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Abstract

The pathogenesis of tumor is complex, and the spread of tumor is a multi-faceted process, in which
cytoskeletal disorders, destruction of extracellular matrix and epithelial interstitial transforma-
tion play crucial roles. ASAP1 (Arf glycoactivator GTPase activating protein) induces tumor me-
tastasis by localizing inside and outside the cell membrane, modulating the cytoskeleton and
changing cell polarity. FAK (adhesion spot kinase) can combine with ASAP1 to form a complex,
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which is involved in the regulation of extracellular matrix (ECM) components, influence tumor cell
microenvironment and cytoskeletal recombination, and thus promote tumor cell metastasis. In
this paper, the expression of these two proteins in some tumors and their new development are
reviewed, hoping to provide reference for tumor diagnosis and treatment.
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1. 51§

B R R I O 2 — (1] ABUHT I 76T B R IF R R VR 7 7 T TE A RN
Ao RIER R AR NS+ B, HRZZMIEm IR, h TR 2R, s> B K )
2. MAREIEIGE -2 L%, 2. 27 HS50E, Hrh s 2e0am. 9ok 5
ARV e 200 L L 5 2 L AR e L b B ) B AL S R R S B L. T T B ASAPL T LLE i i #E 4 i
A, OB E, SURARE IR, RESEMRAMIENE. FAK 5 ASAPL 25 MG BA
MEEY, AIERTARESE, 2S5 (23E R R 5% A ST B2 IR 1 P Al R e
— LR R )RR R T

2. ASAP1 IR HFIE
2.1. ASAP1 fN%&#

ASAPL (Arf FEALIR T GTP B L& 1, tWFRA ASAPL. DDEF1 8¢ AMAPL), #ifid ArfGTP B
TR EI(Arf GAP), AT 5B I R AN 8 5 Ytk KA (8924) AL AL &1, ZmAg i) —Fh & f
SH3 Zhtask . B8 A EE 74 PHI 45803811 GTP B g1k 5 A1[2].

2.2. ASAP1 BYThEE

ASAPL 11 35 TR B2 2 T R B e 4R bR . ASAPL B TR A&ty WllsheE B4 &
SRS YA =) )b G i (Focal adhesion, FA), IX L6 2 kg 78 il ot fe vh HoA SCHE DI g . AR ZL e L el
LMIBNE AL A A E 2R H AN Bl . k. D RANLERFA LIRS . A 2RI
SASEAEMNE I SR EMREsh B E R, HIXe R PN M. RIS
D5 e 2 e A AR 28 AT K [3] 1R KM EE A 9 2 2R AN AR B AP o 2 [ MR 2, ARG RN
O ECM (G5t SR EZEM, S 591ER, AR, HB5H, ok, ERMEEA4].

ASAPL ENL T LM AL A 45k, BIRHEDE . RBMLE . 2/ MEMETZE R[5 JenT
WU ASAPL A7 TR 282 , I8 & 5 IR 1 515 B VLSl 8 11 14 Sre (T 201K 5 11 308) (195t 3 (SHB)
SEMIIRES G, JFIE R A B SHB SRR A TG AR 45 5 [6] - il J5 fIHF TCUEY] ASAPL /& Arf GAP, Arf GAP
5 UM WISN & ET A0 B B A A OC, AR AR E(FA) . B/ME. RICE . BURE . BUR SRS, =
1 FA A FAK. MR, fARFIKBRIEER A [7]. ASAPL @it ¥4 LN 8 4 i B S8 3 B, JF
VRN 1 A0 1 28R 510 (FAK S Sre-JF 32 AR I 2R BT FsE 5 ) () SCARMR AR P il A 4 4 . LBk
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A R 2R AR MR PR ) PR R 2R, A BRI T B R A 5 A ) PR e, BB R - TRt % AL,
SHEMEZIR[8]. Arf GAP CAHUIENIFAE TR AR E YT, BERMMESHES R, ORE
FAE S AR, T IREIE. A5 2ME. ASAPL AMUE SAENIANIERE H 2A A
PERIEA B &R A 2, 1 AR S R b AR Z[9], I LB N-BAR S5HISE 2
SEMzhER, MBUBALE(E S KT U3 & H 40 22[10].

