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[ Abstract] Transgenic 5 x FAD mice are APP/PSI transgenic mice carrying five familial Alzheimer’ s disease
(AD) gene mutations. Beta-amyloid precursor protein ( amyloid precursor protein, APP) expression is related to the
K670N/M671L (Swedish) , 1716V (Florida), and V7171 (London) mutations, and presenilin 1 ( PS1) is affected by
the M146L. and L.286V mutations. 5 X FAD mice express high levels of B-amyloid in the brain at 1.5 months old, and
neuritic plaques began to appear at 2 months old. The pathological phenotypes of 5 X FAD mice include amyloid plaque
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aggregation, neuronal loss, gliosis, and memory dysfunction, while their biological characteristics include changes in the

formation of brain (-amyloid plaques, hyperphosphorylation of Tau protein, synaptic dysfunction, neuroinflammatory

response, mitochondrial dysfunction, blood-brain barrier injury, neuronal injury, endoplasmic reticulum stress, and eye

lesions. As a classic animal model of AD, 5 X FAD transgenic mice can simulate the neuropathological process and

behavioral manifestations of late-stage AD in humans, and these mice are thus widely used in research into the pathogenesis

of AD and the development of new drugs. In this review, we summarize the model construction, biological background, and

biological characteristics of 5 X FAD transgenic mice, and the development and application of drugs for the prevention and

treatment of AD, to provide references for the application of 5 X FAD transgenic transgenic mice in AD research.
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TgCRNDS8 .J20 . APP/PS1 , TG2576 + PS1(M146L) .
APP/PS1 KI5 x FAD F13 x Tg-AD /N,
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Table 2 Behavioral characteristics of 5 X FAD transgenic mice
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SR S AT 55 |
Reversal task
(3] i3 - Ao 491 FIPRER M5 B I ]
3 W : . . !
- Male Detection period Time in the target quadrant
s . gl e wr Rt G R0 '
Female and male Detection period Escape latency
™ R W WT Ko 1 FEDRUCEL 1
- Female and male Detection period Number of errors
SEXEPSEIIE Y954 . ; _
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JIRRRIEZ —, AD S8 B 28 50 2% 2 3 BORA OC KM
XS 2= 40, S BONMANCAZ D Re R 21 T 3
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SN AT e TR T R S i S UL N )
SEOFEERT 12 A S x FAD /NEUR 2 T8, & B
FEJ5E 5 AP 2T W sl i f ek
Y6 (immunofluorescence , IF) #:0 5 x FAD /)N
JEANET DG X B B A5 455315 HE 43 53F 1 (ionized
calcium-binding adapter molecule 1,Iba-1) 15 35 A9
IS T4 B R R 5T AT 4 TR P B (glial fibrillary
acidic protein, GFAP ) 1= 323k 1 B T ¢ Jo 4 it 3% =22 91
AT OB VR G T 2l T

LG LL BFEAE R, 5 x FAD $6 3P/ ZE
2 I 2 B AR UL, 5 ~ 6 J i It 35
% 4 IR EZ b o B b 6 H eI 3%
Wb 6 FIRE I H B 2 T i 2546, 9 I I AT 0L
KPR AICEK, FLEHTLERM,S5 x FAD
R/ NELUEA AD (ML BLREERAE (R 3)

1.2.3 5 x FAD 56 5E[R/ Ui A8 A AL 3R Y

FE bR ic PN 22 fih % (synaptophysin, SYP) | 28
fil & 25 1 (syntaxin, STX ) F1 %€ fifl J5 2% 25 11 95
(postsynaptic density-95,PSD-95) B3k =Rl /)
JFIESE AT AR . SR FH ELISA Jy 36 0 /) L 42 g
APPSR R K5 x FAD %% 5L /N B4 iR 2 3¢
HoE il K VAR 4 H BTG T R, 9 H W I 2 2%t
HREHIY 75% , 12 7 e 10 5 filh i 10 00 19 7K P J 25
5 4 ~ 12 AR 5 x FAD /B R 2 #0i 1
HIOE il A PSD-95 A ELA B
PRIXPIRIERICYI K B0 2246, AT RE = IR o K2 4L
WF5E HUE T B6/SIL RS 75 SR HENE/IN R, Xof IR 4
/I BRI 5 AR [ 18 (48 b7 o Ak ) 3

