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Abstract

Focal Adhesion Kinase (FAK) is a non-receptor cell tyrosine kinase that serves as a critical partici-
pant in major cellular functions and a multifunctional core in the pathophysiological processes of
the Central Nervous System (CNS). It is not only a key regulator involved in cell proliferation, sur-
vival, migration, and invasion, but multiple studies have also confirmed the upregulation of FAK in
various human malignancies. In both infectious and non-infectious neurological diseases, FAK sig-
naling is abnormally activated, exerting a “dual-faced” role—either promoting disease progression
or providing neuroprotection—by regulating Blood-Brain Barrier (BBB) integrity, neuroinflammation,

SEIEE .

XED B, MG, FAK ZERIZ RGP T ORF AR ). PR EE 2453k, 2026, 16(2): 1990-1999.
DOI: 10.12677/acm.2026.162595


https://www.hanspub.org/journal/acm
https://doi.org/10.12677/acm.2026.162595
https://doi.org/10.12677/acm.2026.162595
https://www.hanspub.org/

BBk, Mot

glial cell responses, and neuronal survival. This article systematically reviews the mechanisms un-
derlying the differential regulation of FAK in the context of CNS diseases, with a focus on its role in
disease pathogenesis and its potential as a therapeutic target, aiming to provide new theoretical
foundations for research in related fields.
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1. 5|15

Fh %5 BLIM I (Focal Adhesion Kinase, FAK) Rt e/ ST . 557 S 5Ia8 R HZ O IEZ IR
RAIRBEEZ R, HAEEPHA KA FAK (1 PTK2 2K 4%i6%)5 FAK2 (Pyk2, H PTK2B 4ifd), & H
A IR SRR, 20F 45%E BT I, —FHAUE SIL 65%. TS ER R T 4 Py 540
MRS EAS S [1]. ENEARBINGE SR, |2 RET &M, w8 E st S
R R BE S, RIS R T, B S5

2. FAK

FAK M 1052 NREERAR, 75T 8N 125kD. B =/MAE PSS MA R, B4 N 5 FERM 451
B, U LS AT C B FAT Z5#403. N 3 FERM XI5 F1. F2 fl F3 =AM Xk, F1 A8
HFH, F2 WEEMTH, XTSI FAK Mizigfide s fE, © 5ARMERBHEIER, §55%
SR I BEME2]. Biltn, F1AF2 M5 p53 MHEAER, 5% p53 2 RACHIREME, AT 12 Jie 40 164 B 5
FOHIZHAIA T2[3]. FERM S5 MR HEE FAK (I F bt R 4455 SCBEE . B, U4l FERM &5 Fsk
Lo BRI 18] Tyr397 A7 s B RE A0 I #248 v] LARHLIE FAK 0 [4]. FERM 45380 H 2 M B
JRIE GO, Flin: BER. ERKETFZAM G EAMBZAR, EMENPAEYE RS, XEE A
TEH, LA R N IF1% S FAK BUE[5]. H OBl 4E Ak B A 2 o EE M ALIE M, E /2 FAK i
TR B R oy, B A EAAT SR ATP 25507 55, 2SS 2 (NES2)AL T S £ 3, Bk 7
HA RSN ThRE, & BA AR E SIS 6], C Bl FAT 4iMdlk, EdH
FAK AR E 2, FAT nJLLEIT 5 FERM 4B g0 e A 21k, 456005 S Emmik, Mk
FiH) FAK BEITER7].

FAK TENLIAR I8 R 22 B VR0 B 00 08, 2 40 P -5 40 M A1 358 SRR BB R A5 5 IAZ O 5 4 1o
Mg IeH, EEETEBMEICmZ. MRERKMEULRMX =, HEREMETrEE. el
K RAREERI T [8] [9]0 BRILZ 48, FAK 853 R IA7E HFAX #1248 22 4t (Central Nervous System, CNS) [ HE
PR TCAN A, WPy AR, A, EIERRANM . AN T AN R R AN AR, EA S SR
2 [ ¥ JG(Neurovascular Unit, NVU) [10], R 4E9 5 A S IR 2 . FAK /E NS 41 N AME 5 1
AR, AEFFEANALM . ISR AR, EAFME RGP R AL OIS, RIE
AFTECERIER, IF BAEA R4, RICNARIER B & DhEE[11] [12]. FAK fERESHTHA
Z IRk, RS T DL I SO AR e s O e, R B S RS SIS, I REMIER
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Tyr397 AR, EEMRN Tyr397 5 Src FEMEEF SH2 453 AR, #EmmEes Nt
PI3K/AKT. Ras/MAPK 25£ 4ciB [ 13], #E1 S SR T8 BEAEAAE IR S5 2 Mo RS 3l 14].

