 54
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TR, T P06 RAW 264. 7 41 A 1] %8 20 i

fk. % FAK/Src/p130Cas K HE (5%
ﬁfﬁﬁ_f
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