21 it Ji] 10 2 AKOM 2 1 B 5 ( eyclin-dependent
kinase 5,CDKS) 7E B KM & #4545 2% > il
I 5 T O T T, CDKS 5 p25 &
(CDKSR1) 45 45 J&, CDKS i 1 76 M 22 2 45 ¥ s
(AD.PD #l HD) "k £ # il e & B & 3%

R 35 x FAD FeRLD/NRUR i BURFAE
Table 3 Pathological characteristics of 5 X FAD transgenic mice

ks ik X R A#e A Ak
Index Methods Control Months Part Change
- [34] K2
THC Wi 2 Cerebral cortex f
o T =
THC WT 5~ 61 . SR t
Hippocampus and cerebral cortex
Tk ! X
AB HEHE IHC WT 605t IS DG X )
AB aggregation Hippocampal DG areas
1
Hippocampus !
MSD WT 4.6 1204! N
4 figi B
Whole-brain
e
T ~ [40] ﬁ}%‘»‘ﬂ:ﬂmﬂﬂ
p-Tau ELISA T 6 Cerebral cortex and serum f
' ' (6] RN, DG X
GFAP Ibal IF wr 4 Cerebral cortex and hippocampal DG areas f
FUEZYIve =211 HE WT 600 Je 2D DG X )
Neuronatrophy Cerebral cortex and hippocampal DG areas
i 2s K e i L1
RIS I BS wT 4l B !
Dendritic length Hippocampus
BS wr 6.1204 e |
TR 5 g Cerebral cortex
Number of dendritic spines BS 6 A% 5 x FAD s ‘ 2 !
6 months old 5 X FAD Cerebral cortex
Z fih i [62-63] HRAAIER B 13 )22 ) R 40
BS wT 610 . . l
Number of synapses Pyramidal cells in the somatosensory cortex
Gl 2 T - 5 0142
. . . TEM WT 4 . !
Synaptic neurotransmitter vesicles Hippocampus and cerebral cortex
e e BS wT 1210 B L L
Number of neurons Nissl wWT gl34] Layer 5 of cerebral cortex !
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PEUOT RIS B SR SIHGHEAT Western Blot 43 HT )
KBL,3 A5 x FAD /NREZJZ P9 p25 KR L
FHias FR TN AR REW ;9 12 H i)
5 x FAD /NEUEZEH Y p25 K115 i 38 ) 5 85 A= 1Y
(4 150% , [F A H4 B0 dob =55 %) o 28 20 P R R K ot 22
JLER, K, p25 KF BT 40 F R R 20T
N AB REXRED],

IR IR o B 4G 475 H I =1 (wriglyceride,
TAG) . JH [E BE (total cholesterol, TC) K% 8 &
H (low density lipoprotein, LDL) il & % i Jg 5 H
(high density lipoprotein, HDL) , H:H1 LDL I TAG
IRV T 2 o 28 0 i 2, A R Ml v JE By A R
BergptART 5 AD XU IEARSE | il HDL 7K F-
5 AD U B AR OGS REMEAR L, METE 5 x
FAD F1 WT /N9 LDL /K505  HDL 7K F 5 1K,
WM L [ P ) 3 22 e P E T 4 ~ 12 DA
5 x FAD /NELZIE] . 4 A I HErE S x FAD #1 WT
/N B TR ) S W s A 3 P22 5,6 IR 5 x
FAD /)N 8 JE [ B A AR 3, 12 R I 5 <
FAD /)N BRI i JIEL 52 25 AR ARG

FHAHX 22 R 4t ( central nervous system, CNS) H1
(R IRAEFR RN ZERAE , AL Ry Bl 1k 2R i 458 £ 1 7
Az B ORAP I ST L, 18 22 o i v i o i 4
YRR, I pf 28 RRE W] AR P p 22 00 R 22 20
PR 5 H AT TS A SO B 2 RAEIRIT Y,
5 WT/hEALEE, 6 AIEHY 5 x FAD /N ROR K B J=
Y 20 A 2 -1B (interleukin-10 , IL-18 ) Fl i &
IRFEIR F-o ( tumor necrosis factor-o, TNF-a) e ik 1
BETE, B 3 A @SR/ D TNF-o IL-1B 55
PhZE 9 E PR 55 B R4 M 3 7 4 i S x
FAD /MU - 2 J2 1 A T J5T 200 JH 0% AT TNF-oc
KPR 6 Al 5 x FAD /ML MG A
K2 (IL-1B , TNF-a, APOE . GFAP ) 33k i & 4
mt 6.5 A S x FAD /I R 5 b 4 E A
TNF-a FIA 4 -6 (interleukin-6,1L-6) | [ IfiL %
R - Y| ( friend leukaemia integration-1,
Fli-1) mRNA /K3 i 10t