3. FAK2

FAK2 (15F% PYK2, HH PTK2B JERHZitd), 7235214 I S BRI XK R (FAK S5 1) o5 — Rr i O al
G, [FIREELE N o FERM Z5443k . A eG4 i3k, IR &= 45 XM C i FAT &5, HEZ e T
S T FIRE G B, A5 B IR TR A S R SIS S BRYR AL (W Tyrd02. Tyr579/580)WERRfb /2 FAK2 ¥
TR E[15]. FAK2 MRIAHFHL Y 7P, FEEREMALIT, B, BERERARES, =5
P2 S R AR o 325 I PR D3 A LA BT T S R TR SRR B A 5 e 7 5 AR IR B - FAKR i 5 &
BERRAGHE S NS 5901, BAIF IS 2 400l es, WG RBE)S, FAK2 5 FAK JERCRIE — R 1E,
W24k N iiF paxilline Crk. p130Cas 25251, 1% Rho GTP BEiEE, 2 5ma UL5h & (40 i B 22 5 4k,
TSI S E M TR FZ 220 ThAE[16]. FAK2 BT LU 4RAE A T 1 Ca? i, i 45 & A
454 FERM Z5 #4380, FAK2 thA] DL it SR 4% Ca? il 18 A4S 2R, DLIE RIS 5 3B 54 o stk
IS AR S R 17]. FAK2 WA BLS PI3K (1) p85 WHk4E 4, ¥ AKT/mTOR g, fHlET-E A,
M BE A B A7 AU DA S 4 Jifeg 240 A~ 200 v PR AR 4R R [ 18]

M2, FAK2 BB G555 AR5 5552 %08, fEMEst. REau. g s 2 fhal
AR G R AE M) R, A S S PRI RGNS 2 I R B AR, RBRATR KRG
J7AH B BV TR R YT B A

4. FAK fEhiRE R &R P RER
4.1. HERGRAMERFPH FAK

FHRX A 22 2 45 (CNS) 52 21 L it 57 % (Blood Brain Barrier, BBB) {47, HH A K4, ERRFE MM, i
22 TGN JE A H S5 4 R 42 IS BTNV UYL 19], (EATY IR 5 2 B AR 28, Bl Sim g2 2
PEYH 1 4 5 15 5 (Bacterial Meningitis, BM) [20]. BM & CNS [/ S SeMEpm, FE iR BERE . K
JAATER i S % 2% 5 TR A5 SR AR 512 [2 1] 4N %70 BBB 512 BM 2Rl . ZFE4iiEm, 5%
Y IS S B BN Y ) “RRS RS 7 38\ CNS [22].

BBB [1) 52 8 M 2 U4 A2 CNS FOCHE, Hops B BEAMIS A B 1) B R 2%, T 510 R 40,
PR ) LB A 2 4 L R o 228 G I 40 B A5 i 3 A P e e 12 B 2 2 DIDAH 9% (23] AFFE KN, FAK 7 BM
FIECFEHLE] i 1 2 B A B, H R EEUE IR T BBB MR EdE 1 SR I I SRR 2 4% [ 24] -
Biltn: H—, KHAFEEE T FimH)5 RO 8 7 02 R aE &, 548 ) R4l 0B & 2 - iR 1L
FAK, JA3h# G 3R-FAK (55, SEMEeE FIERON R+, Wil E (Paxillin) F1 3 4 BERS MY (W0 Crk-
associated substrate, p130Cas) [25]. FAK-p130Cas-Crk i #1811 #7i% Racl %5/ GTP B, 5| KM 228
M, FEON LM LS RE R O A B AR, AT N A R A B PR [26]. 55, FAK BWO&IEE
St AR P R 24 i 3k A L ) 8 B 0 1--1 (ICAM- DAL 4R B A5 B 20 1--1 (VCAM-1)RIE, b ki gn i
PR VEAN MO I I 55k BBB Qi 25 14H[27]. o-Sre MENBRRBRISERHOE FAK, @E M & A2 I e S0
T R B, N 220 24 R B0E B LS (MAPK) AT AKT 388, Src if il LLIES FAK MBS 2 b i 5,
TS0 28 12 4 i P SR R G B I BB [ 28] [29]. FAK-PI3K-AKT 1 FAK-MAPK 15 530 B 0E f5, 8%
FE AR, RN R RO, R R AR D RE IR SRR K T DiRE . BB =,
FAK WG I REIE I 1G58 NF-xB 5655 K 71035 1, J@id FAK/NF-xB 155 @42 HOK K0T [ B, E e ik
FHORJE G R 14, 3k B35 1) JRE PN B B8 28 1T UM & oo AR o A 9 12[30]
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B2, FAK 1E BM H@ — PN EERFKIEE S, Sl BEHMEIRE. BaR MR 112 &
R, 225 BBB A FA SRRSO M A B O S5 B BRI T . BE[A] FAK {5508, PR
U BBB i« A2 SO N AT EA 3 BM TiUm FTERAE VR I T SRS