2.3. ASAP1 FEMME R RIA

ASAPL TE4sH e B E hmRIA, HE4EWEEE N TLEB ARG A RAK[11]. ASAPL
TE IR R P v B, JF Sk eSS F R AN R IR 7 AR OG[12] . Guo S8 il ribR ASASPL FIK 5
JEGmt RNA, i Redz S8 & @ Hedgehog 15 5 1 1 oo JH A0 e (1) 10 FR AR R [13] . Sl i 7E i
J (40 H T TR 21 ASAPL [RIA S B vER, M E g, ERIEE R, HE5EFHNARTG
A K[14] o ZHRGRUE ] ASAPLIE I mTOR {5 i ok T i BRI AL S IR s 20 i 1) B Wk /K ~F, iX 42 7s ASAPL
25 ARSI R L 2 —[15]. 2 B ASAPL /& B4R b mRkiA, 5 IR HE A
. TUEAEAFEDIMEE, KILLRIEN ASAPL Al B 3858 B 40 i e . 228 5108, Wb, HA
PR O] Rl I T R I P R AR R, ek 5 4 A 1 T SR B PR 5| A )5 A4 P A ek Sk
SCHL[L6]. FE TR ASAPL MU S 5 (Lt e A i Fi R, BARNLEZ ARF6 (/) GTP
6)-ASAPL @Ik IE T i p1-3 4 2R PD-L1 IS AR 22 AN e e ki, 72 5 R i E-45RE 5 1 . L 4h,
ASAPL it 2 5 gl M A AT AR, Kras 878 F e AR i o 78 R i Kras B RAE 22 5: 80 ASAPL
i RIK, M FERIA ASAPL 5 B E LA AE R B VA OC[17]. ASAPL &2 5 i 167 i 15 v (i
2y, eSS E T 2 seib R I, AT S A2 ASAPL Ak T RT A BIR[18]. Mk, DL EAZ
W R, ASAPL I AT A0 M 44t OB AR YE, 2518 R RS B AT S 20 2 3k s 4 4%
REER .

3. FAK EE K IhE
3.1. FAK EA%H

R BEE(FAK) 2 —FhE 2 AR BS 2 BRI, gtk X3 8924.3 - LIS 2RI 2 (PTK2)%E
RIgmid, fH—> N i FERM 8589380, — M roOiligai it =8 & BRI X R — > C i FAT (Kl
B ] S R A R, Herh FAT S5 HsE 05 Tyr925 ML AL i, Horpo 0o 4 M i A 35 ATP 45667 55
Je Tyr576 A1 Tyr577 454457 A[19].

3.2. FAK B{EFR##

FAK 38 BHE R 2N S 4z sh, B FERM, FAT 3¢ SH 45 Ky 1 ARl i i 12,
5 p53 5 ASAPL KA HAEF[20].

FAK gL 3252 FAK 5. FERM 2538 dMHIfERR . FAK BRI NIRRT . R id i
W FERM Z5#30 % ¢ din FAT S5kt —F45-54015 Y397 7 S i) Bk, 774 Src FKBEEE Y Src
[FIJEPE 2 (SH2) S5 H3R e & 07 5, Sre FIR SRR S 45 &, AT FAK H OBl £ /I8 (1) Tyr576
A Tyrs577 BERA . BA RS Src FKIEHIRIL S &k, filk FAK BEZFR(Tyr)397 BERR (L340, {23 Src
5 FAK g5 . WFFLRIL Src BRI A BT 58 & 30E FAK, XFHELH FAK-Src B 44046 B+ 115 4 )i
BEIRAAME SR . 24 ECM 585 AREELEE i5 5 (Phosphatidylinositol, P1)45 & BAH H AR, FERM 45
PSR iR AR AR, AT AR 1 BRI [21] [22] 29 4D & BUAT DL B BE R A A Code il [X 345 67 5N
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AL FAK 35 16[23].
3.3. FAK EME R P aER