f#/N RNA-128(miR-128) 2 —FhTE#I 4 R G
FIIA Y miRNA TERIE RGN K F SOEH A4 FL )
REAAERF A P E BEAE T, H S i 3R B 5 I JRk ig
B 2 UIAH G, R SE ) ZE & PCR ( real-time
quantitative PCR, RT-qPCR) £ 2 H #% (#14h AD
i dl) (8 H (FIL AD JHL) A1 12 A (18R

AD SR ) B/ BURE Z rf miR-128 kK FA84E, 5
XL WT /A EE, 8 A% 5 x FAD /) BUAY miR-
128 /KF 3 T M, (B AE 2 5 12 A A 2
A5 x FAD /N BRASHR BR W R AN IMAR ((exosomes
Exos) miRNA 7E AR BEHRUTEATFAAE Rk 25 57, 278
TER)IZWT R AD YRR 22 A W bn i, % T 5
WM AD A EEZE T,

LEG UL LR A5 0 76 5 x FAD B55E /N BUIG
W, 5MAESER MERELE MEREYIGE
IR 28 99 55 85 VAR DG 1% A= B AE A R AL WT
INRE R E AL (K 4)

2 5 x FAD hNREE A st

HATHFFE M, 5 x FAD #4538 B Hofth 4k
Yo7 e 1k AT RE W M 28 il X fE B B ( synaptic
dysfunction) £ R 4E ( neuroinflammatory , NI)  Z&k7
1R I RE P fs: K i i J5# % ( blood brain barrier, BBB) $i
15 M 22 JC 145 ( neuron damage ) . PN B M N 34
(endoplasmic reticulum stress, ERS ) FlHR 9 22 45
NPT
2.1 5 x FAD i SRfib I aE RS

GRS FA) S22 2] FCAZ ) A= 2 il 5 g
HUE AD FIEE Z M R HIAR R 78 AD BE
RREA T 58 il 461 2 He 2 o0 FE T- B LT A
UK S A 22 5 i 25 4 A0 58 ik % R AR AD FRAIIOT A6
I EET | RO R, 05 il T RE R AR 2 5 i
M E IR A R ML, HINHIIRE T B
HIHISE P

G i 2% 2 A5 fh 0 5 ) RS BN R & AD A
W T 14 Al 368 3 0 /) BRUPE R AU ST 55 TP 5%
il IIRE R B, 5 x FAD /N EUEE DB CAT DX i) i 28
TC A AN 1 28 fi 3% B AE AE BREATY . 5 x FAD
/0N BT b 5 fih v f SRR A RO I i 1) BRI PR 2
P, AR fk 1) SR AR T BB AR LA ZERR  UEW] T
SRR BERIEIRIE 5 x FAD /)N ERURC Y BT
B FER LS KIMURA % RFFE 2,5 x
FAD /N 6 AT IR B i3z 45, 5 x FAD /)y
B 2o A 52 L 03 284 5 il 22 () ) AN T A, Bk
KRS I35 2500, IR AR AT 2R B W Parkin i8 %
AT L e A WEAR e U A G R 1 1 4555 3B- 11
( microtubule-associated protein 1 light chain 3B-1I ,
LC3B-T1 ) (ZE4E GIEA 5 x FAD /NELH BRI 25 10 28
f R T B A
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R4 5 x FAD FIED/INGUAY A= BEAR (LR Y
Table 4 Physiological and biochemical phenotypes of 5 X FAD transgenic mice