4.2. PRFERB TR FAK

Rl JR % 3 BR 93 (Alzheimer Disease, AD)E Ny ERVE FE A & LA 3E T b R AT s 2 —, LA
A FENCNRREE , R RGNS BN, 1200 A% ORE R 6 FR R I R D) REEAT M e 5212 1 gk AT
PEGR, FUAZ DT 02 SO SRR I, BEE BRI RREL i g, a2 ) Bt 2B WA I R Km
A2, A2 JIRERG 2 2Bl Ak, PR EE N ) AR B AR P E N FE(31]. BT AD R BRI B AT
O BRI R AZ O BRASAE . Al AN M RE BB (Amyloid plaques) 57 5 TTAR 15 40 U PR e 22 21 4 45 25 (Neu-
rofibrillary Tangles, NFT) I K&, X PR SCEAH BAEH, LRSI odifh . S fbshs: PLACR
G 12 % 25 4 55— AR A B R [32]

TEMEA KRG, FAK 25 Rl a5 i fe e 5 R AT Re %, His 1t 5 S fl ] B PR A7 A5 %5 U1 OCHK . FAK2
BN BB, BRI FH R S PR A B BT FAK2 &1 E KL, /DRI CAL X LTP i3 54EFr5 H
A B2 A0, (AT A B e S AR P 2 () 2% ST A2 R D B 2 R R (33 ], 1K — SR 2 L dh— 20 A AA P )2 T HAE 52
T FAK fERfib Dy Re Az 50 aid FE i i O E L, NG SRR ILAE AD Wi B 1E AR 4L 1 B 2R K
5.

YU P M A YR S5 (NFT) 2 ol FE R AL 1) tau 2R 7 SREETE R, tau BR /E N — PP A OC
EAH, EFABRS TELS SHESS, FRFMEng8rtseti[34], M AD RIERET, tau &
FURAE 7 R AL J5 2 IS T, TR ATV M SR R AR IR — D IR B NN A i 22, I ek
NFT £5#4[35]. KREIGAWELT 7T 5305256 ESE, NFT MRS 2 AATEE M AD B3& A EIThREREig
R R REEML, 4T AD MEIRAT AR ARG OGN EL R 2K o 75 MR 7Y b i ) KA
eIt 7ot A2, BN R FAK HIZRIA K S5iHHIRESTE tau EAN FHIMERETREA 50
HERPRIERE M FAK DI 0, tau 8 E ) RERE S AR E R & B398 [36]. (H HATXR
T FAK K8 BARIE A R 7 AL RZ 0 AD Feiidt e i R WX 28470 A+ 20 BHBH, 1575 B8 2R T
A B

FAK2 1E8 FAK FKRIMEE R G, WO ZER & 4 2 BRI 2 (Proline-rich tyrosine kinase 2,
Pyk2), IR Z VAL rs28834970 Chididt AR A4 ORI FLUESE AD R AR ke ) e 1k UG TR 3
[37]. SPEHLF S I T FU R, FAK2 S S5 R T tau &5 A T3[R AT AD B3
ORI B3 7 DX 3 (it 5 X S B2 J2) Je AD /N R I H 2R rh, IX — B R8s FAK2 7] gl i B4k
[ R4% tau 8 H B K EUEREDIRE, 25 AD KR ELBERE[38].