331 FAK EEARKMEEY

BEFRMME ESMEMMBE S TR FZER, fE 4w 288 ECM IR 4L, AT 41 it
7% UL R 20 B RS RERE , 04k, AR KA S = AR o« = BRI R A FORG B 52 &%) (Integrin Adhesion Complexes,
IAC)H R i . R BKCRFAMEFIZZE L) ki (Hemidesmosome, HD) AR Kl i (Reticular adhesion,
RA) [24]. HrEEZH T LURE S Src KRB A A4, ik FAK BEZER(Tyr)397 BRI N,
IR A BT Src [R5 45 #3k(SH2) il SH3 454 . W58 K I Src B IR b A Bh T 58 2 0iE FAK, X A1k
(1) FAK-Src &40 BT854 iz 20 i) &P s 5 i@ % [21] [22]

3.3.2. FAK 5 EMT

EMT CL&1E £ P iE e I 2 A8 ) e B R . B AN b RE b, b R4l Mo b 54 3808 (F 2R (1 4 i
AE-E5RE. BEA) T, MRS EYRIEN-RE A BEEAMAEED) L. XEREDT)
AL T O AR _E B A 2 AT R B kb, o588 T A AN S R B A [25] o 3B b R AM A R J A AR T, T
HHREM, MBRRAE L. UMK RGN SCE, SR TR, R TN AN A5 [26]

FAK W& EMT i J& 1) thoE AP BR[25] [27] [28]. FAK i B L3 2 1 240 B 1 4R 10 A2 4k DL A0
Rac (KJ%/N GTP fiff). Rho (/b G EAMKKE H)F CDC42 GTP fiff(/ G & [ Rho 1% /)N GTPase &
H), S5900RE . TN, XA 5 A A AR 1 i S A TR T [29]. FAK-Sre B &)
DABEAIG E-F5R5 8 1 B3R, HEREOR I eg 4 i w0 20 B R DRG B o X 3R BH, FAK GBI Y E-E5R 8 1 I ok
FILFIAHE AL, LAY IR 40 i i) EMT FI4HRRIZ30[19]. 752 M s R L, @i ¥uE FAK, M
SECEMT Rt . thanBEis b 25 F R R [26], 75 R I T I8 S FAK SRIERE EMT
fRAEHE[30]. 4% Bl vt R B E-45 2K 1 _E R FAK 305 [27].

3.3.3. FAK jyEft{EFH
FAK B 175 5 50 R B DR [ R 1, X BB PR (A P4 1) 17 AR 5w (RO P88 28, 5 550988 11 28 3 i o

LR FAK HI R 0T e 224 Treg (9 VE T 4HM0) #6358, JEIEidt CD8+4HMIA T BB R J B e, He
LIE BN R R [31]. AR BIR B, FAK T DL BT 0 AT, B iR (4 i fit[32]. FAK
2 544 IR P B2 200 M PO A7 355 0 B SR 2L SRR 7 I 1) L6 P 2 R o o it 5 B FAK S T
ML L oRd, FAK LSR5 At 7 202 b 1 A 2 AR TR 324k 2 (VEGFR2) IR, 2 4t i I
EHEMK[33]. VEGF i) FAK S8ARES, @il EBEH B0 H E@iEtE, BAARLH] 2
N5 pERE OB, /RN A3 M B R2[34]. FAK ISl 5 p53 454 P p53 M# kib
FAm) po3 Wik HL NS ML, P53 TESNARIE T ANGN ARAT T i S £ 5 B I [31]