AL TR bR Tk Ak HRAL EER S
Biochemical phenotype Methods Months Part Results
AB4, ELISA 4 ~ 9[34] 4% Whole-brain 1
AByo ELISA 4 ~ 9B 42}l Whole-brain 1
SYP ELISA 4 ~ 9B 422Jil§i Whole-brain 1
ZEfil il A 25 1 Syntaxin Western Blot 4-1213.48.68] 3 J%JZ Hippocampus, cerebral cortex !
9 1203 JiZ)Z Cerebral cortex !
PSD-95 Western Blot t : .
esem B 412134868 I J7)JZ Hippocampus, cerebral cortex !
P25 Western Blot 3.9 1204 J7JZ Cerebral cortex 1
. WEYHT 440 A 2K Non-fasting plas -
JHEEE Cholesterol [ﬂlﬁﬁ’*)’l e - 7%‘ on-iasiing plasima
Analysis of glucose 12046 FJi6i Thalamus |
6,978 SRS Hall brain homogenate 1
BACE1 Western Blot ; o Tl bram flomogenate
614 } )% Cerebral cortex 1
TNF-a ELISA 4L75] i B2 )2 Frontal cortex 1
APOE GFAP qPCR 6% I DG X Hippocampal DG areas 1
qRT-PCR 6140 J7JZ Cerebral cortex 1
IL-1B . - _
Western Blot 3074] W5 Hippocampus 1
Fli-1 mRNA PCR 6 50761 W35 J7 )2 Hippocampus, cerebral cortex '
IL-6 THC ’ 1§ Hippocampus
miR-128 qRT-PCR gl77] 1§ Hippocampus !

2.2 5 x FAD HRI#2 58 fE IR [

R PE Bl R 2R G0 R B , EL™ A RE
Sy RAEFEAE AN AR UL JE Y /N 5 4
J RSB A A A 2 T RO R 2 T, SR A B
REAE R fh 22 9 E 40 M IR 7 19 & 8, T8 B4k & 1 R
i 5 A2 T 3, LA R 2 R 12 I g R
B0 IR o 4 4 ) 2 A A A A, f 4
PR AR B AT 48 40 B R 1 43 W0 DA B R R B L I A
W AR o] BRI b B OCHE
BRI BRI T 40 R R A SR R A
FEANNE, FOBOEREE 5 AR, MIEMIFEBER I /KT 2
TEEET TS AR /0N 5 I 200 RS2 TR R I 400 i o
AT AR DUBGRAL, AR BEHR 253 /1N I 41 i I
G UBAR A 20 L R R Ak R /D e IO A4 A 7 £
R AD BhrEz—",

BEAE 4 8 2 ( triggering receptor expressed on
myeloid cells 2, TREM2) I f{fi % 32 (& 7F AD Hh EAT
PR XA E R, R BRI TR E RGN
I ST AR Y TREM2 7E 5 x FAD /) Ui
ep 23K B A, 1 AR A 26 R 7 (adeno-associated
virus, AAV) 9 5 i) TREM2 R bR @ &8 7 5 x
FAD /N B 25 v 412 4 20 i B 17K SF i = T A 0
Bepat™s 3 R ETHEYE 5 x FAD /N LA AE A A
2 I 4 L o 4 1) 2 R AR AR B Dl B G, HLX R AR 4k
SEAERRRAS G, WY 5 x FAD /NRTE 5 A i

RV B g R, E 5 x FAD /N BB 7
o3 AIRET S THUR T R A B, EAEE
MsE , AR KBS x FAD /N O RIE T &, a]
RE I S B RAE S 10 AR R
2.3 5 x FAD HH)Z R A TNRERE S
LA 2 L PN 3K 3 A ) A L, R
FALTEIRAE A e TG B4 it . L Ah, GOkl
S 58505 5 A% 3 | 4 M A T 0 T A i M R T
U AR FERIKR SRS Ca” TR B 2T AT i,
PSR Ca® HEER ™ TERCE M AD /)N BB A
oA IR AR ORI AR 2877 W) 32 AR (receptor for
advanced glycation endproducts, RAGE) A Bt IG5
WA T Bz J2 0 I v 28R 1 IR W% g 0 35 T
5 x FAD /INBUR M 48 A0 38 Rt i) e i 52 5 ) |
(NADH-iZ i S8 AL 18 5t ) Hh Fe-S % LA I, ¢
TR AN AR A o ST S AR S - e S S
NIE AT B SR B B3, 51 R 4Ok K D) BE R
3197, 5 x FAD /INEUTE 9 i 1 B IA 1 2 Al i 1
B 7 L DA 5 i 1% 235 g 8 S R 2R A4 1) S, Horh
LAART RER 1 3R B R g Ey b ATP 7K PRI W 4%
ZAW T IEERREAR ' Sl R A H 4 A R R
TE 5 x FAD /]NEROK il Kz J2 FTE B () 4 S5 | 28 ik vp
TCUE LRI i N | T U SR Lok A Rl =
FIRLEL, RS HR T 5 x FAD /N B BLIAAR 85 B
PRI AL, FaE— 20 3R WA 2 i AR 1) g 17%) 4 2% WT B 3K 3y
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] AD AR B
2.4 5 x FAD HgIin i BF B 4545