Bz 4h, Sre SRS R M (Sre Family Kinases, SFKs){E N (1) _F i iR#E 51, IS FAK %
SRR A0 Tyr397 A7 55 IS ER LB, WS FAK ML R UFE S8 [39], 1MAE AD /N BUBE Y fy s RE ik
kAR, B BRI, FAK2 FI30E ZKF- (BB ER T FAK2 HI3RIA &) ] it 2 I T T s a3,
oRHEES Y AD JRELE R R EEIA[40]. T H, AUHRIRH, &OERERRBEIL I (Striatal-enriched
protein tyrosine phosphatase, STEP)E AD &35 [ ZH 4R IA /K E 0, UESE T STEP vl X} FAK2
GRBE T THHAT RS, ERANH A0 IAAE,  JEAH] SR A wT SRV AR OCIE B 1) 1R DR, HET
InjE AD I ELERE . X — K IHRIR FAK2-STEP {5 SHHTTREACHN AD JA Y7 1 B ZEEAERE ni[41],

1992 4, Hardy 1 Higgins H {X$EH T VER 8 A BB (Amyloid cascade hypothesis), & # R
A% F(Amyloid Precursor Protein, APP)[1) 57 % BY 1) T80 AB BKBLL =42, X4 AR KBt A 7 AR EEE
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FCAN PV BROVE AR FE BRERL, T 22000 B 77 A R DR DX S B« PAVSLRZ 23 ) (R 448 7 7 A T e Bl ) 432 1)
AT, BFEMNE. R RN TS RS — R R, R&FEEITIET[42],
I IZABR B Ve R B I R T AR S SRR AD R AL A% O R D IR

EWT AR, 1E AD SR, SRYEIRIERFE B (fibrillar Amyloid-g, AR)H HF I T T
RN FAK BUSS S8R . HLEIBFCERE, FAK #0E & vl @t FiFR ERK1/2 (Extracellular
Regulated protein Kinases 1/2)1 p38-MAPK (p38-Mitogen-Activated Protein Kinase){5 5 il ¢, HIE#% K F-
kB (Nuclear Factor-xB, NF-«B)[F\IVEALIRE, @M S5EMFEED g BSFIME T ESES, &S
P TR E LK [43]

TSR, BEETFRMARBIREN, FAK2 fEIEHFERE B 55 RY(Amyloid-foligomers, Afo)/FHIHHLZ
WL R R AT RE R A S ISR T, B Ao 15N AB HIAT i ME R, HAThE S8 FAK V& T H B
WSS, 25K ARG MR S R T Ree e, A& FEUCIZES IR A [44]; SUER, HAH
FL7R FAK2 7] G818 0E PISK/AKT 3@ B8 SR 42 T A73E, BE K caspase S A A BGHE T 0] AB 15
FHETIER, MIREE R WA TTRZ AR N FIFIE B ES I/ERI[45] FAK 76 AD H &I H 1
EROEAER, HAZORS LU RHLRIADG: 5—, MR FAK FEiESEEREE FRETES,
X AB V5T FAK M5 Pt BE s ey, Al it ERK1/2/p38-MAPK B 5 shi & e T-RERF[43]; k%N
FAK M3 Z R FE R BB G IR T B8, 1% e ALl FAK 1] 5% 3¢ [K-F CREB 454, {2t BDNF Z4H14
ERETFIRIE, JERFRATTIEME460]. 5, BRI FAK 8IS B 1L R IR0 paxillin.
ERK)Z: 54 T A SORE A% T ARmE D) BE Y FAK W38 5 I T2 40/ Tl R e e 540, 407 tau 25 (i
FEBERRAG[14]. 25 =, #EICH 1) FAK DURIFThRE N 32, @ V4% S ful o] 8 P 4 R A RN T RE[33]s 1T /IMIR
JRAH M ) FAK BOE I E A R RIS, NRTAEMR I A7 2 A 456 )5, nEiE FAK-
SFK Z &), ik IL-18. TNF-o SE R TR, 0I5 98 5 A I oG B e 3R [4 7]

4.3. RREBHMEE TR FAK

At Ji 5 1) 4 B8 (Glioblastoma Multiforme, GBM){EA CNS i WL H AR BAR 28 PR 1 J50 A PR 4 i
o, HAEMEFAT R R AR ZE N PRSI TE BE SRR R YR T HRPU O SRR, TSR, RIEIRTR
T ERKPRAR 48], GBM [E 2R B HEA T 22 41, BBB IS5 M BIRAR, SEUMRE MR a0, Mk
Y1 L AR IR BT R ), IR RRERBE AN JORE SN, AR AR KPR T OB, T S VR R
M ARG WA R PR G S gt 208 77 58 RSCRF49] .