4. ASAP1 #1 FAK fI% &

UWIRTSCATIAR, ASAPL Il FAK WiftEE IS 58 & KR EWRIE &, T2 GV TE AN F
A ZORE B E S R B LAME 5 Rk

FAK A DU i R A 2R b (e v MR AR 33 5 2R I 2 S . H TR FAK Jiid AR 2
FhLA e R MR E R e k. H— 2427 Racl (Rac family small GTPase 1, RAC1)eGTP /K. FAK i%
PE S5 p130CAS (Crk HHRJEMIEE E Z R, phospho Tyr249) &k . P130CAS % Crk 1
HAHORH) RaclGEF, M3 Racl i . ) —Mlfl s (e A RN FIER .. FAK 58 T 3)
JIEA MRS R Z SN SE4E, X R A RN EER I G5 & 2 MM S AP i aT L /& o] [22].
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ASAP1 A KB T (). ASAPL [ BAR-PH & B4 R B SAREILALER B 1 2A75 454 . A
TREZNME SRR, 4y SO0 E R [35]. ASAPL il SH3 Ziiks FAK FHEAEM, @
W E S ARSI S Crk AHEAEH, MIMEEE FA. SZIRUEW] ASAPL RRIE/D 1 G FA (%R,
I k> NM2A (FENLEREE 1 2A)FT F-IL3 A 3L 8 AR L T 2 4. FA WHT AR B r i ol 75 22
A4 N S AP A P2 A kG ik Ja, B RS S ASAPL FI NM2A 2 A B M EAE I R I, #2407 —A
A, HorAoRE B AR OC ) ASAPL BT LU NM2A Vi IR E R 7T A 4E 2%, T FA z4[9].

5. ASAP1 F1 FAK P71

B AR FE R B —FhaE (¥ Luminacin D 2814 HL142 38 5ot 401 #1) G S595 40 i 7 ) ASAPL & Hoke HLAE
B FAK RAEMEH . HL142 &2 580 EMT, L F AR EY E-SE MR MAEA-7, NIRRT
JAREW) vimentin, p-EIRE . HL142 I fE AT I7 250 2 BEE TT 10 S N BURE[36] . FAK I 751 2
T EA, AR — e SRR S T R AT R DUAP FAK #1177 GSK2256098. PF-00562271.
VS-6063 A1 BI 853520 fEIG AR FIAF 7t 4% uE R A 21,  H AT EAER A FAK $0 558 =7 206y
W& [37] o BIF T8 B L P IR T Jo 4 1) FAIK 332 R 8 v A 42 ol L e 26 K 6 8, IG5 438 A FAK 4]
Pl aRIX SR H , UEBH FAK SIS 45 24 T DS N2 70767 BUSME[38] . B CHR 2 FAK i Sl
PR AR AN G IR AR I IR AR AR F o FAK H5 A FAK SEE M (FAK BB C” It 18 42), A2
PH TS A AR R 1%, et VS6063 i FAK v, (HAIR FAK F1 ASAPL Z [AIAHEAE A,
FAK VNS 238 AR IEE A, B ESCrR 3R 212 S0 48 K b R e A e F o e R B30 571
FAK PROTAC (& H 7K fREE ] ik & 73 ) BHL T FAK S0 & 1 AR FAK 5 ASAPL (8] (1 AH BLAE FH A4
1l G 5% 40 M2 22 AN F2[20]

6. INEERE

iR 0 5 2B R LR FRIBOILAR] H AT BE TA, RDUHT 70748 SR IF O 2 BT TAR R b 2
ASAPL fEZ Tt rh I B, H5EFNARIEHR, FAK SIEINALE. KEAR, HHLEZEZH
(1. 2T FAK IR R SC U 0F T E 4k 5. ASAPL 5 FAK 15 2 Rl vl R Bl ik, KT Wi
Z IR IR AR I BAAE AL, AT fr it — D IBE A

E&WH
G4 R T S LR 750 H (2022-23-755), T ifE4 DA 2 — e 5 R4 (2020-wjzdx-46) .
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