UTAER Bk LX) AD o5 BEA= BRAYRZ MR 51 T
ATHYSGTE o il 76 7 R B 5, 00 il If, 7 i 2> 11
IR 5 B 05, B A R S AD & i LI 1 R0 R G
S I R R ST N TR AN (R W a
Bk A BRI P B B sh R, DA R E
B ) KM 12855 TR ) B, AR YR S 2352k RN Y
FZH IO I A 1 R S R IV e
ZREVEI Iy R A RN, 5 B P S AR 28 RAE,
B & 2R AT AR 1 Z A 0 e R
B, AD TERZBAT YA RO FIN 25 4 Z ik 2 &
A B 5 B D) AR R AR H o R S R
(electron paramagnetic resonance, EPR) 7 F T ¥
5 x FAD /N U It il Bttt A5 S a2 U A A A
ISR ZS AR 10 BELURT ot A S i 1 U5 D
( prothrombin , PRO) Nish R Sk 2( prokineticin
receptor 2, PKR2) (JFHE AT BEFEL 5 x FAD /MRAYIHE
DR AT PRI AR, O L PR U e ) T RE
TE 5 x FAD BRI 1l A 5 B ) B B Aot (4 IE48 A 47 1L
i 5 B T SZ AR S0 AR T BRZZAR Y P B A g
B2 T8 T3 440 i 22 1) i 4 fk A2 A o g i e S
PR R R i i B RS
2.5 5 x FAD gt Tihifs

SR R] 5 R A 2B AT PR Hh Y fl 22T
403, % AD 1 5L 1 2 s R E JE A . 25 AR kA
JATTUS AR AD R R D R HE A AR Il Tau £
I HE R E AL BN 5 i, 25 T BT fih D) B s % 0 A 28
T, PRZETTAr M AR AN N 2 il i 21, AR Sk
Ko TR S fi A 33 R BRI T RS AR Sy
— 7 B S AL R B s 28 T8I Bl K
R 4 AT S x FAD /NI 5 i #h 200 1%
PETC W3R AL, 12 AR AR R 2 25 5 R HER
SOt E L 5 x FAD /N R B T A2
AD FHIER) M 22T 2%, B B R X 40T
PURIC B, SR TR 2 HoAtl AD Sh¥ R B B h &
AR 28 T
2.6 5 x FAD H89 /A 5 Rz i

DAL I 8 S AR TR 28 T, R A R RT
fedtp e oy D REIR Ak, AR I [A) 2 82 T o 3R
KB RE IR B 1 s R A R BT RE 15 5
x FAD /R AR #7 & & ) (unfolded protein
response, UPR) , il i Western Blot &85 WT /M|,

AL ,5 x FAD /NELURG UPR JC7A2 4k, 9 J5E I 17 84 A
EYEETEDYT ) g bt BRI E 1 APP
F1PST 7EN M AR R 2351 & 12 P ERS Fil UPR (1)
s A5 x FAD /NP & B ERS, 1] AR 2
UMTE 1.0 ~ 1.5 A APP F1 PS1 %% 3L K 4]
FIKWY B, ERS 7KV 0 B 2 E  IF Re g 2R S
ML TP, DA A G I i 2 1 A & fer IS
B Z U R, SK T AR ASHES X
FAD # /N AT UPR, {H3k 4 A2 AD B3
L ZU2E R ) S R X — i, B A ZE AD FiL
Tkl 2038 F5 ME SR, UPR A7 35 26 b 22 50 v Bl 38
WY I, ROR A SR TR AR 5 x FAD K
S LR R IRFF IR Z 000 WA R] RN 22 )5 43 591 434 P9 5 1)
N R 1K
2.7 5 x FAD HpyEREBHRE

HARE AD G Js BIBCAR K 22 A AE K
{HHSCHR RS B Z M B 2 —, BokiilZn
S Iy B A LTk 5 o R L
JEPEREAR AT B e R A L2 IR | B S
U855 LA B R 35k 3z 20y 0 11 2 R i S5 R0 DA RE B e AR