KEHASIEARTI A ERH, FAK /£ GBM (PGS I FE a2 00 A . FAK AT 5 Sre %K
RS AR e I e A, A AYE R R IS T PBK/AKT 55188, EEANHIRE TG
HERNEE,  FEWT R A0 0 AR TR ER [49]: A, ZE S REET 5 3) MAPK/ERK {5 5 205
SN, FEEAREE GBM 4 M (14 34 58 JE AR 5 40 MOIEAE B8 ), AT 435 I8 40 B X SR PR B e 1Y, Sl iR
(b A K 53 BRI T SeBE 0 T IERE[50]. BbAN, FAK WliEI S E A R RM AR, )
7 NUiF Rho GTP B %4> (41 RhoA. Racl), WWI=4H-E S EH St 2R, T3 1M5E GBM IR
FRGEREE S, HHAEE N BBB, ScBlREMAK, Kk, FAK #7072 GBM MRTi i i 4= K i 5%
UK BT

E e U8 A A BERUE, FAK £ GBM [ IRIAH G LS N B Al b i 308, 38 I S80S 9 B 4
M G Sads, feib R anusbsa . 1088 SRR, Iid R B A U 28 (T A, D el AR K it
EFECEE AR EE . GBM iR 41 M IR T SRR B 8RE R T 5 B R0 2 R 4
J& 2E 1) B 2R BBB 152 541, T FAK {E3245 BBB X 35 (1 R 40 i 5 9 B it b 2 B 0 8 48,
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T8I R AL U R B AL (W0 paxillin, HE—DREIR P R A 1A) () SR AR A5, R G N BBB Hi#IE
Y, ARSI G s% 4 1) IR TR SR I B3 1 Ak, SEAREE 7RI 4R ) CNS HoAth X S8 i) 4 Hi 5
F[517.

WEFE I, CREB3 &5 L i 4% 20 vl i R 2 MR 4% FAK Tyr397 A7 s BB B A0 7K P12 1 o FAK,
i RNA FHHARE CREB3 (K IASG, GBM AN+ FAK MIBSERIL/AKF 835 T,  [F0S AR 40 i i)
BB )1 SR REZ B B ANH], X RIS CREB3/FAK {5 5B AI1E N GBM BEAHEH1IGTT 1)
WLETTIAI[52]; 734k, GSK2256098 1 N—Mrumal. ikt i) FAK #9815, CAENRIRETHT T ks ]
AR FAK FOBEEEYE, 406 GBM I FH5E . R22 5 1 B, N FAK $E[VA)T GBM 24t T &
B RFEAARYE[53]. M2, RFBFF I FAK ATREXN T GBM B RISIT IRt T 3 iGa 7 7 &

4.4. GRIMKZEPPE) FAK

S i A i A R X AR 4R R G R LI B I S, 2 T I AR TR 2R 80% LA, HAZO
TR ERHLE A s Bk FEL2E, 5300 M E R AR W, SRR S GG . BBB 45 #RBIA LA S Bk
RIS, MAFPEEITTAT I B0 40 5 TS AN T RE K AVEGR A, 45 BF RKEMtE 2
R UTE FAH[54].

SRIMLPERI AR R A J5, FAK FERN A A B BEERR v [FIRE R T DGR RA=AE A, Bi#E BBB e PR
IR, ML 0 2 PR 1 B 2 2 s R I 2R 5, AR 302 2R (1 (Vitronectin, VTN @ i 26 FR 5 47 72 FE
HISBE S T [55]0 FESRMLIEN A PR AL, BIR RN ZH) VIN A4t 8 & 224k, b imsgn
M FAK {55, JE 3 Nl R 5 IR PR R B, B 258U 2 R 7 L 4H LA 32-6 (IL-6) K &= 7034,
W EIR RN, 29 72%0 Lot 2 b SR TL-6 AP T i B TR AR IR Y FAK {5 514, #t—
AT R I ZEL 2R (P A0 M B S RE SSE, AR BRIMUBEAEAARAR,  IE 51 RIS T REREAG S5 #h & DI e R4 [56] [57].

i 25 R FAK [R30E £ B H VIN-38 4 R-FAK 555, H VINERN EEE 0T, S8HA%
BRI avp3 A FN R Y A5 1 S OS2 AR (WPAR)TE i = SRR A 1(58], AR A 1S
FAK H & Tyr397 A IR AL, HEM & 20 NS5 SR B, BRI IL-6 52 & TRk, ik
PRt /)N i o 40 P/ E s A O v A S5 30, 0 R P 4 2R 9 RE IR I RN SR I A 5 475591, BEA, FAK 55 18R]
VA R TR R AN R SRS A AR, S0 BBB RS E I DL M SO MRS P, 05 5 A
S B ZH 443 5 B EAR[60]

5 AD ' FAK WO EAEFAE, Sttt FAK 2RIV, (HIERF 41 T
AR ER, HAHIZ R Re2 T, TEMZ R 2 ER], FAK 322 E 41 2 A A0 AN/ R
M BB R, B O PR S SORE S Sl R (57 e BRI S, 4> FAK 2B EML
YHRAZ A, BT SRR 305 DNA (B2 S B (W PARP)E &, {R3E#4 0 DNA #iG1I2 5, ik
AR T 61].