3 ARES 5 x FAD /N AL I B 37 31 0 = Rl AR
TE05 R Z AR, F /KA B e 5 5 i
RIEMANZE AD 19k BUAH—3%, BIFE 5 x FAD /MR
)RR Do 5 R B 1 20 e B UL 2R B AB,, KO B 3
It 05 x FAD /)N B 0 i rp 7 7 4 280 P9 BE A
FEE -B EE W) (oligomers of amyloid-B,ABO) '™ |
ABO BEIANIE AD Z il B PEFNVE ML B 1 A A I G
25 TIRNAN AR R M2 fil 54 AL 45 , L
HEURE AR BEHL TR fAH ™ R HRE K
JEJEEBEAE PPN FE bR, 5 x FAD /I BRI 190 g5 J52 2 )
AT R AR 5 B RN B, AR BE AR RIS Y 5
FAD /INE, AN AR BE He g /b, 40 1)t J=2 5, 3
mee Bz AT ML, S x FAD /MR
LD REE IR 22 | 1 D8 M A TR 2 1 L B R AL VE 4
FERTIR SR B A MRy VE M LA i . & Tau
HEAFBERR L Tau 25 AR IR Z 5 KAk L
AL AT — Sk

3 5 x FAD &ERE/NRFE AD [hig%
Y & HR Y S

H1 T 5 x FAD B FE/N R BA AD S IR
o0 S EARIE, P25 AD B9 R HLE] , B bl
MT4538 AD BRA L RIBTTE (3R 5) o
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|5 5 x FAD FeHEH/NEAE AD Bt 25900 Hh B L]
Table 5 Application of 5 X FAD transgenic mice in the development of anti-AD drugs

ESESilhy

72575

EAEITNRIS

ik

Bk S BIT ) e o . Ttk R 2
- Administration Administration Duration of Month
Drug types Therapeutic .. . Methods Results
dosage mode administration ages
W% WP " bR R U
Gossypetin 10 mg/ke Gavage old 1.6 MwM Number of target crossing
i % MR - 4 B R ]
Pteryxin 16 mg/ke Subcutaneous injections 7d 12 MwM Time in the target quadrant
T i o FF 4 B R ]
Eugenol 30 mg/ke Gavage 30d 1 MwM Time in the target quadrant
izl LR 100, 300 and W 84 d 3091 BM FIAR G R A5 B 1 [
Traditional Theracurmin 1000 mg/kg Gavage Time in the target quadrant
Chinese B HES Pl is3i e ]
. ; [41] EXIN
medicine PF > me/kg Subcutaneous injections 28d 6 MwM Escape latency
BT - SR (R0
4 3, 25 pe/ke Subcutaneous injections 60.d 3 MM Escape latency
it o2 5422 B2
SLCP 100 mg/kg i 60 d 6,124 MWM _AmRREEIE
Gavage Time in the target quadrant
OABL 20 me/ke BT ESS 21 d 6l40] MWM FIPRER MR B 1 1]
&8 Subcutaneous injections Time in the target quadrant
i e i Sk SR AR
N MOS 0.12%, w/v i 56 d 0.5 MWM B3R
22l Gavage Escape latency
Chemical drugs INCP 10, 20 and B R 28 d s - gl BM AR IKEL
40 mg/kg Subcutaneous injections - Total errors
o4 4 and Alzheimer’ s disease [ J]. J Geriatr Psychiatry Neurol,
4 15y =H 2001, 14(1): 52-58.

5 x FAD F 5 /NS BUE AFE TEM T AD
AHOGVE M3 BE 2R R B Y 2 2R 1R, B 2 Hifth
AD BB RYFT A 1Y fh 2o B 03 , iT AE N BUR R
FUARTL AD S5 35 0 ) A 20 B 7R I AT ol 2 3R
LB ET AD AT R R AR R 2 —
EHAEMRRE S x FAD 28 K& H 5 A3 AD 1K &
BF WA —E 4 3 B 28, A AD L2 i 24
FAD R7AF5 R, I HAE 5 x FAD /M RAHS
AJRESXT APP AR FR = AR AR B B2 5 ok, 5 x
FAD 1 AB,,/AB,, W LLIERLIF-m T A2 AD, At
T 5 x FAD AR, BT T 85 AD K
P RE M fe e, /N B A5 A7 76 48 D 2T 4t 9 25
(NFTs) A i, BRIk UL, iZ B RIMEHE T AR
R AD BYARZ R, LEIG R ETIVAL B 259 %0 AD
(B TR YT 1 1 7 AT R LA ARG I i3
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