WEFLCUESE, FAK FIHIFHRE T M6 Tyr397 A7 B S isER L, MIIA 2LHKT VIN-FAK-IL-6 i@ %
TS TG, HERERN LRI OB, S A AR YR YT SR AL T E B R SRR 5 2T R TR [62]: A
W], 30 I J DR R R B AR SRR T M o A0 By S e FAK BE DRI R 5, P i 2 rh R F R T AR AR R
WD 80%, IX—EE Rt —BIGIUE T #E A R A RANM FAK IEITIE 1, NI R 40M0RE 1% FAK 35
PEHE T B R AT T 1)

4.5. RfttHZ ARG R PH FAK
FAK {FNIRTEAHLE 5% R THXAL, bR 1725 LRANR TR A . BRIEEAE . B 4
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JHL 9T 55 Sl L A i 2 S LA 2 R GO (P B AR Ah, ORI 2 B SRR R W, HIhRe R w aiE S
PR R 5 2 P AR 2 R GER 1 R A2 R R BV

DA, TERS#7 2L0E (Schizophrenia, SCZ) & IR M ERBE IR 2, FAK {5 ‘5@ AR
RERMRIE R ERWF, "EEE X2 R, SIS, T8 RME51%E%, i
25 SCZ MR EENLH], AFRMA LI A4 AL 2E SR AL T 304> AL A[15]. 7 H FE(Autism Spec-
trum Disorder, ASD) 3 f) 41 MLk 40 fl b, FAK W) EE A RIE KT W B 0855, 10k E 4 /E iR ez
RS MG T M EER A, K FAK RiIEAE, HESBUMIEITRE T B Th R S G hE g 1 7
A1 72 AL L B S G s, X R 2 T e 5 TT RE AT BERE A CNS IR B 5884, ki 2 5 ASD M R i F£[63].
1 A4 #% 3 (Parkinson’s Disease, PD) IR ELHF 70 41, FAK 55 BIE BN BE S o- R 2R H (a-synu-
clein) 7 HEFVIMK . a-RMZE AN RITES 5 EEL PD KA CRERFE, IV RUREE 5 ME ]
SRR TC I fih T BE RS AN R R A5 M 3L, 1T FAK AE AR 40 B 2850 45 5 2 i Th BB 1) S8 40 1
FAK FEACA] REEIT INRIX — RPPHE S, 3 PD Btk fE[64]. Dbk, 182 RMEEILE
(Multiple Sclerosis, MS) & H a4 1, FAK ££ CNS 52 41 M 10380 5T F i F2 Fh 9y i ook 1 %
F . XL A I R TR A S IRIE, 2 MS B AR 0 B SO BN R EE, T FAK G i 4 S e 4
G SR RE 11, AT REHE— IR AR R0 28 2R G5 (1) SO0E I 0L 5 R BE A 4 4, HEBh i idk JE (65

XSG PSH RRAR T 38 7R, FAK RIRE/E N — N IEEM 70 7R, fEE ZMARERAE T, Wi
GRS S S SO R SR K& S SHLAHIARER, N SR RIS RGP0 B .
K= RIMAIGE 1% FAK AW DIRe AR, SE TR R BT 0T 2 Pt 28 R G od R 1 e 8 1) = o 5 s
PR T BRI YE SR T

5. R ERE

B2, FAK KAFEY) FAK2 fEMARGHIKE « RaSUERs LI R AR R b A5 8 =R TE
ALERIR T FAK/FAK2 FEAN PR 28 Bl 7R ORHGBOLE It 20 M TR R sl i A28 i 2 o &8 H R 42 R G
TP I TCBERE , FF PR ARSI 0 R . 1 PADIE « 22 Ak A A A5 FL A e 22 PR v R A7 AE VR AE R
SRR 5, SR LA FAK RTBERE —Fh i (SRS, I AT T A R GEB0i AT 1 B AL .
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